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Preface

sitting around the fire pit trying to stay warm on this chilly night,

balancing plates of shrimp scampi and glasses of wine. We were in the
backyard of our longtime next-door neighbors in Northwest Washington,
D.C. Christine and I, together with Ellen and Rob, had formed a “COVID
pod,” as had so many people throughout the country. We were close friends
and felt safe and comfortable together. Regardless of the temperature, we
shared outdoor dinners almost every weekend during the pandemic, either
on our deck or in their backyard. I had been working fourteen to sixteen
hours a day for almost a year since the pandemic crashed down on our
country and the world in early 2020. Even when the weather found us
trying to eat bundled up with scarves and gloves, this brief respite was a
welcome relief. New COVID infections were occurring at a rate of about
150,000 per day. There had already been about 10 million infections in the
United States, and more than 230,000 people had died. It seemed that our
only hope was in vaccines, and several were currently being tested in
clinical trials in tens of thousands of people. We had no idea when the trial
results would be available or, more importantly, whether the vaccines would
work. We were hoping for a vaccine that was at least as effective as the
influenza vaccine in a good year and that it might help in containing the
pandemic, but there were no guarantees.

About 8:00 p.m. my cell phone rang. “Tony, this is Albert Bourla.”
Albert is the CEO of the pharmaceutical company Pfizer, which was
conducting one of the two mRNA vaccine trials. “Are you sitting down?”
he asked. Uh-oh, I thought. This is going to be bad news.

I t was Sunday, November 8, 2020, and my wife, Christine, and 1 were



I stood up and walked out to the pathway that separates our front yards
to take the call privately. “What’s going on, Albert?” I asked, trying to
sound upbeat as my stomach lurched.

“You won’t believe it, Tony!” he exclaimed. “The DSMB looked at the
phase 3 data from the COVID vaccine trial, and there is more than 90
percent efficacy.” He was talking about the Data and Safety Monitoring
Board, which independently monitors clinical trials to determine if any
issues have arisen during the trial that affect the health or safety of patients.
At the same time, if results are so good that it would be unethical to
continue to give placebo instead of the vaccine, the DSMB can recommend
that the trial be terminated early and the data submitted to the Food and
Drug Administration (FDA).

This was the case here. Albert continued, “We are planning to announce
the news tomorrow.”

After we hung up, tears welled up in my eyes, and I felt as if I had lost
my breath. I stood there by myself for a moment trying to regain my
composure and comprehend the potential impact of what I had just been
told. I had been optimistic about the mRNA vaccines all along, but even so,
I was not prepared for such resounding results. Influenza vaccines typically
have between 40 and 60 percent effectiveness at best in any given flu
season. Often, it is much less. The fact that they were projecting at least 90
percent effectiveness for the COVID vaccine was astonishing.

Nor was I expecting to get a vaccine so quickly. It had been just ten
months since my team at the National Institutes of Health together with the
Pfizer and Moderna companies began working on the novel mRNA vaccine
for COVID.

As promised, Pfizer and its German partner, BioNTech, released the
results of the trial the next day. A week after Pfizer’s news release, Moderna
announced that its mRNA vaccine also had more than 90 percent efficacy,
and the two companies put in for emergency use authorization with the
FDA. This would be the ultimate game changer for the ordeal that the
United States and the rest of the world had been suffering through. Millions
of lives would be saved.



As I made my way back to the fire pit and picked up my glass of wine, 1
thought, It is six weeks from my eightieth birthday. What an amazing trip
my life has been.

This book is the story of that trip, whose day one was in Brooklyn, New
York.



Part One

FROM BENSONHURST TO
WASHINGTON



Brooklyn Boy

Tuesday, December 24, 1940, included headlines such as EVE OF

CHRISTMAS FINDS BUSTLING CITY IN FESTIVE SPIRIT juxtaposed next
t0 CHURCHILL BIDS ITALY OUST MUSSOLINI; GREEKS TAKE ANOTHER COASTAL
TOWN; GERMANS RAIN BOMBS ON MANCHESTER. That night at 10:24, Anthony
Stephen Fauci was born at Brooklyn Hospital to Stephen Anthony Fauci
and Eugenia Abys Fauci. My parents were married in 1929, when my
mother was nineteen and my father eighteen, and both had just graduated
from New Utrecht High School in the Bensonhurst section of Brooklyn. My
sister, Denise, was three years old, and now I had arrived to complete the
Fauci family. My father told me that my mother went into labor quickly and
her obstetrician, who had been called in from a Christmas Eve party, wound
up delivering me with a scrub gown worn over his tuxedo. I hope that he
had not been celebrating too much before he was called. Nonetheless,
everything seemed to turn out all right.

After my father and mother graduated from high school, my father
entered Columbia University College of Pharmacy, and my mother entered
Hunter College. After getting his degree in pharmacy, my father worked as
a clerk for various pharmacies in Brooklyn, and my mother became a full-
time homemaker after the birth of my sister. We lived in a two-bedroom
apartment on the third floor of a four-story building across the street from
New Utrecht High School on Seventy-ninth Street between New Utrecht
and Sixteenth Avenues. At that time, the population of Bensonhurst was
more than 90 percent Italian immigrants and first-generation Italian
Americans and their families. There were both working-class and middle-
class families. Few people were poor and few were wealthy, and virtually

! I \ he front page of the late city edition of The New York Times on



every adult male had a job. Most women worked as stay-at-home mothers.
People were independent and individualistic, were not intimidated by
anyone, and were strongly family oriented.

Both my father and my mother were first-generation Italian Americans,
born in the Little Italy section of downtown Manhattan. Their parents had
emigrated from Italy at the turn of the twentieth century, my father’s parents
from Sicily and my mother’s parents from Naples. Both families moved
from Manhattan to Brooklyn when my parents were children. My
grandfather on my mother’s side was a bohemian artist who often hung out
in Greenwich Village and made a living painting landscapes and designing
labels for various products such as those gallon-size Italian olive oil cans.
My maternal grandmother was a seamstress whose salary was the major
source of income for her family. My grandfather on my father’s side was
the accountant and financial manager of a stevedore (longshoreman)
company working out of New York Harbor that employed mostly Italian
immigrants. My paternal grandmother was a homemaker. They were by no
means wealthy but lived relatively comfortably. My parents met in
elementary school at Public School 163 on Bay Fourteenth Street, and
according to them and stories from my grandparents, they fell in love in the
eighth grade before going on to attend high school together.

One of my few memories of those early years is the sensual impression
of warmth, security, and sunlight on my face as my mother pushed me in
my stroller through the streets of Brooklyn while she shopped for the
evening meals. I also remember an array of delicious smells that enveloped
me as my mother and I went in and out of Italian delicatessens, or
salumerias, as they were called. Another impression that stays with me to
this day is my lying in bed on a foggy night and hearing the extraordinarily
soothing sound of the long, slow foghorn blasts of large vessels coming
from the Atlantic Ocean and passing through Gravesend Bay on their way
through the Narrows to their destination in New York Harbor. Life in
Brooklyn was good, even at that very young age.

Denise and I attended Our Lady of Guadalupe elementary school, which
was seven blocks from home. We walked to and from school every day



unaccompanied by an adult, even at six or seven years old. The
neighborhood was so close-knit and protective that this walk alone by
children through several city blocks was considered entirely safe. As we
passed by candy stores, grocery stores, and small apartment buildings along
the way, there were always a few people sitting or standing in front looking
out for children like us going and coming from school.

The nuns of the order of Saint Dominic were in charge of Our Lady of
Guadalupe School and introduced me to the experience of tough love. They
were strict disciplinarians but taught us excellent work habits. Not that I
needed this. My mother was keen on striving for excellence and held high
expectations for my performance in school. She constantly bought books
for me or borrowed them from the public library for me to read. Although
my father was extremely bright, he left the academic pushing to my mother.
I soon realized on my own how much I enjoyed school and learning even
without outside pressure.

When I was eight years old, my father, with financial help from his
father, bought his own pharmacy and the two-story building in which the
drugstore was contained. The building was located on Thirteenth Avenue
and Fighty-third Street, only eight city blocks away, but it seemed as if we
were moving out of the country, so tight was our neighborhood culture.
Actually, it did strictly speaking take us out of Bensonhurst and put us into
the lower end of Dyker Heights, a slight move up the economic ladder. We
now lived in a three-bedroom apartment (Denise and I finally got our own
bedrooms) immediately above Fauci Pharmacy. It also took us out of the
district of Our Lady of Guadalupe parish, but my new parish, St.
Bernadette, did not have its own elementary school at the time. I was the
top student in the class (the nuns graded every subject numerically with 100
being the top score and the average of subject scores calculated to one
decimal place—talk about pressure). They did not want to lose their 98.8
grade point average student, and so I was allowed to stay at Our Lady of
Guadalupe. After all, there would be citywide spelling bees and the like,
and they told me years after | had graduated that I was their “ringer,” and



they did not mind cheating a bit to keep me at Our Lady of Guadalupe. You
have to love those nuns!

THE MOVE TO DYKER HEIGHTS AND ST. BERNADETTE PARISH INTRODUCED ME
to a whole new group of friends and, importantly, to the culture of
organized sports. My love of basketball and baseball began at age nine and
became progressively more intense as | became a teenager. I grew almost
obsessed with both sports and soon found out that [ was a good athlete. |
relished the competitive nature of team sports. Mostly, I just had a lot of fun
playing them. The various age brackets of sandlot baseball clubs in
Brooklyn served as the breeding grounds for several major-league baseball
players including Sandy Koufax, Joe Pepitone, Joe and Frank Torre, Ken
and Bobby Aspromonte, and Jerry Casale. My enduring baseball-playing
memory is my lining a double down the left field line off Joe Pepitone, the
future New York Yankees first baseman, when he pitched against my St.
Bernadette team for his sandlot team sponsored by Nathan’s Famous hot
dog stand in the fourteen-to-sixteen-year-old category of the Coney Island
League.

In between league play, we relished street games like stickball, which we
played using a sawed-off broom handle as a bat and a pink Spaldeen ball.
You were a wimp if you could not hit the ball the distance of two Brooklyn
sewer manhole covers. In the fall, just prior to the beginning of the official
basketball season, the half-court pickup games on the outdoor courts of the
local public elementary school went on until dark every afternoon. In the
neighborhood, you were either an athlete or a tough guy, or hood, who hung
around with the wrong people and sometimes got into trouble. No
bookworms, or at least no one who admitted to being one. My friends and I
were mostly athletes who never deliberately bothered anyone, but were not
afraid of anyone. We didn’t start trouble, but we did get into fistfights with
guys from other neighborhoods when provoked. We were not serious
troublemakers.

All was good in Brooklyn.



MY MOTHER WAS PHYSICALLY BEAUTIFUL, PETITE, WITH DARK BROWN HAIR
and bright blue eyes. She was soft-spoken and somewhat reserved. Of all
her good qualities, kindness and empathy for the suffering of others stand
out. When I was almost five years old, and the first photographs of the
mushroom cloud appeared on the front page of the New York Daily News
following the dropping of the atomic bombs on Hiroshima and Nagasaki,
she was sitting on the couch, tears flowing down her cheeks. As a young
boy toward the end of World War II who frequently played soldiers with his
friends, and whose games consisted of shooting and killing enemy soldiers,
I thought that what I saw in the newspaper that day was a good thing. I
asked her why she was crying. She just looked at me and said, “Anthony,
you do not understand now, but this is one of the worst things that could
have happened in this world. So many innocent people killed or maimed.”
It would be many years before I fully understood why she felt that way.

My father was a shy man who possessed a very strong sense of ethics,
integrity, and kindness. Above all, he was a religious man. He was also
extremely conscientious and a hard worker. He opened the drugstore at 9:00
a.m. and closed it at 10:00 p.m. six days a week (and half a day on
Sundays). During the week he took forty-five minutes off at around 6:30
p.m. to have dinner with the family. The drugstore stayed open, tended by a
pharmacy clerk—usually a student from a local pharmacy school. Despite
these long hours, we were a close-knit, happy family. We lived right across
the street from St. Bernadette’s church. My mother, sister, and I helped at
the store ringing up sales during the after-Mass rush on Sunday mornings. |
delivered prescriptions on my Schwinn bicycle on weekends and during
school breaks and summers.

As was the case with many Italian American families, every Sunday
afternoon we had a big family dinner—either at our house, where things
were quiet and reserved, or at the house of one of our sets of grandparents,
who lived nearby, where uncles, aunts, and cousins attended, creating a
feeling of organized chaos. These meals started off with a wide variety of



antipasti including multiple cuts of salami, mortadella, prosciutto, and
provolone cheese. This was followed by a primo piatto (first course) of
mounds of pasta topped off by aromatically exquisite and absolutely
delicious homemade tomato sauce. Next came a second course of roast
chicken or veal scallopini. On the eves of religious holidays (no meat for
Catholics) the meat was replaced by fish, usually salt cod (baccala)
simmered 1n a garlic-tinged tomato sauce. Who was the cook depended on
which grandparents were the hosts. If we were at my maternal
grandparents’ house, my grandmother did everything in the kitchen with the
aunts (her daughters and daughters-in-law) serving as sous-chefs. My artist
grandfather would be upstairs painting until the last minute or reading the
Italian newspaper I/ Progresso in the living room. If we were at my paternal
grandparents’ house, my grandfather did all the cooking of similar dishes
but with a decidedly Sicilian bent (less rich sauces; more olive oil and fish;
better pastries), while my grandmother sat in the living room reading //
Progresso. In both houses when the children were not supposed to hear
what was being said, all of a sudden the language switched to Italian. Our
parents probably did not fully realize that even though none of the children
could speak Italian, after hearing it so often, we picked up much of what
they were saying.

DAD WAS GENEROUS TO A FAULT WHEN IT CAME TO ACCOMMODATING
customers who could not afford to pay their pharmacy bills. He kept a
running account for them, much to the frustration of the whole family. As
children, Denise and I would say, “Dad, why are you giving them the
medicines if they don’t have the money?” My father simply replied, “They
cannot afford it; they are struggling. We will just put it on a tab.” Weeks and
months might go by before these bills were paid; some never were. The
furthest thing from his mind was making money, and in fact, despite the
long hours in the drugstore, we got by with the necessities but had little left
over for savings or luxuries. Over the years, his drugstore became a
combination doctor’s office, pharmacy, and psychiatrist’s couch. The people



in the neighborhood came to talk to him about everything from symptoms
for which they were reluctant to see a physician, to consolation over the
death of a loved one, to marital problems or how to handle a delinquent
child (and there were quite a few of these in our neighborhood). Everything
that Denise and I witnessed in our formative years was geared toward the
concept of consideration for and taking care of others. Our father taught us
early in life that because we were fortunate, it was our responsibility to help
people when we could and making money should not be a primary goal in
life. If our forty-five-minute dinners when my father came up from the
drugstore to join us had a theme, this was usually it.

People often ask physicians what motivated them to go into the field of
medicine. Like so many others, I am sure my reasons are complex. But,
without engaging in too much self-psychoanalysis, it seems clear to me that
growing up in a household where both parents were strongly motivated to
care for others had a profound influence on my career choice.

THE NUNS’ DECISION TO ALLOW ME TO STAY AT OUR LADY OF GUADALUPE
did not pay off as far as spelling bees were concerned. They rehearsed me
relentlessly for the citywide Catholic school eighth-grade spelling bee. I
made it to the fourth-to-last round and felt as if [ were on a roll. Then the
judge asked me to spell “millennium.” 1 thought for a moment and blurted
out “millenium.” “Sorry, Anthony, two n’s, not one.” I will never forget this
first painful academic failure or how to spell the word “millennium.” But I
did not fail the nuns in another respect.

In New York City at the time, the most academically elite Catholic high
school was Regis High School, run by Jesuit priests and located in
Manhattan on East Eighty-fourth Street between Madison and Park
Avenues. The entering ninth-grade class was selected based on a written test
given to the top male student at every Catholic elementary school in the five
boroughs of New York City and parts of New Jersey. The Jesuits then took
those students with the highest scores and went down the list until they
reached the predetermined number of students to fill the freshman class.



They offered those students a full four-year scholarship. Almost no one who
makes this competitive cutoff turns the offer down.

[ made the cut, but I was at first ambivalent about accepting because |
was hesitant to make a daily trip to Manhattan, and all my close friends
were attending either public or Catholic high schools in Brooklyn. But after
I talked with my parents, I was convinced that this was a unique
opportunity. Besides, Regis High School had an excellent basketball team,
which I was eager to try out for. Also, the Dominican nuns of Our Lady of
Guadalupe would probably have persuaded Pope Pius XII to
excommunicate me if [ had turned down the offer.

All was still good in Brooklyn, but now my horizons were expanding—
at least across the bridge to Manhattan. I had to take three different subway
lines to get to school, making the trip sixty minutes each way on a good
day.

On the first day of school when we introduced ourselves to Father
Michael Flanagan, the assistant principal and dean of discipline, I told him
that my name was Anthony Fauci. He shook my hand and said, “Hello,
Tony, welcome to Regis.” That was the first time anyone had ever called me
Tony. I had always been Anthony to my family and Fauch to my friends.
There was no way that [ was going to correct the dean of discipline in front
of my classmates on my first day as a freshman.

From that day onward my name has been Tony Fauci.

REGIS HIGH SCHOOL OPENED UP A WHOLE NEW WORLD FOR ME; IT WAS
going to “the next level.” The Jesuits provided an atmosphere steeped in
intellectual curiosity and academic excellence. The curriculum was heavily
weighted to the classics including four years of classical Latin and Greek,
two years of a modern language (I chose French), ancient history, and
theology as well as the typical core courses of mathematics, chemistry, and
biology, among others. I thoroughly enjoyed the academics and being
surrounded by bright peers. The Jesuits expected mature behavior and
emphasized respect for others. Discipline was swift when such behavior



was breached. It did not matter if you came from a tough neighborhood like
Bensonhurst or the South Bronx; being called into Father Flanagan’s office
even for some minor infraction scared the heck out of you.

Regis used the Jesuit motto “Men for Others,” with its emphasis not on
personal gain but on service to the public, no matter what profession you
chose. This could not have been more of a natural extension of the
fundamental philosophy of my family upbringing. I felt very much at home.
I studied hard, I learned a lot, and I did very well. I loved everything about
the school. Importantly, I was as enamored of the classics and humanities as
I was of the sciences. I did not appreciate it at the time, but this double
affinity greatly influenced my behavior and choices in my medical career
years later.

And then there was basketball. I tried out for the freshman team and
became a high-scoring starting point guard and captain. [ was ecstatic about
playing New York City high school basketball with the overabundance of
terrific players as we went up against teams throughout the city’s five
boroughs. In my sophomore year, I skipped the junior varsity and went
straight to the varsity. I played sparingly that year, but was thrilled to even
get into the game against teams such as St. Ann’s Academy, coached by the
legendary Lou Carnesecca, who went on to coach St. John’s University and
enter the Basketball Hall of Fame. St. Ann’s was the breeding ground of
New York City high school basketball stars such as All-City player York
Larese, who became an All-American at the University of North Carolina
and was drafted by the St. Louis Hawks in 1960. I was having a lot of fun.
By my senior year I was the starting point guard and captain of the varsity. |
had a good year, scored a lot of points, and played against some terrific
teams and players. But it soon became apparent to me that my hope of
becoming a serious basketball player and playing on a Division I college
team was unrealistic. My major assets were sharp reflexes, coordination,
and an accurate two-handed set shot popular in the 1950s. Above all, I had
speed, speed that allowed me to fast-break or to dribble free from my
opponent to get off an open shot and score a bunch of points. I must have
inherited this speed from my father, who in his modesty did not talk about it



much but was a citywide champion in the 100-yard and 440-yard dash
competitions during his junior and senior years in high school thirty years
earlier.

Unfortunately, as far as basketball was concerned, I also inherited my
father’s height. I stopped growing midway through high school at five feet,
seven inches, and soon realized that a very fast five-foot, seven-inch point
guard who can shoot will always be taken to the cleaners by a very fast six-
foot, two-inch point guard who also can shoot. This was brought home to
me early in the basketball season of my junior year. Our coach had booked
some scrimmage games with the freshman teams of a few New York City
colleges so we could get a feel for what it was like to play at the college
level. It also gave the college freshman teams the opportunity to scrimmage
against a team unfamiliar to them as opposed to intra-squad games. As it
turned out, the point guard I was put up against on the St. John’s College (of
future Big East fame) freshman team was Alan Seiden, a five-foot, ten-inch
muscular speed machine. Alan had been New York City High School Player
of the Year the year before, and went on to be an All-American, leading St.
John’s to the 1959 National Invitation Tournament Championship. Alan
completely embarrassed me. He scored twenty-three points and I scored six.
He outran, outshot, outjumped, outscored, and just plain outplayed me.

I spent the summer between my junior and my senior years at a
basketball camp at Riverhead, Long Island. Selected New York City high
school basketball players went there to perfect their skills by playing
against each other at the same time as they were camp counselors for
adolescent boys from the city. Among the players was Donnie Burks from
Archbishop Molloy High School (formerly St. Ann’s Academy), which
went on to an undefeated season the following year. Donnie was a
charismatic, cheerful, five-foot, eleven-inch young man from Harlem. He
was lightning fast and had a deadly jump shot, and was one of the earliest
who could easily dunk the ball backward. At summer camp, we became
friends and were often matched up in scrimmage games under the hot sun.
Friends or not, he totally dominated me on the court. Donnie ultimately
became a college all-star for St. John’s. If this is what a future college



basketball star played like in high school, it certainly was not me. I could
take a hint. My unrealistic dreams of going on to a career in basketball
ended.

Yet, to this day, I carry with me the excitement that I felt getting ready
for the buzzer to go off at the beginning of a basketball game. The
adrenaline rush of playing against a worthy opponent is pure magic. You go
one-on-one against somebody who is an excellent player, and you outplay
them or, as happens, you get outplayed and say to yourself, “Damn! What
did I do wrong?”” Then you go on to the next game and play your heart out
again.

More than forty years later, Lou Carnesecca and I received Lifetime
Achievement Awards from an Italian American group in Washington, D.C.
—Lou for sports and I for medicine. We sat at the same table at the gala
dinner, and I joked with Lou about my frustration at just not having what it
took to be a college basketball star. Lou, known for his wry sense of humor,
looked at me, laughed, and said, “Tony, I have taught a lot of young
basketball players a lot of basketball skills and tricks, but I know for sure,
you cannot teach someone height.”

AS SURE AS | WAS THAT BASKETBALL WOULD NOT BE MY PROFESSION, | WAS
not sure what my profession would be. I did not know how to reconcile my
interest in the classics and humanities and my desire to help people with my
aptitude for and love of science. My decision was greatly influenced by a
group of young teachers at Regis.

When future Jesuit priests are in training as seminarians, they are
referred to as scholastics and addressed as “Mr.,” not “Father.” These are
young men in their early twenties on their way to the priesthood who are
devoted to the teaching and counseling of students. Mr. Hinfey and Mr.
McCann enthusiastically taught me Latin and Greek and kindled even
further my love of the classics. At the same time, Mr. McMahon expressed
an equal amount of enthusiasm for chemistry and science. It was Mr.
McMahon who solidified for me as we sat talking after class one afternoon



in the chemistry laboratory that I could do both. If I became a physician, |
could interact directly with people in the context of science—the health
sciences. It just felt right. Now that I clarified that, college was the next
decision.

At the time, unlike today, the Jesuits at Regis had a major influence on
where you went to college. In fact, they “strongly recommended” (code
phrase—told you) where you would attend. The College of the Holy Cross,
a Jesuit college in Worcester, Massachusetts, was nationally known as one
of the top premedical programs among Catholic colleges, or for that matter
among any schools in the country. It was “strongly recommended” that I go
there. I applied and received a full academic scholarship, and in the fall of
1958 off I went to Holy Cross together with several of my Regis classmates
who also were headed for premed.

At Holy Cross, I continued to pursue my dual interests in the humanities
and science, enrolling in a hybrid curriculum with the unusual title of
“Bachelor of Arts—Greek—Pre-med.” It concentrated on the classics with
three years each of Latin, Greek, and French, and many courses in
philosophy including metaphysics, logic, epistemology, and philosophical
psychology, among others. Squeezed in there were enough science courses
such as embryology, biology, physics, and inorganic and organic chemistry
to allow acceptance into medical school. It was a terrific curriculum, and
the Jesuit tradition that I embraced at Regis was in full bloom at Holy
Cross. But I was impatient. From the moment I arrived on campus, my
overriding purpose was to get through the next four years so that I could get
on with what I really wanted to do.

But I did develop some enduring friendships. One in particular was
Robert “Bob” Emmett Curran Jr. During the first week on campus as a
freshman I ran into someone whom I had last seen as I tried to dribble past
him on a fast break toward the basket in a tournament title game between
Regis and St. Agnes of Rockville Centre, where Bob was the star forward.
Besides being an excellent athlete, he was a top student who stood out
because of his complete lack of self-promotion. It did not take long for us to



go from archrivals to best buddies, which continued throughout college and
well beyond.

DURING SUMMER BREAKS | WORKED ON HIGH-PAYING CONSTRUCTION GANGS
doing manual labor. I became a card-carrying member of one of the New
York local branches of the International Hod Carriers’, Building, and
Common Laborers’ Union of America. I was able to get into the union (I
paid my dues) and work almost every day with the help of one of my
friends’ uncles whose exact occupation I could never figure out and did not
ask. I was on various jobs for periods ranging from a couple of weeks to the
entire summer, rarely missing a day of work. I enjoyed the physical labor,
and I made plenty of money. This was critical for me because my father’s
drugstore business was not doing too well, and my parents could not help
me much financially even though I was on a full scholarship to Holy Cross.
The construction gang that I worked on before my final year in college was
building the Samuel J. Wood Library at Cornell Medical School on York
Avenue between East Sixty-eighth and East Sixty-ninth Streets. I spent an
entire summer pushing a wheelbarrow, hauling bricks, and watching the
medical students, doctors, and nurses walking in and out of the medical
school and the adjacent New York Hospital. One hot August day, I was
walking into the building wearing my dirty boots and hard hat to take a look
at the Uris Auditorium on the first floor, when the security guard stopped
me. I told him that I just wanted to look around because someday I would
be a student here. The guard glared at me and said, “Sure, buddy, and
someday I am going to be New York City police commissioner, and so get
the heck out of here.”



Becoming Dr. Fauci

year at Holy Cross, when the premed students started to check out the

choices we would make a couple of years later. Cornell was in the
middle of New York City, it was ranked among the top medical schools in
the country, and it had a distinctive reputation of caring for the students
within an environment that was highly intellectual, culturally refined, and
not at all cutthroat.

I entered the first-year class at Cornell in September 1962 and began one
of the happiest, most fulfilling periods of my life—Ilearning how to become,
and ultimately becoming, a physician. The coursework in the first year with
gross anatomy, histology, physiology, and biochemistry was demanding but
exhilarating. The learning curve was steep. The second year challenged us
with pathology; pharmacology; microbiology; and, most important, our first
exposure to live patients, a course in physical diagnosis taught by the
immensely popular Dr. Elliot Hochstein. He was beloved by students and
taught us the fine points of history taking and physical examination, the
essence of the hands-on doctor. Dr. Hochstein’s course cemented in my
mind that I had made the right choice in going to medical school. I was
champing at the bit in anticipation of rotating on the wards with the “real
doctors”—the interns and residents who were just a few years older than I
but who were our idols and role models. The attendings were like gods to
us, and we were overflowing with enthusiasm about soon learning from
them.

The third and fourth years were pure pleasure; we were student doctors
and dealing directly with patients every day in every subspecialty including
internal medicine, surgery, obstetrics (there is nothing more exciting than

I had wanted to go to Cornell University Medical College since my first



delivering your first baby under the watchful eye of an experienced chief
resident), pediatrics, psychiatry, and anesthesiology. The first patient that |
examined by myself before the intern and resident did a full workup was a
woman in her sixties with severe mitral valve stenosis and congestive heart
failure. I had read about the complexity of heart murmurs and the crackles
in the lungs that I could expect to hear through my brand-new stethoscope,
but now these sounds were pinging in my ears. I could not recall ever
feeling this type of excitement. I was looking forward to describing what I
had heard to the intern and resident as well as the attending, but it also filled
me with anxiety because I hoped that I would get it right. One thing I knew
I had gotten right was that I remembered what Dr. Hochstein had taught me
—that [ was dealing with a human being who was in the unfamiliar setting
of a hospital and who needed care, compassion, and comfort in addition to
the correct description of her heart murmurs. Right from the get-go I felt the
importance of this combination of the art and the science of medicine.

My rotations as a third- and fourth-year student through the various
subspecialties at The New York Hospital-Cornell Medical Center exposed
me to some of the most intense and instructive clinical experiences
imaginable. My classmates were some of the finest people that I had ever
met, and we developed strong bonds. We were now learning to be what we
really wanted to be, and the friendships and relationships we forged ran
deep and many would last a lifetime. Foremost among these was my dear
friend Bob Curran, who had joined me on the journey from Holy Cross to
medical school. We shared a lot of fun together from double-dating to
backpacking through Europe between our second and our third years of
medical school.

[ realized that I loved clinical medicine, and the challenge and
excitement of taking care of very ill patients greatly attracted me. I could
not wait to graduate and move on to my internship and residency. Soon I
would be a “real doctor.”

But nothing could have prepared me for the day during my fourth year
when my mother came to visit me to bring me some toiletries and changes
of clothing that she had washed and pressed. She told me that she felt weak



and bloated and had lost her appetite. Having just finished my rotation on
the internal medicine ward, I felt a jolt in my gut. I immediately set up an
appointment for my mother, who was fifty-six years old, with my attending
physician, Dr. David M. Roseman. Dr. Roseman saw her 1n his office within
two days and called me on the ward where I was rotating. “Tony, I am very
sorry, but I believe the situation is serious,” he said. “Your mother has a
massively enlarged liver that is hard upon palpation. It is likely a cancer.”

[ felt numb, but for the first time I was thinking about my mother both as
a son and as a physician. What next? She needed surgery for a definitive
diagnosis, so the attending surgeon, Dr. Henry Mannix, did an open biopsy.
Again, a call that I kind of expected: “Tony, your mother has a liver full of
tumor, and the prognosis is really very bad.” The only thing to do for my
mother was to keep her comfortable. I was training to be a physician, and
here 1 was, helpless. I took the subway to Brooklyn and told my father. It
was one of the most painful moments in my young life. He was crushed.

My mother died eight short weeks later. My father had lost the love of
his life, his sweetheart from New Utrecht High School. This loss left a great
gap in his life, and very soon he sold the pharmacy and moved to
Manhattan, where he worked in the Memorial Hospital pharmacy. Despite
his sadness, he continued his theme of kindness and consideration for others
punctuated by a legendary sense of humor that over the years had won him
many friends.

I did not have the luxury of grieving properly. Unfortunately, back then
there were no mental health days. I was in the middle of my surgery
rotation in my final year of medical school. We buried my mother in Green-
Wood Cemetery in Brooklyn and I had to be back on call on the wards the
next night. I stuffed my painful feelings down deep and put my energy into
saving the lives that were possible to be saved.

Six months later, I graduated number one in my class at Cornell Medical
School. I had my pick of post-medical-school training and decided that I
wanted to remain at The New York Hospital-Cornell Medical Center to
pursue an internship and medical residency in internal medicine. The code
of service to others instilled in me by my parents, followed by the “Men for



Others” theme of Regis High School, strengthened by my experience with
the Jesuits at Holy Cross, had culminated with the extraordinary medical
training at Cornell.

My years of internship and residency training were when I truly found
myself. 1 felt as if I were doing what I was born to do. I was most
challenged and comfortable diagnosing and treating the sickest patients who
came into the hospital with every possible disease. Even at that early stage
in my career, it was obvious to my mentors that I had what they referred to
as “instinctively good clinical judgment” where I could analyze with a clear
mind all the complexities of a desperately ill patient and map out a well-
thought-out strategy to diagnose and treat. I had a natural capability to
remain calm and in control even under the most stressful life-and-death
circumstances. All of this prepared me for an unprecedented medical and
public health challenge that would come several years later and whose
dimensions I could not possibly anticipate.

DURING MY YEARS IN MEDICAL SCHOOL FROM 1962 1O 1966, OUR COUNTRY
was involved in the war in Vietnam, and all male physicians in training like
me were registered by the Selective Service. In my fourth year, a major in
the U.S. Army had gathered my class in the same Uris Auditorium where |
had encountered the security guard five years earlier. He told us that every
male medical student in the room would, at the end of the year, be
committed to three years in one of the uniformed services. We were to
submit our preferences in priority order. I listed my choices as (1) U.S.
Public Health Service; (2) U.S. Navy; (3) U.S. Army; (4) U.S. Air Force. In
medical school I had developed a strong interest in infectious diseases. The
idea of dealing with a disease, usually acute and caused by a specific
identifiable agent that could be serious enough to kill the patient but that
you could prevent, treat, and even totally cure, was particularly attractive to
me. A three-year stint as a Public Health Service officer at either the
National Institutes of Health (NIH) or the Centers for Disease Control (now
the Centers for Disease Control and Prevention, or CDC) seemed like the



best fit. I applied to the NIH and was invited for an interview in the fall of
1966 by Dr. Sheldon M. “Shelly” Wolff, clinical director of the National
Institute of Allergy and Infectious Diseases (NIAID). I had done my
homework for this interview by reading about the accomplishments of his
lab. Little did I know that Dr. Wolff had also done some homework on me;
one of his close friends was one of my clinical professors at Cornell. Sitting
across his desk from Dr. Wolff at noon on the appointed day, I was caught
off guard by his first question: “Do you like soft-shell crabs?”

This was not exactly a staple of my medical school diet, and besides, 1
had never heard of them. But I thought to myself, You are the great Shelly
Wolff. If you want me to like soft-shell crabs, I like soft-shell crabs. He then
took me down the hall to his conference room, where his technician was
cooking up crabs for lunch in a frying pan over a Bunsen burner. We talked
about his vision for the lab, and I was hired for a combined fellowship
doing research and seeing patients in infectious diseases and clinical
immunology that would start a little less than two years later after I
completed my internship and residency training. Shelly and I shared many
soft-shell crab lunches over the coming years.



Heading South

Ryder trailer attached to my oil-burning, gas-guzzling 1960 white
Pontiac Bonneville and headed toward the Lincoln Tunnel and
Interstate 95 south. I arrived at the NIH on June 27, 1968, twenty-seven
years old, fresh out of my medical residency training, to begin my
fellowship in Bethesda, Maryland, a sleepy country town especially in
comparison to the hustle and bustle of midtown Manhattan. One person
who shared this feeling of culture shock with me was my good friend Bob
Curran, who had just completed with me our years of internship and
residency at The New York Hospital-Cornell Medical Center and by some
quirk of fate also had obtained an NIH fellowship, his at the National
Cancer Institute. Counting our rivalry on the basketball court in high
school, this was Bob’s and my thirteenth year in lockstep.
I had had the honor of being the best man at his recent wedding, and
Bob arrived with his new bride, Peggy.

I packed my three pieces of furniture and my luggage into the rented

My training over the next three years was under Shelly’s tutelage. He
was an excellent physician and scientist, a street-smart, self-made, down-to-
earth guy from Newark, New Jersey. His major asset was an uncanny
ability to sense talent in young physicians and to put them on projects that
they could ultimately develop on their own. He would then get out of their
way and be available for support and encouragement. Ten years my senior,
he not only became my mentor but filled a spot somewhere between an
older brother and an uncle. Whenever my emotions got the best of me and 1
went to him to vent about some perceived academic injustice, such as not
getting a scientific paper that I submitted immediately accepted by a
journal, he just looked at me, shook his head, said, “Anthony, Anthony,”



and laughed; Shelly was the only person outside my family who called me
by my full first name. Years later, when I got married, he was my best man.
My basic research laboratory project was involved in the newly
emerging field of human immunology, the study of the component of the
body that protects one against attacks by infectious diseases and cancers. I
was fortunate that Shelly assigned me to a clinical project that was just in
its earliest stages. It involved the study of a group of diseases characterized
by profound inflammation of blood vessels leading to collapse of the
function of various organs such as the kidneys and the lungs. They were
referred to as the vasculitis syndromes. Most deadly among these was
Wegener’s granulomatosis (now called granulomatosis with polyangiitis). It
had a devastating mortality rate of almost 100 percent. We studied our
NIAID patients on the wards of the NIH Clinical Center Hospital. Other
NIH institutes such as the National Cancer Institute, the National Heart,
Lung, and Blood Institute, and the National Institute of Diabetes and
Digestive and Kidney Diseases, among others, also studied their patients
there. In addition, the Clinical Center was the hub for the multi-institute
research laboratories including the one where I worked. The plan was to
treat our patients with drugs such as cyclophosphamide (a drug that kills
certain immune cells in the body) and steroids (anti-inflammatory drugs)
that were being used by the National Cancer Institute researchers working
two floors up from us. We used these drugs at much lower doses than those
used to wipe out cancers, but high enough doses to suppress the out-of-
control inflammatory and immunological responses that were harming the
patients whom I was personally taking care of. Because our lab was located
within yards of the patients’ rooms, we drew blood, did bone marrow
biopsies, and examined these specimens back in our lab for effects of our
therapy as we monitored the patients for improvement in their disease.
Shelly put me on that project for the three years of my fellowship, and the
preliminary results were striking, resulting in a 93 percent remission rate.
My hands-on experience with patients during the years of my fellowship
was not limited to work in the Clinical Center. In the spring of 1971, the
anti—Vietnam War movement was at a high pitch. There was a massive



demonstration in Washington, D.C., involving tens of thousands of
protesters who congregated on the Mall and in a nearby park. Calls went
out for physician volunteers to be on hand, and I and a few of my
colleagues answered the call. We were stationed at a makeshift clinic inside
a small church just north of the Mall. After tending to several people with a
variety of medical conditions, from poorly controlled diabetes to heat
exhaustion, we heard that a group of demonstrators had been tear-gassed
and a guy about my age with severe asthma was in distress. His clothes
reeked of tear gas when a pickup truck dropped him off in front of the
clinic. I was focused strictly on his breathing, and with tears flowing from
my irritated eyes, I brought him inside to treat his asthma. Really bad idea!
Within seconds, the tear gas that had permeated his clothing had
contaminated the inside of the church, causing us to evacuate for about half
an hour. There is always something to learn in clinical medicine. If I ever
had to take care of a tear-gassed person again, I would remember to take off
their clothes before bringing them inside.

As I approached the end of my fellowship, which is a classic decision
point in a young investigator’s career, Shelly offered me a highly desirable
position at NIAID as a senior tenured investigator, an amazing offer for
someone at such an early stage in their career. At the same time, I was
offered the position as chief medical resident in the Department of
Medicine back at The New York Hospital-Cornell Medical Center, a
stepping stone to a lucrative hospital-based or private practice there. Being
the resident in charge of the care of internal medicine patients and the
training of younger physicians in a globally preeminent hospital was very
appealing. Before I came to the NIH, this is exactly what I thought I wanted
to do. I still cherished the opportunity to be chief medical resident, although
as much as I loved the hands-on care of patients and totally respect and
even admire physicians who do this full time, I now did not want to do only
clinical work without a research component. I wanted to do both, and I felt
that I could do this best at the NIH. I had begun to think about and
appreciate more and more the concept of my work having a multiplier
effect. As the leader of a research team at the NIH, I felt we could use the



information we gathered from the detailed study of our patients to
contribute to the medical literature. This knowledge could then inform
hundreds of physicians throughout the world who could use that knowledge
to benefit many thousands of patients. As good as I was in a one-to-one
interaction with an individual patient, the impact of my studies could
potentially go well beyond the patient for whom I was caring.

I worked out a deal with Shelly that I would go back to New York, serve
the year as chief medical resident, and then resume my work at the NIH as
the head of my own laboratory doing basic and clinical research on the
interface between infectious diseases and the human immune response.

My year of chief residency was one of the most challenging and
exhilarating years of my life. It was clinical medicine at its best. I had about
fifty younger physicians under me, and I liked the role of teaching them the
art and science of clinical medicine. I was called to see the sickest and most
clinically complicated patients in the hospital: diabetic coma, GI bleeds,
heart attacks, congestive heart failure, overwhelming infections, patients
without a clear diagnosis but who were desperately ill. I was on call every
other night and every other weekend. I was single and this was my entire
life. I learned an enormous amount and honed my clinical skills to the point
that I felt there was no medical problem that I could not handle and handle
as well as anyone, and I loved it, every minute of it.

WHEN I RETURNED TO THE NIH IN Jury 1972, I PICKED UP WHERE I HAD
left off at the Clinical Center. I continued my basic research studies on the
regulation of the human immune response while expanding my clinical
studies on patients with the vasculitis syndromes. As with our earlier studies
on granulomatosis with polyangiitis, we were now getting equally dramatic
results with our therapeutic regimens on other related inflammatory
vascular diseases such as polyarteritis nodosa, which often led to death by
renal failure, heart attack, and/or stroke.

Five years after I returned, Shelly left the NIH to become chairman of
the Department of Medicine at Tufts Medical Center in Boston, and I



carried on with the vasculitis program with even greater success over the
next several years. Although the diseases were uncommon, our research led
to the saving of many lives directly by us, and by physicians throughout the
world who were now using our protocols. My upward career trajectory was
steep. I was becoming well-known and respected nationally and
internationally in this somewhat narrow field (at the time) of the treatment
of autoinflammatory diseases. Several years later, a Stanford University
Arthritis Center survey of the American Rheumatism Association
membership ranked my work on the treatment of polyarteritis nodosa and
Wegener’s granulomatosis as one of the most important advances in patient
management in rheumatology over the past twenty years.

I had already been elected into several honorific academic societies and
was being offered endowed chairs in Departments of Medicine in
prestigious medical centers throughout the country. But I felt at home in the
intellectual atmosphere of the NIH and had no interest in leaving for an
exalted title at another institution.

Despite these professional milestones, for reasons I could not fully
understand at the time, part of me felt unfulfilled. For the prior few years, I
had the nagging feeling that although I was academically successful and our
work was saving lives, something was missing. I had met the main
challenge of developing effective therapies for formerly fatal diseases. But
we were dealing with unusual diseases that lacked a broad public health
impact. Certainly others would come along and improve on what we had
done, but what I was doing now seemed to me to be only incremental. I had
been on a clear path ever since I had decided as a student at Regis High
School twenty-five years earlier to become a physician. Now I was forty
years old, and I was starting to feel unchallenged. I was at a crossroads.



Part Two

THE AIDS ERA



Game Changer

outside my eleventh-floor window to concentrate on dismissing the

mostly junk mail cluttering my desk on this summer Friday afternoon.
About halfway through the pile I picked up the June 5, 1981, issue of the
CDC’s weekly publication, Morbidity and Mortality Weekly Report
(MMWR). MMWR, which to a layperson sounds admittedly ominous, serves
the extremely useful purpose of alerting the medical and public health
community to the emergence of unexpected diseases, most of which are of
an infectious nature. For example, the number of cases of influenza each flu
season 1is tracked in MMWR. Unexpected outbreaks of new diseases such as
Legionnaires’ disease in a Philadelphia hotel during the American Legion
convention in 1976 were first reported in MMWR. The title of one of the
articles in the issue in my hand was “Pneumocystis Pneumonia—ILos
Angeles.” The article reported the occurrence of an unusual form of

I turned away from the view of the beautiful and bucolic NIH campus

pneumonia, called Pneumocystis carinii pneumonia, in five men who had
been otherwise healthy. I was puzzled because there were a few things
about this report that were atypical. First, this type of pneumonia was
usually seen only in individuals whose immune system was significantly
compromised, as was the case with people who were receiving
chemotherapy for various forms of cancer. I had considerable experience in
this area, because as an infectious disease specialist I had spent the previous
decade consulting on patients in the NIH Clinical Center who were being
treated with intensive chemotherapy by my colleagues at the National
Cancer Institute for cancers such as Hodgkin’s disease and various
lymphomas and leukemias. Often these patients developed Pneumocystis
pneumonia. They were treated by a drug called pentamidine, whose



distribution was controlled by the CDC and so it was easy to track the
number of cases of this disease. The immediate question in my mind was
why these men in Los Angeles would be developing Prneumocystis
pneumonia if they had been otherwise healthy? Even more puzzling and
difficult to ascribe to coincidence was the fact that the report indicated that
all five men were homosexual. I sat there scratching my head and assumed
that the report did not contain all of the information needed to explain what
was going on. My first thought was that perhaps these men had taken some
powerful and toxic recreational drug that had markedly suppressed their
immune systems and that was why they contracted this unusual form of
pneumonia. Amyl nitrite, or poppers, were being used as enhancers of
sexual performance, particularly among gay men. But these drugs were not
new, and they had never been known to cause clinically significant
suppression of the immune system.

I was not going to figure this out on a Friday afternoon. I finished up the
mail and drove home to start what hopefully would be an enjoyable
weekend. The next day, during a hike on the Billy Goat Trail, which runs
along the Potomac River, I remember thinking for just a moment that the
MMWR report was really bizarre. I concluded that this was just a curiosity
that would never be resolved and that this report was likely the last that I
would hear about it.

A MONTH WENT BY AND [ HAD THOUGHT VERY LITTLE OF THE JUNE 5 MMWR
report. I was caught up in the tide of accelerated activity that characterizes
the months of June and July in most academic medical centers. July 1
typically marks the arrival of most new interns, residents, and fellows. The
NIH was no exception, and our new fellows were just beginning their three-
year commitment to clinical and research training in immunology or
infectious diseases. They needed to be oriented and supervised in the care,
treatment, and study of patients with unusual diseases, and, importantly,
they would begin choosing the research laboratory where they would spend



their next three years learning basic and clinical research similar to the
situation I was in thirteen years previously.

Because the workload was heavy, I came into my office on Saturday,
July 4. T was planning to go to the National Mall to watch the traditional
Fourth of July fireworks that evening if the rain let up, and I wanted to take
care of some work before then. Again, I wrestled with the paperwork on my
desk and picked up the July 3, 1981, issue of MMWR that had arrived on
Friday afternoon. I must admit that I had almost forgotten the earlier article
about the five gay men from Los Angeles. The title of a new article in this
issue stunned me: “Kaposi’s Sarcoma and Pneumocystis Pneumonia Among
Homosexual Men—New York City and California.” I raced through the
article. There it was. Twenty-six men from New York City, Los Angeles,
and San Francisco who were seen at various medical facilities with this
unusual form of pneumonia. Some also had Kaposi’s sarcoma, a rare form
of cancer that was seen in certain parts of Africa and in men of
Mediterranean background, but otherwise was seen only in individuals with
severely compromised immune systems. This was typically a result of
receiving chemotherapy for the prevention of rejection of transplanted
organs. In addition, several patients in the report had other rare infections,
again seen only in individuals with severely weakened immune systems.
And then came the punch to my gut. All twenty-six men were homosexual!
I thought I had seen it all in the fifteen years since I graduated from medical
school, but this was the first time that a clinical report had ever given me
goose bumps. What the hell was going on here?

I could no longer pass this off as a curiosity. I had not yet searched the
literature, but this had to be a brand-new disease. I could not believe that all
of these men had taken some toxic drug that had destroyed their immune
systems. It was acting as if it had to be an infectious agent. But why now?
Why was this never seen before?

The idea of a totally new infectious agent was beyond my
comprehension. I had not heard of such a thing in recent recorded history.
Perhaps it was a well-known virus such as cytomegalovirus (commonly
seen in gay men with multiple sexual partners) that had mutated toward a



highly virulent form. All manner of speculation raced through my mind, but
nothing made sense except a totally new and unheard-of infection.

As I sat at my desk completely confounded, I had no idea that the
disease this report was foreshadowing would ultimately afflict millions of
people throughout the world. It also would have a profound impact on my
career and indeed my entire life.

APART FROM THE BACK-AND-FORTH CHATTER BETWEEN MY COLLEAGUES IN
New York, California, the CDC, and us at the NIH, as well as a handful of
newspaper articles, there was little public attention paid to this disease
outside the gay community. The first newspaper story had in fact appeared
in the New York Native, which then was the most influential gay newspaper
in the country, on May 18, 1981, almost three weeks before the first cases
were reported in the June 5 MMWR. Another story appeared in the Los
Angeles Times on June 5, 1981, reporting the five Los Angeles cases of
Pneumocystis pneumonia. The next day, the San Francisco Chronicle ran a
short article by the health reporter David Perlman on these unusual cases.
And a month later, Dr. Lawrence Altman reported in the July 3 New York
Times on Kaposi’s sarcoma among now forty-one gay men in New York and
California. There was speculation and even wild guesses by the reporters as
to what caused this syndrome and whether and how it spread from one
person to another.

The CDC took the lead in tracking and studying the disease. In this
regard, the CDC differs substantially from the NIH. Both are agencies
within the Department of Health and Human Services (HHS). Although the
CDC does some basic and clinical research, they are predominantly a public
health agency. One of their primary responsibilities is that of “disease
detective.” They stay alert for the appearance or reappearance of new and
known diseases, tracking the evolution of outbreaks and implementing
measures critical to the public health of the nation. Their mandate is to
prevent diseases, injury, and disability. In contrast, the twenty-seven
institutes and centers within the NIH are responsible predominantly for



conducting and supporting basic and clinical research aimed at
understanding, preventing, and treating the particular diseases that fall
under a given institute or center. NIAID is responsible for research in the
areas of infectious diseases, allergy, and immune-mediated diseases.

From an epidemiological standpoint (the pattern of disease spread), the
outbreak looked very much like a sexually transmitted disease given the
clustering of cases among sexual partners. Early studies by the CDC
looking under a microscope at blood and tissue specimens strongly
suggested that the cause was a virus, simply because the microscopic
examination of tissues and culturing for bacteria, fungi, and parasites were
all negative. My laboratory was not yet involved in specific research
studies, but I was practically consumed with curiosity about the disease. I
began probing issues related to gay culture. I wondered whether relatively
recent behavioral changes might have occurred that could provide some
insight into these strange events. Homosexuality has existed since the
beginning of humankind, of course, so why this disease now at this time?
Reading through old press reports, I quickly learned something that to my
embarrassment | had not previously been aware of. Something had indeed
changed relatively recently, certainly in the United States.

The gay population in the twentieth century had largely been “in the
closet” and was subjected to stigma, severe discrimination, and even
persecution, often in the form of unprovoked violence, sometimes on the
part of police. A huge disruption in the status quo came on June 28, 1969, at
the Stonewall Inn, a popular gay bar on Christopher Street in Manhattan’s
Greenwich Village. That night police raided the bar (not an uncommon
occurrence). However, the results this night were different. Rather than
submitting to the police, the gay population fought back. It sparked a series
of riots and demands from the men that the violent discrimination against
them be stopped. This event triggered a transformation in the gay
community’s ability and willingness to express their sexuality in the open,
uninhibited, without fear of official repercussions. This was all to the good,
but it also had the collateral effect of intensifying a bathhouse culture where
gay men could easily participate in indiscriminate sexual activity with large



numbers of often anonymous partners over a period of a day or a weekend.
The problem was that although this behavior was seemingly innocuous in
and of itself, it created the perfect environment for the spread of a sexually
transmitted infection, were such a pathogen to be introduced into this subset
of the population. Only years later would we become fully aware of this
catastrophic dynamic.

In the late fall of 1981, just a few months after the initial MMWR
reports, I made a decision that many of my friends and advisers told me was
a serious, potentially career-ending mistake. I decided to transfer to others
the highly successful research that I had been conducting on immune-
mediated diseases and the basic research that I had been conducting over
the previous nine years on the regulation of the normal human immune
response and focus my efforts completely on this mysterious new disease
seemingly restricted at this point to gay men.

The concept of dealing with a lethal disease, which I was sure was an
infection and whose cause was completely unknown, was too much of a
challenge for me to walk away from. And then there was the illusion of fate.
I was trained for years as an immunologist and an infectious disease
specialist. Here was a disease that certainly was infectious. It also was
destroying the immune system and rendering the patients highly susceptible
to opportunistic infections such as Prneumocystis pneumonia and many
others with strange names like cytomegalovirus, toxoplasmosis,
cryptococcosis, and candidiasis. Names that are not generally familiar to
those outside the medical profession because they rarely if ever occur in
otherwise healthy people. I felt that it was my destiny to get involved in this
disease. Also, I felt a strong empathy with these young men whose lives
were being wrecked and often ended by this strange illness.

[ made my decision. This devastating disease would be my full-time job.

DEVOTING MYSELF TO THE STUDY OF THIS MYSTERIOUS NEW DISEASE MEANT
we would now begin to proactively admit these patients to the NIH Clinical
Center. Because my laboratory was expert in immunology, I would study



the immune defects in these patients even though we did not know at the
time what was causing these defects. I could not do this alone, because
many of these patients were desperately i1ll and some required intensive
care. I needed to put together a small team of committed physicians and
other health-care providers.

Two years earlier in 1979, as part of his three-year fellowship, a young
physician named H. Clifford Lane had joined my laboratory, having just
completed a three-year medical internship and residency at the highly
regarded Department of Medicine of the University of Michigan Hospital.
Cliff, mostly serious but with a mischievous sense of humor, was a talented
clinician who was showing great promise at the research bench doing
studies on the regulation of a certain component of the human immune
system referred to as the B cell limb of the immune response. He had come
to the NIH to learn basic immunology under my tutelage. Because he was
the rising young star of my lab and a pleasure to work with, I made him an
offer that I hoped he would not refuse. I asked him to join me in studying
these dreadfully ill gay men. Without hesitating and to my great relief—and
in what turned out to be to the benefit of the entire field of AIDS research—
he agreed. We had the first two-thirds of the original AIDS team at NIAID.

The medical intensive care unit at the NIH Clinical Center was already
overburdened with acutely ill patients having nothing to do with this
mysterious disease, mostly from the National Cancer Institute. These
patients had received intensive chemotherapy for a variety of tumors and
suffered from the complications of these therapies, such as infections and
bleeding. Our soon-to-be-admitted patients would surely overburden the
unit. We would need our own intensive care specialist who would be largely
responsible for our sickest patients. Enter Dr. Henry Masur.

I had met Henry in 1971 when he was a fourth-year student at my alma
mater Cornell University Medical College and I was chief medical resident
at The New York Hospital-Cornell Medical Center. When I returned to the
NIH in 1972, Henry went on, similar to what I had done in 1966, to a
medical residency at The New York Hospital. After a subsequent advanced
medical residency at Johns Hopkins, he took a fellowship in infectious



diseases at The New York Hospital. There in 1981 as a junior faculty
member, he was the lead author who described the first patients from New
York City with this new disease in the December 10, 1981, issue of The
New England Journal of Medicine. He knew as much about the disease as
anyone. I pushed hard for Henry to come down to the NIH. He agreed, and
now our group was a trio. Henry was not an intensive care specialist, but
soon became one.

When word got out about my self-imposed career change, some folks
were encouraging, but many were skeptical. Prominent among the skeptics
was Shelly Wolff. I will never forget Shelly’s words after I explained to him
what I was doing and why. He just looked at me with his mischievous grin
and said, “Anthony, Anthony, I love you and respect what you are doing,
but please don’t give up your day job yet. This might all go away.” To his
credit, a year or so later, as the pandemic evolved, Shelly called me and told
me how wrong he had been. Nonetheless, in response to this type of
skepticism, and feeling somewhat defensive, I wrote an article in December
1981 that appeared in print in June 1982 in the respected medical journal
Annals of Internal Medicine titled “The Syndrome of Kaposi’s Sarcoma and
Opportunistic Infections: An Epidemiologically Restricted Disorder of
Immunoregulation.” It is noteworthy that at the time the name AIDS had
not yet been used and the disease was referred to by names such as gay-
related immune deficiency, or GRID. There had been only 290 cases
reported to the CDC. In my article, I made the unfortunately prophetic
statement regarding the potential of this disease to spread far wider than we
were experiencing at the time: “Because we do not know the cause of this
syndrome, any assumption that the syndrome will remain restricted to a
particular segment of our society is truly an assumption without scientific
basis.” I felt that I needed to publicly explain my career change, and my
seven years of Latin courses and the Jesuit in me prompted me to refer to
this article as my apologia pro vita sua, or my apology or explanation for
the direction of my life, referring to the article of the same title written in
1864 by John Henry Newman in defense of his religious opinions to
Charles Kingsley of the Church of England.



It gave me no satisfaction to watch my prediction tragically come true.
In November 1981, Dr. Gerald Friedland of Albert Einstein College of
Medicine in the Bronx noted and in 1983 fully reported similar cases
among heterosexual male and female injection drug users. This suggested
that similar to hepatitis B this disease could be transmitted by blood-
contaminated needles and syringes as well as by sexual contact. Over the
next year and a half, the full scope of the domestic epidemic began to rear
its ugly head. In rapid succession, the CDC reported in the MMWR the
following: July 1982—cases in Haitians in the United States and people
with hemophilia; December 1982—transfusion-associated cases and cases
among infants; January 1983—infections among female sexual partners of
males with AIDS as reported by Dr. Friedland. Similar cases were being
reported from Europe, particularly France and Belgium. Of importance was
the fact that many patients were being referred from Zaire (now the
Democratic Republic of the Congo) to hospitals in Belgium with a
syndrome almost identical to what was being observed in AIDS patients in
the United States and Europe. Joseph McCormick of the CDC and Peter
Piot of the University of Antwerp were reporting that many such patients
were being seen in Zaire and interestingly there were equal numbers of men
and women and the spread seemed due to heterosexual exposure. This was
not just a U.S. and developed-world problem. And no, this was not just a
curiosity, and it certainly was not going to go away.

By 2023, there would be more than eighty-six million HIV infections
throughout the world with forty million deaths.

The disease finally received a permanent name by mid-1982. We needed
to get rid of the designation “gay-related immunodeficiency disease”
because it was clear by then that the disease was not confined to gay men.
On September 24, 1982, the CDC wused the term “acquired
immunodeficiency syndrome” for the first time in describing the case
definition of the illness in MMWR. This was based on a series of meetings
in which I participated that were led by HHS and the CDC. AIDS became
the name universally now used for this dreadful disease.



Up Close and Painful

s our interest in studying AIDS patients became widely known

through the medical grapevine, Cliff, Henry, and I did not have to

wait long for patients to enter our new program. It was mid-
February 1982 and the Washington, D.C., area was experiencing a blinding
snowstorm that forced the closing of the federal government for the day. I
had braved the drive up Wisconsin Avenue to the NIH Bethesda campus and
was sitting in the office of my laboratory, the Laboratory of
Immunoregulation, in the NIH Clinical Center. The phone rang and it was
Dr. Jack Whitescarver, special assistant to Dr. Richard Krause, the then
director of NIAID, who administratively was my boss. Jack had been called
by a private physician who wanted to refer a patient with this disease to the
NIH. I took the patient’s contact information and arranged to have Henry
see him. In taking a medical history, Henry found out that the patient,
Ronald Rinaldi (the patient’s name 1s changed for the purpose of
confidentiality), had a healthy identical twin, so the potential of bone
marrow transplantation from the healthy to the ill brother was immediately
apparent, although retrospectively this was naive given what we were soon
to learn about the cause of this disease, and we became inundated with
AIDS patients.

In my previous decade, I had become used to treating—and usually
curing—very sick patients with inflammatory diseases; only rarely did any
of my patients die. Those were heady years, and I had been feeling pretty
good about myself as a physician.

Not anymore.

I think of the years from 1982 until the late 1980s as the “dark years” of
my medical career. The growing monster of this epidemic did not allow me



ever to fully separate from my work. This also affected my personal life. In
the spring of 1981, I married a young woman with whom I had had a
yearslong relationship. But long-standing tensions in our relationship,
compounded by the hours I was putting into my work on the raging AIDS
outbreak, which surfaced just a few months after our wedding,
unfortunately made the survival of our marriage impossible. We separated
around the time of our second anniversary and got divorced amicably one
year later.

There was little time for anything but taking care of very sick patients.
Their pain, suffering, and fear were unimaginable. It is difficult to describe
the intense emotional stress and frustration that a physician or health-care
provider feels in caring for large numbers of desperately ill and usually
terrified patients. Working alongside Cliff, Henry, and me were a group of
talented and committed nurses, fellows, residents, and other health
professionals who shared our burden and without whom we never would
have been able to provide the patients with the extraordinary level of care
they needed.

We did not know the cause of the disease, and we certainly did not have
a cure. It felt as if we were putting Band-Aids on a hemorrhage. We had
drugs that treated the opportunistic infections, but no sooner was one
infection treated than others appeared that were ultimately killing the
patients. The disease progressed relentlessly despite our best efforts. The
median survival of our patients was nine to ten months, which means that
half of them would be dead within that time. On any given day, our ward on
the eleventh floor of the Clinical Center had a dozen or so such patients. |
was trained for many years to be a healer, and during this period I was
healing no one. The only saving grace in that experience was the inspiration
we felt witnessing the courage and dignity of our uniformly young patients
throughout the unthinkable ordeal to which they were subjected. Our
patients usually remained in the hospital for extended periods before they
either died or left for facilities such as hospice, and we physicians and
nurses got to know them well. Watching them suffer and ultimately losing
them weighed heavily on us, as it similarly did on my physician-colleagues



and friends who were caring for the growing numbers of AIDS patients in
hospitals in New York City, Los Angeles, San Francisco, and other large
cities. We often compared notes by telephone and in visits to each other’s
medical centers, and our experiences were identical. Even today, 1 get
flashbacks of scenes in the rooms of patients that gripped me then and
evoke strong emotions in me more than forty years later. One scene in
particular among many, many others comes back to me often.

After we had tried almost all available and ultimately inadequate
interventions, including bone marrow transplantation and multiple
lymphocyte infusions, on our first ward patient, Ron Rinaldi, his condition
slowly deteriorated. Nonetheless, he remained cheerful under the
circumstances. His immune system was practically destroyed, and he was
prey to a number of opportunistic infections. One particularly difficult
infection was cytomegalovirus, which can attack a number of organ systems
such as the gut and the retina of the eye, leading to compromised vision. We
had been attempting to treat Ron for cytomegalovirus infection with
available drugs such as acyclovir; however, the only way to stop the
progression of the disease is to reconstitute the immune system at the same
time as directly treating the cytomegalovirus infection. But we had no way
of reconstituting his immune system. The lymphocyte infusions and bone
marrow transplant that he had received from his twin brother had failed.

Ron was such a likable fellow that Cliff and I looked forward to
speaking to him on the twice-daily formal rounds we made on our patients.
I would walk in and stand by his bedside. He would say, “How’s it going,
Dr. Fauci? Nice to see you.” Only one day on evening rounds, Cliff and 1
walked in; I approached Ron’s bed and smiled at him. He looked straight at
me and said, “Who’s there?”

It was as if someone had stuck a spike in my chest. Ron had gone
completely blind. The cytomegalovirus, despite treatment that was
obviously inadequate, had literally chewed up the critical sight elements of
his retina from the time we had made morning rounds to the time we
walked into the room that evening. I constrained my emotions as Cliff and |
comforted him about this devastating outcome, although he said to us he



expected that this would happen because he had been gradually losing
vision over the previous weeks. We left and finished our rounds. I went
back to my office around the corner and down the hall from the patient
ward, just out of sight of my team, and burst into tears. I was not just deeply
shaken and saddened; I was profoundly frustrated and angry. Ron would
soon die. This is just one such story.

I could not fully appreciate it at the time, but for us there were to be
hundreds and hundreds of similar stories right here on our ward.

I had experienced grief before. I lost my mother to cancer when I was
twenty-four, and I knew how it felt to lose someone whom I loved deeply.
But the loss we were experiencing now was different by several
magnitudes. It was chronic, pervasive. I had gone into medicine because |
wanted to serve people, and as a clinician it was my job to heal patients, to
find solutions, to pull them back from impending disaster. It was something
I was very good at. I am also an optimist by temperament. Now, as wave
upon wave of men, often in their twenties and thirties, were handed a death
sentence, none of my training or temperament provided a bulwark against
that horrible, inevitable outcome. Helpless was the only way to describe it,
as if we were battling an unseen enemy in a war zone—an enemy that was
steadily overtaking us. But the physicians, nurses, and health-care providers
on our team could not give up. Burnout was not an option. The patients
needed us, and even though we could not cure them, we could offer them
what we had—clinical skill, empathy, and excellent care. We had to stick
with it and we did. And except for the occasional moment of uncontrolled
grief such as when I learned that Ron Rinaldi had lost his sight, all of us
who worked on the ward with these patients had to stuff away our feelings
of loss, day after day, just to be able to carry on.

I think those feelings can be stuffed down for only so long. Today, when
I flash back to that time, tears spontaneously well up. I have read about
post-traumatic stress disorder, and I am sure that in this very specific area, |
have it. And I am not alone. I know from speaking to many of my
colleagues who were in the trenches of AIDS during those years that they



have had similar feelings. But what we went through was nothing compared
with the suffering of our patients and their families.



The Human Immunodeficiency Virus

you direct your research toward interventions to alleviate or cure the

disease. If the disease is a cancer, you approach it with surgery in
certain circumstances and test various forms of chemotherapy. If you are
dealing with a known infection, you treat it with drugs specifically directed
against that infection. But when you do not know the cause of an infectious
disease, as was the case with AIDS, you have to look for clues to try to
understand mechanisms of the disease process and hopefully to discover the
cause. The way to do this is by observing patients and studying the nature
of their organ system dysfunction. This is referred to as delineating the
pathogenesis of the disease. These patients had severe immune defects. My
lab’s expertise was in the area of immunology, so that was the direction our
studies went. The virologists, whose expertise i1s identifying new viral
agents, were working full time searching for the virus in the blood and
tissues of the patients.

Ever since I returned to the NIH in 1972, I had been studying the
regulation of the human immune system, which is that part of the body that
protects one against a wide variety of infections and even from the
development of certain types of cancers. It is the “defense department” of
the body. It is made up of a variety of different cell types, the most
important of which are called lymphocytes. The two major ones are T
lymphocytes and B lymphocytes, generally referred to as T cells and B
cells. T cells are given the designation 7T because they are originally derived
from the thymus gland, which is a relatively small cell-rich tissue located
below the throat immediately beneath the upper part of the chest. There are
many different varieties of T cells, one of the most important of which is the

I f you are a medical researcher, when you know the cause of a disease,



helper T cell with the designation “CD4+.” These cells are the “conductors
of the orchestra” of the multifaceted immune system and turned out to be
the primary target of the virus that causes AIDS.

B cells are given the designation B because they are derived from bone
marrow in humans. B cells produce proteins—strings of connected amino
acids—called antibodies that protect us from a variety of infections. I was
particularly interested in abnormalities of the regulation of B cell function.
When I approached the investigation of the immune defects in AIDS, the
natural path for me to take was to carefully examine B cell function in our
patients. Our findings were striking as well as confusing. When we
examined the B cells under a microscope and used a technique to measure
their activity, we saw that despite the immune deficiency seen in patients
with AIDS, the B cell component of the immune system was aberrantly
“turned on” or hyperactivated. Cliff and I published this observation in the
August 25, 1983, issue of The New England Journal of Medicine. Little did
we know that years later it would be appreciated that the exuberant
activation of the body’s immune system was in response to a virus, which
was soon to be discovered by others and which would ultimately be called
the human immunodeficiency virus, or HIV.

Understanding this aberrant hyperactivation of the entire immune
system, affecting both B cells and T cells, was critical to understanding the
mechanism by which the disease AIDS evolves. The underlying disease
mechanism was a diabolical, self-propagating process of HIV replication
causing the activation of the immune system. This activation in turn drove
the virus to replicate even more efficiently. It was a vicious cycle.

From the very first reports of this strange new disease in 1981, it was
noted that patients showed a profound decrease in the number of CD4+ T
cells in their blood. This observation strongly suggested that whatever was
responsible for AIDS was targeting and destroying CD4+ T cells. This was
a critical clue that galvanized groups of investigators who had long been
studying a class of viruses that targeted CD4+ T cells. These viruses were
called retroviruses, and 1n 1979, Robert Gallo and his team at the National
Cancer Institute at the NIH had described a retrovirus responsible for an



unusual form of leukemia, which he named human T cell leukemia virus, or
HTLV-I. Soon after, a similar group of viruses was discovered in injection
drug users and referred to as HTLV-II. The search was on by a number of
scientists throughout the world for a brand-new retrovirus that was likely
causing AIDS. In 1983, the French scientists Luc Montagnier and Frangoise
Barré-Sinoussi and their colleagues at the Institut Pasteur in Paris
discovered the virus HIV, and in 1984, Gallo definitively showed that it was
indeed the cause of the disease AIDS. Montagnier and Barré-Sinoussi were
awarded the Nobel Prize in Physiology or Medicine in 2008 for their
discovery.

This discovery transformed the direction of my own research and the
focus and activities of my institute, and had a huge impact on my entire
professional circle. Finally, we knew what the enemy was, and we could
target it with diagnostics and preventive efforts, and begin to develop
treatments. In addition, the discovery opened the gateway for increasing
numbers of scientists including virologists, epidemiologists, immunologists,
drug developers, and vaccine specialists, among others, to enter the field of
HIV/AIDS research. The beginning of the end of the dark years was in
sight. We were no longer helpless.

SOON AFTER HIV WAS DISCOVERED, A BLOOD TEST WAS DEVELOPED THAT THE
FDA licensed in March 1985. In addition to serving the important function
of screening the blood supply and essentially eliminating transfusion and
blood-product-associated transmission of HIV, the blood test allowed the
screening of at-risk populations. Known as a seroprevalence study, it
indicated what percentage of a given population was infected even before
they became clinically ill.

The CDC and other domestic and international organizations began to
perform these seroprevalence studies, sampling various populations who
might be at high risk, such as sexually active gay men, commercial sex
workers, college students, pregnant women, hemophiliacs, and injection
drug users.



This led to the shocking revelation that the number of people with full-
blown AIDS who had been identified clinically represented only the tip of
the iceberg of the number of people who were actually infected. One
seroprevalence study of sexually active homosexual men in the Castro
District of San Francisco estimated that about 50 percent were infected with
HIV. A seroprevalence study conducted in western Pennsylvania of patients
with hemophilia whose disease required transfusions of components from
plasma to prevent bleeding demonstrated that 45 percent were living with
HIV. It is an understatement to say that we were horrified. Thousands and
thousands of people had been getting infected before we knew that the
disease existed, and they were passing the infections on to others long
before they showed symptoms of the disease itself. It was not yet clear what
was the “incubation period” of the infection—the time from initial infection
until the onset of a clinical diagnosis of AIDS. It became important to
distinguish between infection with HIV and the disease AIDS. The CDC
later put out certain criteria that constituted a diagnosis of AIDS. One of
these criteria is a drop in the number of the critical CD4+ T lymphocytes to
below a certain empiric level of two hundred cells per microliter of blood.
When the cells fall below that level, there is a high risk of contracting one
or more of the infections or cancers associated with HIV infection. Apart
from the CD4+ T cell count, there i1s a list of infections, which when
contracted automatically characterize the person as having AIDS.

By the end of 1985 the number of reported AIDS cases in the United
States according to the CDC was 15,948 including 229 children. Seventy-
five percent of the children were infected from an infected mother during
pregnancy or at the time of passage through the birth canal, 5 percent were
hemophiliacs and were infected by contaminated blood products, while 15
percent received contaminated blood products for other reasons. Among the
adults, 73 percent were homosexual or bisexual men, 17 percent were
injection drug users, and only 1 percent were infected through heterosexual
sex. The relative proportion of infections through heterosexual sex
gradually increased over the years; however, in the United States the



predominant risk category of transmission remained men who have sex
with men.

TYPICALLY, ATTENDING PHYSICIANS IN A RESEARCH HOSPITAL SUCH AS AT THE
NIH make morning rounds on their patients around 7:00 or 8:00 and then
leave them in the care of residents, fellows, and other health-care providers
until they return for evening rounds at around 5:00 or 6:00. Then, if the
patients are stable, their day is a wrap, and they can usually go home for
dinner. Only occasionally is an attending physician on such a ward called in
for an emergency during the night.

But during the very early years of HIV, there was little that was typical
when it came to treating AIDS patients on the eleventh floor of the NIH
Clinical Center. On morning rounds Cliff and I saw each one of our dozen
or so patients. On a regular uncomplicated research ward, this could take
about one to one and a half hours. Not so with AIDS patients. Each room
we entered greeted us with some form of medical complication such that
rounds often took several hours. After that, we walked the fifty yards to our
lab, where we, along with our ten or so research fellows and lab
technicians, were conducting immunology research studies trying to
uncover the complex mechanisms involved in the deterioration of our
patients’ immune systems. More often than not, we got called back again
and again throughout the day to tend to an emergency or near emergency. A
patient’s condition could change from stable to critical in a matter of hours
and sometimes within minutes. A patient might start bleeding from the
Kaposi’s sarcoma in their gut with the potential of bleeding out. Another
patient’s Pneumocystis pneumonia might be getting worse even on therapy.
Yet another patient might be in such distress that we would have to transfer
him to get intubated for assisted breathing at the Medical Intensive Care
Unit, where Henry Masur, now firmly established as an attending there,
would take over. In the face of these near-constant interruptions, our lab
work plodded along, and our “days” usually lasted until around 10:00 p.m.,
after which I went home and heated up a Lean Cuisine in the microwave for



dinner. Getting called back in the middle of the night was not a rare
occurrence.

The AIDS world was permeated by suffering and death, and it was
getting worse, not better, as more and more people were getting infected
and the global nature of the pandemic was becoming increasingly apparent.
Amid all of this, I felt compelled to break out and force more attention and,
importantly, more resources toward this disease. But how was I going to do
that? I was just the chief of a relatively small laboratory in a huge research
agency.

MY PERSONAL LIFE TOOK AN UNANTICIPATED TURN SOON AFTER | RETURNED
in September 1983 from a trip to China, where I had delivered a series of
lectures on our experiences with AIDS patients. The French group had just
published their discovery of HIV four months earlier. The nursing
department at the NIH hospital was actively recruiting for clinical nurse
specialists—nurses with an additional level of skills and competence in
dealing with difficult clinical problems. These specialists were also
expected to train other nurses in the next-higher level of clinical care. We
needed their help. While I was away in China, one such clinical nurse
specialist, Christine Grady, was hired and assigned to the eleventh floor.
Ms. Grady had just completed a two-year stint with Project HOPE, where
she ran a medical clinic in Maceid, Brazil, and she spoke fluent Portuguese.
She was caring for a Brazilian patient suffering from a serious vasculitis
syndrome who had been hospitalized for months and wanted to return
home. She had gotten to know the patient well, even cooking Brazilian food
at home and bringing it to him in the hospital. He pleaded with her to help
him persuade the doctors to discharge him. Within days of my return from
my trip, Ms. Grady requested a meeting with the patient and me. Because I
was the attending physician, I would be the one to decide if he was well
enough to leave.

I wanted to tell the patient that he was to restrict his activities upon
return to Rio de Janeiro because he was recovering and was still weak. The



wound on his leg from the vasculitis was gradually healing, but he needed
to keep changing the dressing, elevate his leg, and take it easy. Because he
did not speak English, I asked Ms. Grady to convey this message. She did,
and he responded animatedly. When I asked her what he had said, she
hesitated just for a moment and then told me that the patient promised to
follow my instructions. The patient actually said to her that he was going to
go home and drink several double-shot cachaga caipirinhas (the national
drink of Brazil) and dance the night away in a club near Copacabana Beach.
I, in complete ignorance, told her, “I am happy to hear that. Please tell him
that he can go back to Brazil.” As it turned out, after I left the room, she
stayed behind and told the patient that the only reason she did not translate
his real response was that she realized how painful it would be for him to
stay any longer. She felt on balance it would be to his benefit to go home.
He could have some fun, she told him, but in moderation.

A couple of days later, I ran into Ms. Grady on rounds and asked if she
could come to my office at the end of her shift. Christine was mortified,
thinking that I had discovered she had duped me when she translated the
patient’s response. She walked into my office visibly tense, although it
would be months before I found out how the conversation with the patient
had played out. What she did not know was that I could not get this woman
with bright blue eyes, auburn hair, and a radiant smile out of my thoughts.
“Would you like to have dinner with me?” 1 asked after she had taken a
seat. I was not crossing any lines of authority here. Christine did not work
for me; she worked for the nursing department. I just happened to be the
attending physician on the floor where she was assigned.

She stared dumbfounded at me for what seemed like a full minute and
then said, “I would love to.” It was October 1983. Our first date was at a
fashionable Vietnamese restaurant named Germaine’s on the edge of
Georgetown. Our second date and many thereafter found us dancing at the
Marquee Lounge in the storied Omni Shoreham Hotel, where they had a
live band every Saturday night. We were attracted to each other, but we also
understood each other’s work and shared the pain of caring for young men



with HIV whose lives were cut tragically short as well as the helplessness
that accompanied it.

After we had dated for seven months, Christine and her aging dog,
Willie, moved from her Capitol Hill apartment into the house I had bought
in 1977 in Northwest Washington, D.C. It is the house we still live in today.
We were married on May 18, 1985. She became the mother of our three
daughters and my closest confidante in the years that lay ahead.

She was and is my best friend. We worked impossible hours, but when
we played, we inevitably played together. Christine is an excellent athlete,
and we decided to train for the 1984 Marine Corps Marathon, running in
our neighborhood in the evenings and along the C&O Canal or in beautiful
Rock Creek Park on the weekends to build up our miles from six per day to
eighteen a week before the race. The race was a challenging but
exhilarating experience. We stuck together for 26.1 miles, and I had visions
of the two of us going over the finish line in the shadow of the Iwo Jima
Memorial hand in hand. But the lovely Christine, eleven years younger than
I, had another idea. With 0.1 miles left, she turned to me with a big smile
and said, “I love you dearly, but see you later.” Then she took off, sprinting
the last few hundred feet and finishing seconds before me. She did the same
thing a year later when we ran the New York City Marathon together. This
extra bit of gas in the tank applied to more than running, as I came to fully
realize over the years.

IN THE SUMMER OF 1984, ANOTHER EVENT DRAMATICALLY SHAPED MY
future. Dr. Richard Krause, the director of NIAID, accepted the position as
dean of the Emory School of Medicine in Atlanta. A search committee to
replace Dr. Krause was formed, and word was out that [ was considered a
top candidate for the job. I was aware of the rumors but was ambivalent
about that possibility. I loved what I was doing in the lab and with our
AIDS patients and had no interest in changing. Yet I was intrigued by the
idea of using the elevated position to call attention to the global problems of
infectious diseases in general and HIV/AIDS in particular. I would be able



to directly advocate for a major increase in funding for AIDS research
supported by NIAID because in my mind the resources allocated to AIDS
were meager compared with the potential enormity of the public health
problem. The idea of heading a major agency responsible for the conduct
and support of basic and clinical research on all infectious diseases
including established global killers such as tuberculosis, malaria, and
neglected tropical diseases also held some appeal. In addition, as a person
trained in both infectious diseases and immunology, I was interested in the
fact that NIAID was responsible for allergy and immunology research
including organ transplantation.

Until that time, it was unofficial policy that directors of NIH institutes
not conduct their own research or care for patients. If I were to submit my
name to the search committee and in the event that I might be chosen for
the job, the idea that I could no longer have one-on-one relationships with
patients, or try to solve the terrible puzzle of their disease, bothered me and
was in fact a deal-breaker. When I called Shelly Wolff to ask his opinion, he
strongly encouraged me to submit my name for consideration and to worry
about the conditions of the job later. I also had numerous discussions about
my dilemma with Christine, who was my fiancé at the time. Like Shelly,
Christine, who now knew me better than anyone, said, “Examine your
options and go with your gut.” But sensing that I was beginning to feel less
challenged in my current position, she favored my putting my hat in the
ring. “You can negotiate the details if and when you’re offered the job,” she
said. Cliff was of similar mind urging me to apply, particularly since he
knew that I would insist on continuing to lead the lab and seeing patients
with him.

My interview before the search committee took place in late September
1984 and was uneventful. They never asked if I wanted to continue to see
patients and work in the laboratory, and I never brought it up. I walked out
feeling that the interview went well, but I did not have a clue what their
impression was or what they would recommend.

Weeks went by without a word. Finally, I received a call scheduling a
meeting with Dr. James B. Wyngaarden, director of the NIH. I met with Dr.



Wyngaarden a few days later in his office in Building 1 in the center of the
NIH campus. He got right to the point and offered me the position of
director of NIAID. He mentioned that he was choosing me ahead of several
highly qualified candidates who had considerably more administrative
experience than I had and asked whether I was confident I could do the job.
He also mentioned as an aside that at age forty-three I was probably the
youngest person ever appointed to head an NIH institute.

I told Jim that I was confident about my abilities to handle the job. “I
would be honored to accept the position,” I said, “but I have two
nonnegotiable conditions. First, I need your blessing to continue to do AIDS
research as the chief of the Laboratory of Immunoregulation at NIAID.
Second, I want to continue to see and care for my patients at the NIH
Clinical Center.” I told him that I realized that looking forward this would
have to be in a supervisory role only and that the day-to-day care of patients
would have to now be delegated to someone else. That someone would be
Cliff Lane. Jim remained silent for about ten seconds, which seemed to me
to be ten minutes, and then said, “I have no problem with this arrangement.
I believe from what I have heard about you and have observed from a
distance that you can pull this off.”

“I promise that you will not regret this decision,” I said. We shook
hands, and I bounded out of his office, realizing with much excitement and
an undeniable touch of anxiety what I had just gotten myself into.



Taking the Reins

s long as I can remember, I have had a muted disdain for new
administrative leaders who take over an institution and, before

they really understand the place, feel compelled to make changes

just to show that they are in charge. I decided right from the beginning that
before I made any changes at NIAID, I would learn everything possible
about the institute. I had been a basic scientist and clinical investigator
within NIAID for fifteen years including my fellowship from 1968 to 1971,
and 1 knew the science and clinical medicine as well as or better than
anyone. But until this time, I had only supervised a small lab of about
twenty people doing research very familiar to me with a total budget of a
couple million dollars, and I had almost no classic administrative
experience. Now | was leading a scientifically diverse organization of
several divisions representing a wide range of research conducted by
government scientists mostly on the Bethesda campus and by a much larger
group of grantees and contractors at universities and medical centers
throughout the country and to some extent the world. We had about eight
hundred full-time employees and contractors with a budget of $370 million.
What I needed was to become the best possible administrator without
losing touch with the science and the bedside, and I needed to do this
quickly. Only when I knew the workings of the institute inside out could I
feel comfortable in pursuing my vision for its direction. It took me about six
months of sixteen-hour days before I felt qualified and confident enough to
start articulating and implementing my vision. I visited all of the labs on the
Bethesda campus and our satellite campus in Hamilton, Montana. | traveled
throughout the country meeting the scientists and clinical investigators in
the medical centers that NIAID was funding. I learned about budgetary



planning and managing the balance between support of basic (in the labs)
versus clinical (on the wards) research. I wanted to know more about the
institute than any individual on earth.

Even though there were many fine people who were directors of various
divisions within NIAID and who reported directly to me, I realized that to
some extent I had taken over a sleepy organization. What was lacking
among several of them was a palpable sense of urgency. Few were pushing
the envelope to aggressively attack the problems of infectious diseases or
even to realize the growing importance of and opportunities in the
discipline of immunology and its relevance across all fields of medicine. In
addition, there was little enthusiasm for expanding AIDS research among
the aging senior staff. Conscious or subconscious homophobia in society
might have contributed to this feeling; also, the existing pot of money was
only so big. Others in the infectious disease community were concerned
about putting too much emphasis on AIDS for fear that this would divert
resources away from the diseases that they were studying. At that time
roughly 25 percent of all deaths worldwide were due to infectious diseases,
making them the second leading cause of death worldwide and the leading
cause of death among young people from birth to forty-nine years old. In
the developing world, particularly in sub-Saharan Africa, with malaria,
tuberculosis, respiratory diseases, diarrheal diseases, and the gathering
storm of HIV/AIDS, infectious diseases were the leading cause of
disability-adjusted life years—the number of years lost to disability or
premature death. In addition, there was the ever-present threat of a
pandemic influenza outbreak. Given all of this, I asked myself, why was
NIAID only the sixth-largest institute among what were then the eleven
institutes at the NIH, and why was the NIH not crying out for more money
for NIAID?

The time for me to act had come.

I learned quickly that it was not good form and in fact could get you in
trouble if you asked for more money than was in the president’s proposed
budget for a given fiscal year, or if you even suggested publicly that the
proposed budget, which was handed down to directors with little of our



input, was not sufficient for the job at hand. This was referred to as budget
busting. I began to appreciate that there was a fine line between busting the
budget and articulating in an appropriate setting, such as in scientific
lectures that would be picked up by the press or by direct discussions with
congressional staff, the legitimate need for more resources. It was a fine
line, but I walked it—budget-busting lite. As long as I defended the
president’s budget publicly, I saw nothing wrong with my articulating the
importance of more resources to meet public health needs. If I did not ask
for it, for sure we would not get it.

A fiscal year (FY) in the government runs from October 1 of the
previous year to September 30 of the designated year. When I arrived as
director of NIAID in November 1984 (FY 1985), the NIH budget was
$5.149 billion, and the budget of NIAID was $370 million, with the total
AIDS budget at $66 million. By comparison, the budget of the National
Cancer Institute was $1.18 billion. AIDS in the United States was at that
moment predominantly restricted to gay men and injection drug users. In
other words, unlike cancer, AIDS was not a “generalized” epidemic in the
United States, and most of the general population was not particularly
concerned at the time. Even so, it was crystal clear to me that this amount of
money was woefully inadequate considering the seriousness of this
explosively emerging threat.

I then did something that to my knowledge had not been done before by
individual institute directors. I pushed hard for a doubling of the AIDS
budget among selected members of Congress, the Reagan administration,
and constituency groups, and to my surprise I got it. The NIH received $147
million for AIDS research in FY 1986, an increase of $81 million over FY
1985. This was the largest single increase in any particular discipline for
that year, and it was all additional and not redistributed funds, thanks to the
support of both Dr. Wyngaarden and the HHS secretary, Margaret Heckler,
and of course the U.S. Congress. | was thrilled. We were at last showing a
degree of financial commitment to HIV/AIDS research, even though our
needs for additional resources would continue to grow dramatically.



That experience taught me crucial lessons. Just because no one had ever
done something like this before did not mean it could not be done. I also
realized how important it was to cultivate relationships with people who are
in a position to make things happen. Importantly, to win over the skeptics, |
learned that the cause for which you are advocating must be legitimate,
worthy, and not motivated by self-interest; your arguments must be
evidence based; and you must be truthful and consistent in your reasons for
asking for resources. People quickly see through anything less than that.

We used the additional resources we had just obtained for AIDS research
and also began a massive drug-development program as well as started the
task of trying to develop an HIV vaccine.

NOW THAT MY JOB HAD GROWN FROM LAB CHIEF AND CLINICAL
investigator to director of NIAID, besides pushing for more resources, |
wanted to see for myself what AIDS in the “real world” outside the NIH
looked like. I decided to visit the epicenters of the epidemic. First, I went to
Greenwich Village in lower Manhattan.

Greenwich Village occupies a special place of affection in my psyche.
Both my parents were born in Little Italy within walking distance of the
Village. I remember that when I was a young boy, my father brought my
sister, Denise, and me to see the small apartment building on Elizabeth
Street between Hester and Grand Streets where he was delivered by a
midwife in 1910. My mother was born about a mile away on Bleecker
Street and Sixth Avenue. I recalled my impression as a child of the vibrancy
of the Village as my father took us through Washington Square Park. As a
student at Regis High School in upper Manhattan, I occasionally took the
subway to the Village with friends to experience the excitement of the
streets. The young lady that I took to my high school prom lived in
Greenwich Village on Waverly Place and Sixth Avenue. As a medical
student, medical intern, and medical resident in the late 1960s and early
1970s, I liked to go to the Village to listen to folk music and jazz at places
such as Gerde’s Folk City, the Village Gate, and the Village Vanguard. To



me, these blocks were part of my DNA, part of my heritage. Every
association and memory that I had of the Village was of joy, vibrancy, and
entertainment.

But now I was shocked. By 1985, I had already taken care of hundreds
of AIDS patients at the NIH. I was intimately acquainted with the
devastating nature of their illness. However, that was in a clinic and hospital
setting where I was wearing a starched white physician’s coat with a
stethoscope hanging from my neck. Here I was a pedestrian observing very
sick people walking the streets. I could not believe what I was seeing as I
meandered through Washington Square Park along Waverly Place, across
MacDougal Street, and up through Christopher Street. I could easily spot
several young men with AIDS as I passed by them. The telltale dark spots
on their faces due to Kaposi’s sarcoma, what people used to refer to as gay
cancer, easily identified them. The drawn faces and appearance of physical
wasting were now all too typical. The positive electricity of the
neighborhood had been replaced by an atmosphere of pain, suffering, and
imminent death. A dark and ominous cloud had settled over Greenwich
Village. I went on to visit the clinics of my medical colleagues at Bellevue
Hospital and Memorial Sloan Kettering in Manhattan and Downstate
Medical Center in Brooklyn. In those hospitals, 20 to 40 percent of the beds
were occupied with AIDS patients.

The same was true when I visited San Francisco. A walk through the
Castro District or just standing on the corner of Castro and Eighteenth
Streets was strikingly similar to the Greenwich Village scene. My friends
and colleagues at San Francisco General Hospital were being deluged with
AIDS patients similar to the experience in New York City and our
experience at the NIH. It was clear to me that we needed to establish a
highly focused research effort on AIDS.

THERE HAD NEVER BEEN A RESEARCH PROGRAM IN NIAID THAT WAS DEVOTED
to a single disease, and there was considerable pushback to my creating
one. Nonetheless, I went ahead and did so, establishing a separate Division



of AIDS within NIAID, and not surprisingly this stirred resentment among
the older generation of infectious disease scientists. This was my first real
introduction to the sometimes painful process of leadership. I rejected the
concept held by many that I was paying too much attention to a disease that
had afflicted only a few thousand people in the United States and that many
still thought would probably disappear in a year or two. I learned in this
instance and in several situations over the coming years that a leader,
particularly in an area of controversy, cannot make everyone happy all the
time. If you do, you are probably not a good leader and you soon will not be
respected. Having doubled the AIDS budget and created the Division of
AIDS, I now faced the challenge of having to persuade the White House,
HHS, and Congress to put even more resources into AIDS research so that
we could further entice the best among the scientific and public health
communities to join the struggle.

Besides scientists and clinicians, others would soon join the mounting
response directed against HIV/AIDS. Some stood out much more than
others. One was a pediatric surgeon who initially had little interest in AIDS.



Two Brooklyn Boys

Children’s Hospital of Philadelphia (CHOP) during my years as a

medical resident at The New York Hospital. Impressionable young
physicians such as I was at the time frequently took particular notice of the
careers of famous physicians who might serve as role models, even from a
distance. And Dr. C. Everett Koop was truly a legend in his own time. He
had been the surgeon in chief of CHOP from 1948 through 1981. When I
was in training during the late 1960s and early 1970s, Dr. Koop was at the
peak of his career. He invented surgical procedures for the correction of
congenital abnormalities that were previously considered hopeless. Among
these was the correction of esophageal atresia, which is a lack of connection
of the esophagus to the stomach, a fatal condition. In addition, he developed
new procedures for the treatment of hydrocephalus, a condition where
normal fluid (called cerebrospinal fluid) accumulates around the brain
because of an obstruction to the free flow of the fluid. He also
revolutionized the surgical repair of pediatric inguinal hernias and the
correction of undescended testicles. In essence, he more than anyone
created the discipline of pediatric surgery. He gained true international fame
in 1974 by surgically separating twin girls who were born joined together at
the trunk and pelvis, saving the lives of both of them. He felt strongly that
society had an obligation to respect the sanctity of life, and in his profession
this extended to doing whatever is possible and reasonable to save the life
of a child with certain abnormalities for which he had developed these
revolutionary surgical procedures. It would have been a great honor for me
as a medical student or physician in training to just meet Dr. Koop and
perhaps shake his hand. I never imagined that this would happen.

Ihad first heard about the pioneering surgeon operating out of the



DR. KOOP’S REPUTATION AS A DEFENDER OF THE RIGHT TO LIFE INCLUDING
his concerns about abortion had caught the attention of President-elect
Ronald Reagan in late 1980. Reagan nominated Koop for surgeon general
in 1981, and this triggered a series of hostile congressional hearings, public
debates, and media commentaries that put Dr. Koop under a degree of stress
that even his most difficult surgical procedures did not elicit.

Ever since I had returned to the NIH from my final year of clinical
training, I was considered the “house physician” for many NIH staff and
their families and assorted Washington VIPs. One day I received a call from
the NIH director, Dr. Donald Fredrickson, telling me that Dr. Koop was
“not feeling well” and that HHS would like one of the NIH physicians to
see him.

At 8:30 one morning, I went to the nurses’ station on the 11 East ward of
the NIH Clinical Center, where I had been working for the past nine years,
and waited for Dr. Koop to arrive. Out of the elevator and down the hall
came this imposing man—tall (six feet, two inches) and ramrod straight,
sporting his trademark Captain Ahab beard, and with a concerned
expression on his face. We shook hands, and I led him into the treatment
room to take a history and perform a complete physical examination.

Dr. Koop explained his symptoms to me: insomnia, a feeling of
jumpiness, irritability, intermittent flushed sensation, occasional headaches,
and lightheadedness. His physical examination was completely normal. I
drew blood for a number of tests and arranged to see him again after the
results of the blood work came back. Before I let him go, I asked, even
though I already knew the answer, if anything was bothering him or causing
him stress. He brushed off the possibility. I strongly suspected that his
symptoms were all being caused by the fact that due to his pro-life stance
he was getting trashed on a regular basis by the liberal media and that
Senator Ted Kennedy, one of the most respected members of the Senate,
was dead set against his nomination as surgeon general. Still, I had to rule
out any physical cause. When the blood work, electrocardiogram, chest X-



ray, and other laboratory tests came back as unremarkable, I was convinced
that we were dealing with a reversible constellation of signs and symptoms.
But reversibility 1s easier said than done. I first had to convince him that he
was physically fine and that we could work this out. Because he was an
accomplished surgeon, I told him that the bad news was that this was not a
surgically correctable problem. However, the good news was that it was
fixable. “I have a name for your condition, Dr. Koop. The welcome-to-
Washington traumatic stress syndrome.” He thought this was hilarious, and
we shared the first of what would be a series of hearty laughs together over
the next thirty years. I told him I planned to gradually diminish and
ultimately discontinue some of the medications that various physicians had
put him on over the past year because I did not think that he needed them.
He agreed only under the condition that I not attempt to discontinue his
beloved daily predinner dry martini. He also insisted that I stop calling him
Dr. Koop. “My friends call me Chick,” he said. I agreed and my friendship
with the medical icon began.

OVER THE NEXT FOUR YEARS AS THE NUMBER OF CASES OF AIDS INCREASED
at a sharp rate, Chick Koop was not actively engaged with AIDS and spent
the bulk of his time on other issues such as the crusade against tobacco use.
But starting in early 1986, 1 saw a distinct evolution in his growing
appreciation of the devastating effect HIV/AIDS was having and of the
potential role he, as surgeon general, could play in the nation’s response to
the epidemic. A peculiarity of the HHS allocation of housing for high-
ranking employees played some role in this evolution. Although the office
of the surgeon general is located in the main headquarters of HHS in the
Hubert H. Humphrey Building at 200 Independence Avenue, S.W., in
Washington, D.C., the living quarters of the surgeon general were at that
time on the NIH campus in Bethesda, Maryland. The house in which Koop
and his wife, Betty, lived was about a hundred yards from my office in the
Claude Denson Pepper Building (Building 31). Upon entering the NIH
campus, Chick had to walk directly past my building to get to his house.



Starting in 1986 he began regularly stopping off for visits in the evening,
usually around 7:30 after all my staff had already left for the day. He would
arrive resplendent in his Public Health Service uniform, which is almost
indistinguishable from the uniform of a U.S. Navy officer. The sleeves of
his jacket displayed the thick bands of a vice admiral. He knocked softly
and led off with the same introduction each time: “You work too hard; take
a few minutes and relax with me.” I put aside the manuscript I was working
on in preparation for submission to a medical journal, and the few minutes
inevitably turned into an hour as he probed me about every aspect of the
scientific, medical, epidemiological, and policy issues of HIV/AIDS. It was
clear that he wanted to learn everything he could about the disease. He
referred to those sessions as his “nighttime tutorials.” But it was not long
until he became a true expert in his own right. During his evening visits, he
described with passion and enthusiasm the visits he had begun making to
AIDS clinics throughout the country and his interactions with patients, their
families, and various constituency groups. He was about to enter the arena
of AIDS in a big way.

In 1986, the Reagan administration asked Dr. Koop to prepare a report
on AIDS. The Surgeon General’s Report on Acquired Immune Deficiency
Syndrome, released at a press conference on October 22, 1986, was a
masterpiece of clarity, candor, evidence-based statements, and critically
useful information. Chick dispensed with the niceties and talked about the
epidemic in real-world terms. His descriptions of the risks of transmission
by anal intercourse among gay men and his advocacy for the use of
condoms to prevent transmission of HIV caused quite a stir among certain
religious leaders and social conservatives. Chick was not deterred. To the
contrary, he was concerned that such a daunting, technical report might not
be widely read, particularly by the general public, who would most benefit
from the information. Chick wanted to mail a pamphlet containing frank
information about HIV infection and AIDS to every household in the
United States. But because the Office of the Surgeon General was mostly
thought of as a bully pulpit position and had a relative paucity of financial
resources, his budget was too small to pull the project off.



Here is where we hatched what he jokingly called “the Brooklyn
Scheme.” Like me, Chick Koop was born and raised in Brooklyn. He grew
up in Flatbush, originally populated by children and grandchildren of Dutch
and German immigrants. It was just a few neighborhoods away from
Bensonhurst. Chick’s scheme was one Brooklyn boy helping another to
enable the pamphlet to be produced and mailed in a timely fashion. It was
early 1988, and NIAID now had a substantial budget of $740 million. It was
not unusual for one component of a government agency to transfer a small
amount of money to another component for services rendered through what
is referred to as an interagency transfer. Because my institute was the
leading government agency performing and supporting AIDS research, the
pamphlet, which might help prevent HIV infection, was in the interest of
NIAID. When the first mailing went out, Chick called me up and with a
mischievous laugh said, “I guess we Brooklyn boys pulled it off!”

The pamphlet had a profound effect on the country’s awareness of the
seriousness of the AIDS epidemic and the risks of infection. It remains one
of the most influential public health publications ever distributed by the
U.S. government. It was both highly effective and controversial. This latter
fact was illustrated by a syndicated cartoon that appeared in a number of
newspapers showing a working mother leaving her home and telling her
children as she walks out the door, “If anything comes in the mail from the
Surgeon General, don’t open it!”

CHICK KOOP REMAINED A FORCE ON ISSUES RELATED TO PUBLIC HEALTH FOR
many years following his tenure as surgeon general. Our friendship
endured, and Chick and I both were invited back to our medical school
alma mater, Cornell University Medical College, in May 1992. I was to
receive the Alumni Award of Distinction, and Chick was to deliver the
commencement address. He decided that we should rent a limousine and
take a tour of our childhood landmarks in Brooklyn. We visited his
elementary school, the Flatbush School, and mine, Our Lady of Guadalupe;
the sports fields where he played football and I played baseball; and other



neighborhood hangouts. We finished the day by driving to Coney Island to
reprise one of the great treats of our childhood, a hot dog at Nathan’s
Famous. As we stood on line waiting to be served, a small crowd gathered
around us and began staring at Chick. Soon you could hear people saying,
“Hey, 1sn’t that the surgeon general guy? That must be him, look at that
crazy beard. What is he doing here?”

He heard the remark, started to laugh, and said, “What do you think I am
doing here? I’'m a Brooklyn guy, and this is Nathan’s.”



Building an AIDS Research Program

ost progress in medical research on a disease is usually slow and
M incremental, and there are few eureka moments. The discovery

of HIV as the cause of AIDS was one of those moments. It
opened up the gates for all the subsequent studies on the disease. In
contrast, much of the understanding of how the virus destroys the immune
system of the body was incremental. This was true of the work that CIiff,
my team, and I were doing in my lab and a growing number of scientists
were doing in laboratories in the United States and throughout the world. It
was during those early years that we only gradually began to understand the
resiliency and destructive capability of HIV. But despite our growing
knowledge of the disease, our patients were still suffering and dying at an
alarming rate.

It was the mid-1980s, and we still had no effective therapy. Because of
the desperate nature of the situation, people with HIV were willing to self-
administer almost any substance or compound that showed even the
slightest hint or rumor of being able to suppress the virus in a test tube.
Searching for an effective treatment, patients were traveling to foreign
countries to obtain drugs that were unavailable in their own country. One of
the most celebrated examples was when Rock Hudson, who had advanced-
stage AIDS, went to France in July 1985 to receive the experimental drug
HPA-23, developed by scientists at the Institut Pasteur in Paris. In a later
multicenter study that included our team at the NIH Clinical Center, HPA-
23 proved to be ineffective in treating HIV infection. Rock Hudson died of
AIDS on October 2, 1985, at age fifty-nine.

It became clear to me almost from the start that we needed to accelerate
our drug discovery efforts. Soon after I established the Division of AIDS



within NIAID, we initiated the National Cooperative Drug Discovery
Groups (NCDDGs) modeled after an approach initiated in 1983 by the
National Cancer Institute for the development of anticancer drugs. The
NCDDGs were partnerships between academic institutions and
pharmaceutical companies to develop drugs for HIV infection.

We also needed a mechanism to test these drugs on people with HIV. 1
expected that there would be multiple drugs that would be coming through
the newly stimulated pipeline over the next couple of years. It was unlikely
that any single clinical unit would be able to enroll enough patients to
gather sufficient data to prove the safety and efficacy of the drugs. I felt we
would need a network of clinical trial units to pool all the data and get solid
answers to clinical questions. By mid-1986, we awarded contracts for more
than a dozen AIDS Treatment Evaluation Units (ATEUs) nationwide that
formed the core of the network. Not everyone at the NIH or in research
institutions throughout the country was excited about spending the money
to create such a network, especially when we did not have any drugs yet to
test in these units. Some scientists were even saying that we were “throwing
money away.” But | knew that soon we would have more drugs than we
were able to test, and so, despite the skepticism and criticism, I felt it was
prudent to get the units set up quickly and ready to go. That turned out to be
the correct decision as many new candidate drugs began to roll in.

The ATEUs were the forerunners of a much larger network of clinical
trial sites called the AIDS Clinical Trials Group (ACTG) that over the
coming years would be the vehicle where antiretroviral drugs would be
tested individually and in combination for their ability to suppress the
replication of HIV. The future impact of this network of clinical trial units
would ultimately prove to be profound and transformative in the
development of highly effective treatments for individuals with HIV.

At about the same time we were setting up the ATEUs, drug companies
such as Burroughs Wellcome were examining compounds that had been
developed for other diseases, particularly cancers, to determine if they
might also be effective against HIV. Drs. Samuel Broder, Robert Yarchoan,
and Hiroaki Mitsuya at the National Cancer Institute had developed a test to



determine the ability of any compound to suppress the replication of HIV.
In collaboration with scientists from Burroughs Wellcome, Broder and
colleagues demonstrated that the drug azidothymidine, or AZT, had potent
suppressive activity against HIV in the test tube.

Another eureka moment!

The results constituted the first real breakthrough in the treatment of
people with HIV. I was excited about the test tube results, but I remained
guarded because the proof of the pudding would be whether the drug
worked in people.

Over a twenty-four-week period in 1986, 145 individuals with HIV
received AZT, and 137 received the placebo. At the end of the study, 19
patients who received the placebo had died compared with only 1 death in
the group that received AZT. Opportunistic infections such as Pneumocystis
pneumonia developed in 45 subjects receiving the placebo compared with
24 subjects receiving AZT. These stunning results were published in 7he
New England Journal of Medicine on July 23, 1987. Now I felt as if shades
in a dark room had been raised and flashes of sunlight were coming
through.

As word spread in the gay community, despair switched overnight to
optimism. It was a period of exuberance with demand for immediate access
to the drug. The problem was that the application for approval by the Food
and Drug Administration was just in its beginning stages, and the drug was
not yet available on the market. The question was, How could we get this
potentially lifesaving drug to the desperate people who needed it
immediately? At that time, the end of 1986, the number of reported cases of
AIDS in the United States was approximately twenty-nine thousand. There
was no precedent to get a lifesaving drug to so many people prior to official
approval by the FDA.

However, in the treatment of cancer, there was a precedent to assist a
limited number of patients to obtain drugs, some of which were still
experimental and not yet approved by the FDA. For several years the
National Cancer Institute had operated a hotline for this purpose, contracted
through a company called Biospherics in Rockville, Maryland, just up the



road from the main NIH campus in Bethesda. It was not too much of a
stretch to apply this concept to AZT distribution. We decided that NIAID
would pay Biospherics to set up a twenty-four-hours-a-day, seven-days-a-
week hotline for the distribution of AZT under the FDA’s “Investigational
New Drug” mechanism.

Because the supply was limited at that time, we had to determine who
would get the drug first. We decided that patients had to currently have or
have had at one time Preumocystis pneumonia as an entry criterion to the
program. We estimated that this made as many as six thousand people
eligible to receive AZT in the United States.

The key to implementing this program was Deborah Katz, a nurse
employee of the National Cancer Institute who was assigned to the
Biospherics contract. Debbie marshaled her friends and neighbors to staff
the hotline, accepting applications around the clock. The applications had to
be made by a physician on behalf of a specific patient. Every night, one of
our young NIAID physicians reviewed the applications that had come in
that day. Then the approved applications were sent to Burroughs Wellcome,
which shipped out the drug to a pharmacy. Approximately five thousand
patients received AZT through this program from September 1986 to March
1987, at which point AZT was approved by the FDA under the name
zidovudine. The hotline was discontinued. From the time Burroughs
Wellcome submitted the zidovudine application to the FDA to the time of
approval was three and a half months—then the quickest approval of a drug
by the FDA in its history.

But the promise of AZT was short-lived.

ONE OF THE CHARACTERISTICS OF RNA VIRUSES, PARTICULARLY THOSE SUCH
as HIV that replicate very rapidly, is that they make mistakes in copying
themselves during the replicative process. These mistakes, known as
mutations, may impart various characteristics to the virus. One
characteristic can be resistance to an agent meant to kill the virus, such as
an antiviral drug. During the course of therapy, AZT was killing those HIV



viruses that were sensitive to its killing effects, but not those viruses that
had mutated to become resistant to the drug. The lesson we learned was not
that AZT was ineffective. The problem was that when it was administered
alone, the virus almost inevitably outsmarted the drug as a result of its
uncanny ability to mutate and evade killing. The solution would have to be
to use a combination of drugs. This had been done successfully in the
treatment of tuberculosis and certain cancers that were resistant to single
drugs alone.

When a person is treated with two or more drugs that individually are
effective, the virus finds itself “boxed in” and ultimately suppressed, so
long as the patient continuously takes the combination of drugs. Despite
best efforts, it took four years to develop the next effective anti-HIV drug—
didanosine, manufactured by Bristol Myers Squibb. The FDA approved it in
October 1991. These four years were extremely frustrating to me and my
colleagues. Our patients were still suffering and dying, and by that time
there were more than 200,000 cases of AIDS reported in the United States.

Drug discovery was steady but slow. The following year, 1992, the third
anti-HIV drug, dideoxycytidine, manufactured by Hoffmann—La Roche,
was approved by the FDA; then, in 1994, stavudine, manufactured by
Bristol Myers Squibb, and in 1995 lamivudine, manufactured by
GlaxoSmithKline, were approved.

Unfortunately, the virus was not slow. By the end of 1995 there had been
more than 513,000 cases of AIDS reported in the United States. We were
making considerable progress, but we were still losing the war. We were
struggling with the balance between efficacy and drug toxicity. In other
words, the drugs were prolonging life in many patients but not suppressing
the virus completely, which was continuing to contribute to the
deterioration of the patients’ condition. Meanwhile drug side effects often
took their toll. In some respects, this was similar to the toxicity that cancer
patients experience with chemotherapy aimed at destroying their cancer.

We needed better drugs.

In the meantime, we got much better at the art of taking care of patients
with HIV apart from treating HIV itself. The practice of HIV medicine was



becoming a discrete subspecialty of internal medicine and a sub-
subspecialty of infectious diseases. One area of infectious disease practice
that was significantly altered because of the AIDS experience was the
concept of prophylaxis, or treatment of patients with a variety of
antimicrobial drugs to prevent the onset of infections that frequently
occurred in individuals with HIV whose immune function was severely
compromised. Instead of waiting for patients to get these opportunistic
infections, we preemptively treated them to prevent disease. It was the wide
implementation of this practice for diseases such as Pneumocystis
pneumonia, cytomegalovirus disease, toxoplasmosis, and cryptococcosis
that saved or prolonged countless lives before the availability of highly
effective antiretroviral drugs that completely and durably suppressed HIV.



AIDS Strikes Close to Home

in the infectious disease grants program at NIAID ten years before I
became director. A research microbiologist at Berkeley, he had been
transferred from San Francisco in 1969 as a navy officer to head a division
in the Department of Microbiology at the National Naval Medical Center in
Bethesda. When he retired from the U.S. Navy in 1974, he joined NIAID.
As much as he liked the East Coast, he still loved San Francisco and often
visited friends in the Castro District in the late 1970s and early 1980s.
I remember quite clearly the first time I spoke with Jim, in the summer
of 1975, long before we worked on AIDS together. We were both in the
weekly meeting of the Executive Committee of NIAID in our seventh-floor

I first met Dr. James Carroll Hill in 1974 when he was a program officer

conference room, where the director and program officers gathered to
discuss administrative and policy issues of the institute. Jim was there to
present and discuss a vaccine trial for meningococcal infection, a common
cause of meningitis in college students, for which he was the program
officer in charge. I was there to present a research project in my lab related
to treatment of vasculitis. Jim was tall and immaculate in his appearance
with perfectly trimmed hair, a tan suit, light blue shirt, and bright yellow tie.
He caught my eye and introduced himself with a warm smile.

In 1983, after several years as a program officer, he left his scientific
position and became an administrator in the NIAID intramural research
program, where I had recently been made a laboratory chief. This was when
our friendship began. Jim emanated kindness, dignity, and a refreshing lack
of cynicism. I hoped that someday I would get the opportunity to work even
more closely with him. The opportunity soon arrived when I became NIAID
director in 1984.



I immediately asked Jim to become my special assistant. Special
assistant in the federal government is a catchall phrase that can mean
nothing—or everything. With Jim, it meant everything. He cared deeply
about NIAID, the AIDS crisis, and me.

Before accepting the position, he asked to see me alone in my office. He
closed the door, and with an anxious look on his face said, “Tony, I am gay,
and I don’t want this to cause you any embarrassment.” At the time, being
gay in a public government position was not widely accepted. Jim went on:
“If you think that it will be a problem, just tell me and I will stay where 1
am. No hard feelings.”

I put my arm around his shoulder and said with a smile, “Jim, you are
totally clueless. I have known you were gay from the moment I met you ten
years ago in the NIAID conference room.” Jim was visibly relieved. But
that encounter brought into sharp focus for me what I had witnessed with so
many of my AIDS patients. Although many parents of AIDS patients
embraced their children’s sexual orientation and were with them constantly
on our clinical wards, others did not know that their child was ill or even
that he was gay. Often the patient was reluctant to tell his parents that he
had a lethal disease for fear of rejection. Once Jim and I got that out of the
way, we were off on our mission together.

Jim often made me laugh even when it seemed that everything was
going wrong. He was born in Manila, Arkansas, a town that I along with
probably a couple hundred million other Americans had never heard of.
When visiting dignitaries, often from foreign countries, arrived at the NIH
and I briefed them on our activities with HIV/AIDS, Jim always joined me.
If they asked where we were from, I said Brooklyn, New York, and for
better or worse, everyone had heard of Brooklyn. Jim said with a twinkle in
his eye, “l am from Manila, Arkansas,” a statement that was almost always
met with a puzzled look. Jim would then say, “Just think of Manila this
way: we sell Velveeta cheese in the gourmet section of our supermarkets.”
He had another Arkansas favorite that he would use when I looked
particularly stressed. He just smiled and said in his Southern drawl, “Tony,
back in Arkansas we would say that you look like hammered shit!” Jim was



the only person I ever knew who could walk into a room during a crisis
when I was seething about something and within a minute have me
hysterical with laughter, merely by saying something disarming like “Well,
aren’t you a hoot today.” Or his favorite was “Lighten up, Tony, things
could be worse; we both could be picking cotton in Arkansas; trust me, I’ve
done it.” You just could not help but love him. When the deputy director of
NIAID, whom I inherited from the previous director, stepped down, I
immediately promoted Jim to that important position.

Jim had a deep understanding of the challenges faced by the at-risk gay
community, and he continually taught me the nuances of these challenges.
In addition, the gay community trusted him as one of their own, and this
made it much easier for me to integrate myself into the community. Jim’s
Capitol Hill town house on Sixth and C Streets in Northeast D.C. served as
the meeting place and gourmet restaurant where countless discussions took
place between me and the activist communities. It was not an unusual sight
to see AIDS activists sitting with me around the fireplace in Jim’s living
room debating the communities’ most pressing questions. All the while Jim
went back and forth serving wine and tending to the meal that he was
preparing in the kitchen.

JIM WAS ALSO THE WORLD’S GREATEST TRAVELING COMPANION, FOR ME AT
least. He often accompanied me on international trips to AIDS scientific
conferences where I usually gave a keynote lecture and participated in
meetings with foreign health officials. Jim felt personally responsible for
seeing to it that we were never late and never missed our flight. I was
compulsive enough without Jim in the picture, but he brought the process to
new heights. As we headed out to Dulles International Airport for a trip to
Paris or Bangkok or Cape Town, Jim calculated the maximal time for each
phase of the trip starting from leaving his town house on Capitol Hill to my
house across town. Normally this was a fifteen-to-twenty-minute trip. Jim
built in the possibility that there would be major traffic problems between
those two destinations, and he allowed one hour for the trip. Never mind



that it might be 6:00 a.m. on a Sunday with not a car in sight. He also
factored in double the amount of time each step took to drive from my
house to Dulles, check in at the airport, get to the gate, and board the plane.
We often arrived several hours before flight time, long before this was the
common protocol. In fact, we did this so many times that we became
friendly with a waitress at one of the airport restaurants where we spent
hours eating hot dogs and drinking beer as we waited and waited for our
plane to board. After a few such encounters with her, when she saw us sit
down one day for our usual hot dogs and beer, she came over and said with
a straight face, “Hi, guys, flying to Europe? When does your plane leave...
tomorrow?”

IN 1978, FOUR YEARS AFTER HE JOINED NIAID AND SIX YEARS BEFORE I
hired him as my deputy, Jim entered a clinical trial for a hepatitis B vaccine.
As part of the trial’s screening protocol Jim was discovered to already be
infected with hepatitis B virus. Although he had no symptoms, he had mild
chronic persistent hepatitis. This condition was common among sexually
active gay men. This diagnosis put Jim under the care of one of the world’s
leading experts on hepatitis B, Dr. Jay Hoofnagle, who happened to be our
colleague right there on the NIH campus at the National Institute of
Diabetes and Digestive and Kidney Diseases.

One day in July 1985, I was sitting at my desk working on a lecture
when Jim walked in looking worried and closed the door behind him. I
instinctively knew that something was very wrong. His eyes were moist as
he said that he was going to tell me something, and he would understand if I
had to let him go as my deputy. I was struck with a terribly ominous feeling
and blurted out, “Jim, for goodness’ sake, what the hell are you talking
about?” Tears ran down his face as he told me. “Dr. Hoofnagle just did the
newly available test for HIV infection on my serum sample, and it came
back positive.” I lost my breath and could barely speak. I had taken care of
endless AIDS patients over the past four years, but this was the first time a
person so close to me, indeed someone whom I loved, was found to be



infected. He repeated: “I would absolutely understand if you let me go.
How bad and inappropriate would it appear and how would people react to
the knowledge that the deputy to one of the leading AIDS researchers in the
world, who was also the director of the National Institute of Allergy and
Infectious Diseases, was stupid enough to get infected?”

I threw my arms around him and said, “Jim, you crazy son of a bitch,
there is no way in the world that I would ever let you go. And so drop that
idea right now.” It was so typical of Jim to worry more about an imagined
negative effect on my public image or that of the institute than about the
fact that he now had a deadly disease with no known treatment. That was
Jim Hill. But this situation was also representative of what was occurring
every day out in the community. There was still so much stigma and shame
associated with being infected, and it would take several years before that
changed; even today in some parts of the world it has not completely
disappeared.

Fortunately, his CD4+ T cell count was reasonably good, within the low-
to-normal range, and the level of virus in his blood as measured by the
crude techniques available in 1985 was not very high. We composed
ourselves and mapped out a plan for his care. We would follow and watch
him until a treatment became available and hope that his condition did not
deteriorate rapidly.

THE YEARS WENT BY AND LIFE WENT ON FOR JIM AND ME, WORKING
intensively together on the business of the institute. We traveled together
nationally and internationally, visiting medical centers that NIAID was
funding. I often gave lectures, with Jim always making sure that everything
went smoothly and the logistics were executed perfectly.

Jim became closer and closer to me and my family. He loved children
and occasionally pinch-hit as a babysitter for our eldest daughter, Jennifer,
who was born in 1986, and dropped in for dinner at our home. Then, on
March 16, 1989, our second daughter, Megan, was born. Christine and I
were considering who would be a good choice to be her godfather, an



important position of honor among Italian American and Irish American
Catholic families. It took us less than a minute to decide that Jim was the
man, and he became Uncle Jim not only to Jennifer and Megan but also to
Alison, who was born three years later.

I began to see definite signs of Jim slipping in mid-1993 as he appeared
physically weaker and began losing weight. He occasionally spoke of
retirement, but never seriously pursued it. He was integral to our efforts
against this devastating plague, and he wanted to remain in the fight. In the
summer of 1994, Jim experienced episodes of gastrointestinal bleeding that
required blood transfusions. That August, he underwent a procedure that
successfully controlled the bleeding, after which he returned to work, albeit
considerably weaker than before.

Soon thereafter Jim told me what I had been dreading to hear for some
time. He felt that he had to retire since he could no longer give me the 110
percent he wanted to give me. I tried to convince him that as far as I was
concerned Jim Hill even at half speed was better than most anyone else at
full speed, but he would have none of it. I was crushed because I knew that
now I would not be seeing him every day as I had for the past ten years and
also because it was clear to me that he was physically slipping with regard
to both his HIV disease and his chronic hepatitis. Jim was well aware of the
seriousness of his illness, but in typical fashion he did not focus on himself,
and retired at the end of 1994.

Jim volunteered in the clinic over the next two and a half years and
quickly gained the respect and admiration of the clerks, nurses, physicians,
and patients. He had always been a deeply religious man who often
participated in the activities of St. James Episcopal Church near his home.
His retirement now gave him more time to devote to church activities. He
also allowed himself one indulgence. He had always wanted to own a
pickup truck, and now he bought one so he could, as he said, “finally play
out my identity as a true Southern boy.” It was quite a sight to see Jim enter
the NIH parking lot filled with gray or black Toyotas and Hondas driving
his red Ford pickup.



I dropped in often to see Jim in the clinic when I made my inpatient
rounds, and he looked weaker and weaker as the months went by. By the
spring of 1997, he had terrible complications from his failing liver and the
abnormal pressures in the veins connected to his liver. His kidneys also
were beginning to fail. We admitted him to the NIH Clinical Center on June
20, 1997, for evaluation. It was clear that he needed surgery to address his
problems, but the NIH did not have a person on staff who could perform the
difficult procedure required. We decided to transfer him to another hospital.

On June 24, CIliff Lane, Christine, Jim’s close friend Dr. Jack
Whitescarver, and I gathered around Jim’s bed to wish him luck and send
him off to the referral hospital. As I hugged Jim and kissed him on the
cheek to say goodbye, he looked frightened, an expression that I had never
seen on him before. He said that it was tough to explain, but he just had a
“bad feeling.” We all told him that everything would be fine and that he
would be back working in the clinic in no time. Jack Whitescarver
volunteered to accompany Jim to the other hospital and bring him home
after the procedure.

The surgery was scheduled to take place on June 27, and we anxiously
awaited Jack’s call telling us that all was well and that they would soon
return to Bethesda. Around 8:30 that evening I heard from Jack. He told me
that the unthinkable had happened. During the procedure the catheter had
punctured a hole in Jim’s hepatic vein, leading to a fatal hemorrhage. It is
impossible to describe the shock, the pain, the anger I felt when I got the
news. There was nothing that anyone could do now. Jim, not yet fifty-six
years old, was gone, and the sense of grief was almost unbearable.

To this day, I still miss Jim and feel the loss. But he is with me in many
ways. Whenever I am stressed out, I think of Jim smiling at me and saying,
“Lighten up, Tony, things could be worse; we both could be picking cotton
in Arkansas; trust me, I’ve done it.”



A Global Catastrophe

from New York City, Los Angeles, and San Francisco, many assumed

that this was a disease confined to gay men in the United States.
However, soon thereafter, cases were reported from other developed
countries, particularly European countries, and especially Belgium and
France. But what gradually became apparent was that AIDS was really
predominantly a disease of the developing world. The evidence of this was
hidden in plain sight; we just did not appreciate it at the time.

Among the Europeans who were seeing AIDS patients was Peter Piot, a
Belgian national who had studied infectious diseases at the University of
Washington in Seattle and was now back at his home base at the University
of Antwerp. Peter was also seeing Zairian nationals who had come to
Belgium for medical care or were European nationals who had traveled to
or lived in sub-Saharan countries including Zaire, now the Democratic
Republic of the Congo. What was fascinating to Peter and those of us
closely following the evolution of the AIDS epidemic was that many of
these patients with an African connection were heterosexual. They had a
disease identical to what we were seeing among gay men. Few people
believed that this was AIDS since AIDS was not supposed to happen via

I n the summer of 1981, when the first cases of AIDS were reported

heterosexual sex.

At about the same time Piot was noticing these cases in Belgium, the
CDC reported in 1982 that a disproportionate number of Haitians in the
United States, many of whom were heterosexual, were being diagnosed
with AIDS. As a result of this information, Dr. Richard Krause, my
predecessor as director of NIAID, visited Port-au-Prince, Haiti, with a team
of NIAID physician-scientists including two members of my lab, Cliff Lane



and Dr. Tom Quinn, who had come from an infectious diseases fellowship
at the University of Washington in Seattle. They wanted to determine if the
disease was present in Haiti and how it was being transmitted. It soon
became clear to them that many Haitians were afflicted with AIDS and that
it affected both men and women, suggesting that heterosexual transmission
might be common. They also became aware that from a historical
perspective many Haitians had lived in Zaire over the prior ten years as a
result of a bilateral arrangement between the governments of Haiti and
Zaire. Many of these Haitians returned home in the early 1970s; some
became ill with AIDS-like illnesses several years later.

We needed to know what was going on in southern Africa. Piot wanted
to investigate the possibility that AIDS was present in a major way in Zaire.
In 1984 with support from NIAID, a multi-institutional collaboration
among the University of Antwerp, NIAID, and the CDC was established.
The project was called Projet SIDA (syndrome d’immunodéficience
acquise), and it launched a substantial epidemiological, clinical, and
laboratory investigation. Within weeks it became clear to the group that
heterosexual transmission of AIDS was occurring widely in Zaire and the
epidemic likely had started in the early 1970s. Unlike the patterns in the
United States, the male-to-female ratio of AIDS was one to one.

The investigations continued until 1992, when unrest in Zaire
jeopardized the safety of our investigators. This forced me to evacuate my
team by air out of Kinshasa. However, an extraordinary amount of
important epidemiological data were collected from the project that,
together with studies from other sub-Saharan countries, established
definitively that HIV/AIDS was predominantly a disease of heterosexual
transmission concentrated in the developing world, particularly in sub-
Saharan Africa. Today more than 90 percent of cases are in low- and
middle-income countries, and more than 65 percent are in sub-Saharan
Africa.

In Zaire, percentages of infection among pregnant women and female
sex workers were so high as to be almost unbelievable. For example, in
some prenatal clinics, at least 20 to 40 percent of the pregnant women were



infected. In certain locations, more than 80 percent of female sex workers
were infected. In one study, from 1 to 18 percent of otherwise healthy blood
donors were infected. In certain countries, the percentage of individuals
fifteen to forty-nine years old who were infected was in double figures.

Beyond Zaire, by the time accurate surveillance was available in many
sub-Saharan countries, the numbers of individuals who were infected were
staggering. In Zimbabwe, Botswana, Swaziland (now Eswatini), and
Lesotho, the percentage of people in the general population who were
infected was about 20 percent. In South Africa that number was 11 percent
in 1998, and it rose to 15.8 percent by 2005. Tom Quinn, who was the chief
of the International HIV/Sexually Transmitted Diseases Section of my lab
and who spent considerable time in Africa, reported back to me regularly
with these astounding numbers months before he and his colleagues
published them in the medical literature. This was horrible beyond our
imagination. To make matters worse, even the modestly effective single-
drug and two-drug anti-HIV treatments that were available in the developed
world in the late 1980s and early 1990s were completely out of reach to
most people with AIDS in southern Africa. Even simple treatments such as
antibiotics and antivirals for the secondary opportunistic infections were
mostly unavailable for many of these patients.

Relief was nowhere in sight.



AIDS Activism

tarting in the early 1980s, there was deep frustration among the gay

community that the United States government was not doing enough

to call attention to and act on the emerging AIDS epidemic. What
was particularly galling was the fact that President Ronald Reagan had not
mentioned AIDS in any public discussions until he used the word in a press
conference on September 17, 1985, already well into his second term. At
that time, there had been more than fifteen thousand cases of AIDS reported
in the United States with more than eight thousand deaths. There was the
perception, and in some respects the reality, that along with the federal
government many local and state governments did not grasp the seriousness
of the emerging plague. Few were moving quickly or forcefully enough to
address this escalating problem by increasing awareness of the outbreak and
putting money into prevention. In addition, the gay community justifiably
felt that investments in basic and clinical research including in drug
development were inadequate. Soon their frustration burst into protest and
confrontation.

At about this time, I assumed the NIAID directorship. I felt that it was
my responsibility not only to conduct and support biomedical research on
AIDS but also to speak out in whatever venue possible about the
seriousness of this pandemic, its devastating potential, and the need to do
more. I began to realize that as an increasingly recognized public figure, I
could focus more attention on gaining support for additional funding. On
the downside, because I was one of the few government people in
Washington talking about and being identified with AIDS, it was inevitable
that I became the government’s public face of AIDS and, with that, the
target of the activists.



I started reading some of the literature put out by the activists as well as
listening to their public statements. What came through and resonated
deeply with me was not their confrontational style but the obvious fear and
emotional pain they were feeling as they watched their friends and lovers
die horrible deaths and as they feared a similar fate for themselves. I tried to
put myself in their shoes, and it became clear to me that [ would have been
as vehement as they were in demanding a more concentrated and effective
effort against this emerging plague. I knew I needed to make a connection
with them, but they beat me to the punch. This did not happen in the way I
had hoped.

Enter Larry Kramer.

BEFORE WE MET, | HAD HEARD A NUMBER OF STORIES ABOUT HOW
outrageous this man could be. Larry Kramer was the undisputed father of
the activist movement, and his reputation preceded him. He had the unique
capability of simultaneously offending a large number of people of diverse
persuasions with his confrontational style and his iconoclastic approach to
authority. He certainly was anathema to public health and government
officials. I was warned by my friends and scientific colleagues in New York
City that Larry Kramer was someone to be avoided. I ignored this advice. I
was fascinated with his history and was particularly impressed by the
passion that was evident in his March 1983 article in the New York Native
titled “1,112 and Counting,” in which he blasted President Reagan, the
NIH, the CDC, New York City’s mayor, Ed Koch, the city’s health
commissioner, the hospitals of New York City, New York City newspapers,
and the entire gay community for what he considered an inadequate
response to the AIDS epidemic.

Larry was a well-known screenwriter, author, and playwright before the
epidemic, and was an early and outspoken critic of promiscuous gay
relationships that he felt were destructive to the health of the gay
community that he loved so deeply. His first big breakthrough was the
screenplay for the movie Women in Love in 1969, which earned him an



Academy Award nomination. His propensity toward controversy became
evident with his 1978 novel, Faggots. It was in this book that he predicted
dire physical and psychological health consequences for the gay community
because of what he considered their sexually reckless lifestyle. This was not
a message that much of the gay community wanted to hear, celebrating as
they were their newfound freedom of sexual expression after the Stonewall
Inn riots of June 1969. Larry was raining on their parade.

In essence, Larry had predicted a catastrophe like the AIDS pandemic
years before AIDS emerged. He became involved with AIDS issues just a
few months after the first cases were recognized in the United States in
1981. That year, Larry got together with his friends Nathan Fain, Lawrence
Mass, Paul Popham, Paul Rapoport, and Edmund White in his Greenwich
Village apartment, where they began an informal group to raise awareness
around AIDS. The following year, they officially established an
organization called Gay Men’s Health Crisis. This story was vividly
described in his Tony Award—winning play and acclaimed HBO movie The
Normal Heart. Larry soon became frustrated with what he referred to as the
apathy of the gay community to the AIDS crisis. He dissociated himself
from Gay Men’s Health Crisis and in 1987 formed the activist group AIDS
Coalition to Unleash Power, better known as ACT UP, which soon became
the hub for highly talented, energetic, and passionate advocates for the
cause. Over the ensuing years, members of ACT UP would have an
extraordinary impact on AIDS awareness, public health policy, and,
particularly relevant to me, the AIDS scientific agenda, the conduct of
clinical trials for AIDS drugs, and the pace of FDA approval of potentially
lifesaving drugs. This iconic organization would serve as the future
prototype of advocacy for diseases beyond AIDS.

I got my first taste of Larry’s confrontational style in the early 1980s
when I saw him at a public meeting held in New York City where
community constituents could discuss their AIDS-related concerns with
federal and local public health officials. In the middle of a speech by an
HHS official, Larry began to shout out obscenities, disrupting the



proceedings. As | observed him from the back of the room, it was clear to
me that sooner or later I would have to deal with Larry Kramer.

In late 1986, I arranged to meet him and some of his activist colleagues
in a New York City hotel. It was a cordial meeting, but a turning point for
me. We had a calm discussion about our plans to ratchet up the AIDS
research effort. Soon thereafter, in early 1987 in a show of good faith 1
invited Larry down to visit me at the NIH to see how we at NIAID were
building up our operation with the additional funds we had received. My
staff was concerned about opening our doors to Kramer and strongly
advised me not to, but I insisted. It was critical to interact with the activists,
and the best way to do this was to get to know their leader.

I had recently established the Division of AIDS, and expanding our
AIDS efforts would require hiring many new people and finding space for
them in the usually cramped laboratories and administrative offices of
NIAID. I spent a considerable amount of time explaining to Larry how
difficult it 1s to get a major research and administrative operation up and
running. | mentioned casually that as mundane as it might seem, office
space was in short supply. It was just an offhand comment in a more
substantive conversation concerning our beefed-up scientific agenda. I
thought that his visit went well and that he now better understood the
challenges and goals of our operation.

I was mistaken. A couple of weeks after his visit, an article ran in the
New York Native sharply criticizing me as well as our AIDS efforts, with
Larry writing, “People are dying, and the government’s AIDS efforts are
paralyzed because of lack of office space.” My staff was furious and there
were plenty of “I told you sos.” Nonetheless, I still thought that embracing
Larry was the right thing to do. I did not think he was intending to
embarrass or attack me personally. He was frustrated with the federal
government, and in his eyes I was the government.

In June 1988, 1 was sitting in my office when someone from our
communications team came in with a “please do not shoot the messenger”
look on her face. She handed me an article that had run the previous day in
the San Francisco Examiner written by Larry titled “I Call You Murderers,



an Open Letter to an Incompetent Idiot, Dr. Anthony Fauci.” Larry accused
me of being responsible for the deaths of hundreds if not thousands of
persons with HIV. His rationale for the attack was that I had not demanded
enough money for AIDS. He ignored the fact that I had requested from
Congress and the president the largest increase in resources given to an NIH
institute since the famous “war on cancer” in the 1970s. It hurt me as a
physician devoted to alleviating suffering and saving lives to be called a
“murderer.” Yet, in a strange way, I still did not blame Larry. If I had been
in his position, I would have been just as angry.

ONE OF THE MOST COMPELLING ISSUES FOR THE ACTIVISTS WAS THAT VERY
few people had access to the experimental drugs in clinical trials. Because
the drugs were unproven (experimental), the number of people allowed in
the trials by the FDA was limited, because the FDA needed clear-cut and
definitive data uncomplicated by other factors to grant approval. The
criteria for entry into and exclusion from the trials were rigid, leaving out
many who wanted access to any possible treatment. For example, a person
might be excluded from a trial because of the level of their CD4+ T cells,
other infections they might have, or other drugs they might be on. This
made sense from a pristine medical standpoint but not from the standpoint
of a desperate person with AIDS. As Larry Kramer stated in the article,
“The arithmetic is terrifyingly simple. An average study takes seven to ten
years. The average life after diagnosis with AIDS is two years. Of course,
activists are screaming for faster access to treatments. Otherwise, most of us
won’t be here when the answers come.”

[ was getting the picture. In February 1989, a group of activists
descended on the NIH to demand a greater effort to develop better drugs
than AZT, which was the only AIDS drug available at the time. I made what
I consider now one of the most important decisions that I ever made
regarding my involvement in AIDS policy. Instead of ignoring them, I
asked if seven or eight of the protesters wanted to come upstairs to meet
with me.



They were shocked. This was the first time in anyone’s memory that a
government official had invited them to sit down and talk on equal terms
and on government turf. We met for two hours in my conference room.
After a candid and sometimes heated discussion, I came away from that
meeting with a positive feeling and convinced that we needed to have a sea
change in the way we dealt with the activist community.

Word spread quickly that I was someone who cared about them and that
I was willing to be an advocate for them in dealing with the faceless
bureaucracy of the federal government. I was no longer the enemy, no
longer the “murderer.” I realized that I now embraced two roles, which I
enthusiastically welcomed. One was my official job: to conduct my own
research and lead NIAID. The other unofficial role was to use my visibility
and scientific credibility to influence policy that would address the issues
critical to people living with HIV in the United States and, as I would soon
appreciate, throughout the world.

At first, my relationships with the activists consisted primarily in
listening and responding to their concerns that there were not enough
resources devoted to HIV/AIDS research, something I was working hard
behind the scenes to remedy. However, as they became more sophisticated
in their understanding of the process of clinical trial design and the
regulation of drug approval, they and their ideas played an increasingly
important role in shaping my thinking and policy in these areas. I soon
found myself regularly on the phone and meeting with the younger of them,
people whom Larry Kramer, then in his fifties, referred to as his “children.”
They came from diverse backgrounds and were universally intelligent,
tough, passionate, determined, and thirsty for knowledge about AIDS. You
can watch them all in action in the Academy Award—nominated
documentary film How to Survive a Plague, directed by David France.
Prominent in the film were Peter Staley, Mark Harrington, Jim Eigo, David
Barr, Gregg Gonsalves, Spencer Cox, Bob Rafsky, Garance Franke-Ruta,
Iris Long, Ann Northrop, Gregg Bordowitz, and Bill Bahlman with his ever-
present movie camera filming every conversation I had with the group. I
occasionally saw them in New York City, and they came to Washington,



D.C., regularly (usually to demonstrate) and often visited me in my office
or later at working dinners in the home of Jim Hill. Over the years I got to
know a few of them well, and I grew to respect and like these brave young
people very much even though we sometimes disagreed, and they did not
hesitate to publicly criticize me over these disagreements. But we learned
from each other, and as time went by, I valued more and more their unique
insight into 1ssues that affected them and their community.

[ FIRST HEARD ABOUT MARTY DELANEY FROM MY STAFF WHO WERE
concerned that he would disrupt the clinical trials process because he was
strongly advocating to make unproven drugs available to ill and despairing
people with HIV. Martin “Marty” Delaney was a charismatic and articulate
former Jesuit scholastic, business genius, and gay man who founded Project
Inform in San Francisco in 1984. Marty was the reflective, intellectual,
analytical counterpoint to the unbridled and iconoclastically passionate
Larry Kramer. Project Inform was an education and public policy group that
lobbied aggressively for increased support for HIV/AIDS research. It also
pushed for greater flexibility of regulatory agencies in their dealings with
clinical trials and approval of drugs for AIDS. Marty balanced time in the
conference room with smuggling drugs from Mexico for distribution to
individuals with HIV at a time, prior to the approval of AZT, when there
were no approved drugs at all for the treatment of AIDS. For that specific
activity, he was in some respects the gay ex-Jesuit version of Ron
Woodroof, played in an Academy Award—winning performance by Matthew
McConaughey in the movie Dallas Buyers Club. McConaughey’s character
was a heterosexual man who was HIV infected via injection drug use and
who smuggled drugs across the Mexican border for AIDS patients in need
of hope. In real life, Marty was much, much more than that. Even after the
approval of AZT in 1987, Marty, impatient with the drug development
process for AIDS, ran his own trial of a drug called Compound Q, which
was made from extracts of a cucumber-like plant grown in Southeast Asia.
This understandably rattled my staff, dedicated and hardworking scientists



and health officials whose job was to design and support classical clinical
trials to test candidate drugs for HIV in an orderly and traditional fashion.
Marty and his inner circle at Project Inform, particularly an engaging
and committed young woman named Brenda Lein, wrote prolifically to
educate the community of infected and at-risk individuals. They provided
the latest information on HIV research and drug development, and pushed
the envelope in what they considered an unduly slow process. I began
reading some of their pamphlets and literature, and here again they were
spot on. Given my eight years of Jesuit training, [ was eager to meet Marty.

MARTY AND I DID NOT ALWAYS AGREE ON STRATEGY, BUT WE BOTH RESPECTED
our differences of opinion. I can honestly say that I learned more from
Marty about what was really going on in the trenches of the pandemic, in
the Castro District of San Francisco and throughout the country, than Marty
learned from me about the science and medicine related to HIV/AIDS. 1
visited Marty in his crowded Project Inform offices on more than one
occasion. My most important visit came at Marty’s invitation in June 1989.
The issue of access to unlicensed experimental drugs for individuals with
HIV was heating up on both the East and the West Coasts. A bone of
contention among activists was the restriction on the availability of
ganciclovir for cytomegalovirus disease in the eye. In an ongoing clinical
trial determining the safety and efficacy of ganciclovir, there were
restrictions in the protocol: if patients wanted to receive ganciclovir, they
could not simultaneously be taking AZT. The reason was based on the
classic and time-honored FDA approach to clinical trials whereby there
could not be any confounding elements when testing a specific drug. If a
person were also taking AZT, it would be unclear which drug was
responsible for any observed clinical effects or toxicities. On one level this
made sense. But the patients did not care which drug did what. They just
wanted to get better. This hit me hard during that June 1989 visit when
Marty Delaney brought me to the Castro District apartment of a young
teacher with HIV who was receiving AZT but was losing his vision due to



progressive cytomegalovirus infection of his retina. He desperately needed
and wanted ganciclovir. He was lying on a pullout couch in his living room,
appearing chronically 1ll. As I approached him, he looked straight at me, but
he was moving his head from side to side as if he were trying to get me in
focus. He grabbed my arm and said, “Dr. Fauci, I appreciate all that you are
doing for us with the research, but please get me some ganciclovir. Why do
I have to make a choice of stopping my AZT and dying sooner versus
staying on AZT, living a little longer, but going blind without ganciclovir?”
I immediately thought back in horror and sadness to seven years earlier in
1982 and the scene at the NIH when my patient Ron Rinaldi went blind
right in front of Cliff Lane and me on our evening clinical rounds when his
cytomegalovirus chewed away the final critical areas of his retina. I was
embarrassed, but all I could do was to say to myself, “What the hell are we
doing? This is complete insanity.”

I HAD TO DO SOMETHING ABOUT THIS SITUATION EVEN THOUGH | HAD NO
official authority to overcome the regulatory hurdle. Jim Eigo of ACT UP
New York had been advocating for some time for a “parallel track”
approach, as had Marty. Parallel track was a concept whereby a drug that
was being tested in a controlled and restricted clinical trial could
simultaneously be made available outside the structure of the clinical trial to
patients who could potentially benefit from the drug, had no other available
alternative intervention, and were not able to be in the clinical trial for any
number of reasons. These could include a lack of geographic accessibility to
the medical centers conducting the trial or a preexisting condition,
medication, or abnormal laboratory test. Safety data would need to be
collected on the patients participating in the parallel track approach, but the
efficacy results would not affect the data collected in the official clinical
trial. This all seemed logical, but the FDA was reluctant to consider it even
though 1 knew that the FDA commissioner, Frank Young, was privately
sympathetic to the concept.



The day after I visited the young man in his Castro District apartment,
Marty arranged for me to be the keynote speaker at a town hall meeting
held at a theater in downtown San Francisco on Friday, June 23, 1989. The
night before at dinner in a small Italian restaurant in the Pacific Heights
section of the city, Marty argued forcibly for me to just come out and
publicly propose a parallel track approach to AIDS clinical trials. I knew
what I had to do regardless of the enormous amount of flack that I was
bound to catch for speaking out against established government regulatory
policy. All I needed was a slight push. As Marty and I stood offstage before
he walked out to introduce me, he said, “Tony, do it. Please do it.” I took a
deep breath, walked out onstage, and did it. Standing before a thousand
people, I threw away my prepared remarks and gave an impassioned speech
saying that I was now totally convinced we should embrace a parallel track
approach to testing certain drugs for HIV/AIDS and its complications. The
room erupted in a standing ovation. After my speech, Marty shook my
hand, hugged me, and said very quietly, “Thank you, Tony. You cannot
imagine the importance of what you have just done.”

The next day Randy Shilts, award-winning author of the book And the
Band Played On, describing the excruciating plight of the AIDS
community, reported in the San Francisco Chronicle, “The federal
government’s top AIDS researcher yesterday called for opening up a
‘parallel track’ of drug testing that would greatly expand the availability of
new treatments for AIDS sufferers.” The following Monday, June 26, Gina
Kolata reported in The New York Times, “In a major shift long sought by
those involved in the fight against AIDS, the chief of Federal AIDS research
has called for a new system that would allow patients far greater access to
experimental drugs.” In the same New York Times article, Mathilde Krim,
the highly respected scientist-activist and founder of the American
Foundation for AIDS Research, praised what I had done, saying, “It’s a
great step forward.” Mark Harrington of ACT UP New York weighed in
with support, and of course Marty Delaney himself, speaking on behalf of
Project Inform, lent “total support” to the concept. The real question was,



How would this break with the U.S. government establishment be received
back in Washington?

As soon as | stepped off the plane from San Francisco, I phoned my
office and found out. Officials at the FDA were furious that I had publicly
declared my opinion, which contradicted their official position. I assumed
that I would be in some sort of trouble, but I was not sure just how much
trouble. I was counting on the adage that it was easier to ask for forgiveness
than for permission. But I did wonder, Could I be fired for doing this? I was
counting on support from the powers that be because I had already
developed a warm personal relationship with President George H. W. Bush,
whom I had met when he was vice president.

No sooner did I reach my office than I was told that the White House
chief of staff, John Sununu, had called. John wanted to know “what the hell
was going on.” I gulped and told him that this was absolutely the right thing
to do and that we should have done it a long time ago. He seemed satisfied
and said he would relay this to the president. John called me back later that
day to say that the president was okay with what I had done and told me
“not to worry; all is well.” Even the FDA commissioner, Frank Young, was
quoted as saying, “I’ve been pushing it as much as Tony has.” Well,
certainly the bureaucracy of the FDA was not pushing it, but no matter. At
the end of the day, the strategy worked, and AIDS activists, particularly Jim
Eigo and Marty, were justifiably credited with moving the needle on this
critical issue. In a twist of irony, at an open government hearing on the
subject of parallel track soon after my San Francisco speech, Larry Kramer
shouted out from the back of the room with the same passion with which he
usually disrupted such public hearings, saying, “Tony, I have called you a
murderer 1n the past, but you are now my hero.” Almost four years later, in
January 1993, I received a Certificate of Appreciation from the HHS
secretary, Louis Sullivan, stating, “With deep appreciation for your
outstanding contribution in the implementation of the Parallel Track
initiative for the U.S. Department of Health and Human Services.” Go
figure.



WITH THE VICTORY OF PARALLEL TRACK BEHIND US, MARTY WAS NOT
finished with me. Many was the night that he called me at my home at 8:00
San Francisco time and 11:00 East Coast time with his usual comment: “I
figured that you would be awake, and so can we talk?” In a twenty-minute
phone call, I would learn more about what was going on in the trenches,
and what he thought I should be doing differently and/or better, than if I had
five official briefings in my office. To his enduring credit, he never let our
friendship stop him from being blunt: “Tony, this clinical trial is not asking
the right question.” Likewise, I did not hesitate to disagree with him on
issues, knowing that it would not negatively affect our friendship. “Marty,
you know I love you, but you are wrong on this one.” In fact, his advice
was so valuable that I appointed him to the NIAID AIDS Research
Advisory Committee, and he served on NIAID’s National Advisory Allergy
and Infectious Diseases Council.

Marty became keenly interested in the question of whether we could
restore the damaged immune system in people with advanced-stage AIDS.
This issue came up over a dinner we had during one of his visits to
Washington, D.C., in 1990. We found a quiet booth at one of my favorite
French bistros on M Street. “Tony, you really need to put a big effort into
this,” he said animatedly. I knew that Marty had a real talent in galvanizing
people around a cause. “Okay, Marty. If you are so hot about this, then
come up with some ideas to light a fire under it.” Which he did shortly
thereafter by talking up the subject among the scientific and advocacy
communities, resulting in a number of workshops and conferences that led
years later to a major effort supported by NIAID to cure AIDS.

FOR ALMOST THE NEXT TWENTY YEARS, MY RELATIONSHIP AND FRIENDSHIP
with Marty Delaney flourished. Marty was not living with HIV, but he had a
chronic hepatitis B infection, similar to Jim Hill. Despite adequate control
of his disease over many years, his condition deteriorated, and chronic liver



failure led to the development of hepatic cancer, a uniformly fatal condition.
In his last years, Marty pushed hard for an accelerated effort to find a cure
for HIV infection, because after 1996 anti-HIV drugs were highly
successful in suppressing the virus but patients needed to take medicine
every day for the rest of their lives. Marty wanted us to cure HIV infection
so that patients would no longer require antiretroviral drugs. In recognition
of his leadership in this area, I established a new initiative called the Martin
Delaney Collaboratories for the development of a cure for HIV infection.

Marty had a calm, philosophical attitude toward his imminent death as
we discussed what had been accomplished, his role in these
accomplishments, and what still needed to be done.

Marty died on January 23, 2009, and Brenda Lein asked me to give one
of the eulogies at his memorial ceremony in San Francisco that March. The
ceremony was to be held at 4:30 p.m. at the Eureka Valley Recreation
Center 1n the middle of the Castro District. I did not want to be late, so I
arrived in San Francisco around midday. With plenty of time to kill, I took a
taxi into town and spent the next hour or so just roaming around the Castro
District, re-creating the walk that I took in 1985 right after I became
director of NIAID and flew to San Francisco to see firsthand the
devastation of the AIDS pandemic. But this time highly effective AIDS
drugs were available and had transformed the lives of people with HIV. 1
did not see anyone with the telltale Kaposi’s sarcoma lesions on their faces
or the hollow looks that stared back at me as in 1985. We had come a very
long way since then, and part of the success was due to the passion and
commitment of activists like Marty Delaney.

ALTHOUGH | HAD BECOME POPULAR WITH SOME OF THE AIDS ACTIVISTS
after coming out in favor of the parallel track, there were still disagreements
over other issues where certain activists felt that we were not moving
quickly enough and there was not enough input on the part of activists
regarding the research agenda. My relationship with the activists became
complicated as we got to know, respect, and like each other at the same time



that we sometimes disagreed. I tried to address these disagreements by
making myself available for meetings and discussions. In my attempts to
engage them, I often met them on their own turf. On one occasion, in
October 1989, I took a chance and, together with my assistant at the time,
Dr. Margaret “Peggy” Hamburg, attended a meeting with the ACT UP New
York group in the Lesbian and Gay Community Services Center on West
Thirteenth Street in Greenwich Village. The two of us sat in the center’s
packed ground-floor auditorium with exposed pipes overhead, surrounded
by dozens and dozens of activists loaded with questions for me. One
poignant exchange that evening took place with the ACT UP member Bob
Rafsky, who excoriated me for not doing more to see that an antibiotic
called Bactrim be officially recommended as prevention for Pneumocystis
pneumonia. [ tried to explain that I had no authority to declare
recommendations or guidelines for treatment. It was my responsibility to
provide scientific evidence for whether an intervention was safe and
effective so that guidelines could be made based on this scientific evidence.
It was a wrenching moment for me because I knew how difficult it was for
the activists to hear this. I recall the pain, anger, and frustration in Bob’s
voice as he confronted me about the inadequacy of our system to address
his needs and those of his suffering friends and colleagues. Bob was a
fearless warrior and someone who was sharply critical of me, but for whom
I felt deep empathy and respect. Bob, who died of AIDS in 1993, never
forgave me for what he felt was a failing on my part.

In the documentary How to Survive a Plague, Bob is shown playing
with his toddler daughter, Sara, shortly before his death. More than twenty-
three years after Bob died, Peter Staley, who by 2016 had become a legend
in the field of activism, had been awarded a fellowship at the Institute of
Politics at the Harvard Kennedy School to teach a course on the history of
AIDS activism. Peter and I had become close friends over the previous
three decades, and he asked me to come to Cambridge, Massachusetts, in
the fall of 2016 to participate in a class with him where he would interview
me regarding our shared experiences during the heyday of AIDS activism.
At the time, my daughter Jennifer was living in Cambridge while pursuing a



Ph.D. in clinical psychology at Boston College. In an extraordinary
coincidence, Jenny’s apartment was a few blocks from Sara Rafsky’s
apartment. Sara was now thirty-one years old, a year older than Jenny. Peter
invited both Jenny and Sara to the class, which included showing a clip
from How to Survive a Plague of the interchange between Bob and me at
the Gay and Lesbian Community Services Center. At the end of the class,
which led to a standing ovation, Jenny and Sara looked at each other and
hugged. It was a moving experience for all of us.

BESIDES ACCESS TO CERTAIN DRUGS, A BURNING ISSUE WAS THE QUESTION OF
representation of activists at meetings and discussions that affected them. In
late 1989, 1 had been discussing with Mark Harrington, a young Harvard
graduate and brilliant strategist of ACT UP New York, my idea of allowing
activists to be present at what had always been closed meetings of the
NIAID AIDS Clinical Trials Group (ACTG). Against my staff’s strong
objections, | invited him and three of his colleagues to attend the next
meeting on November 68, 1989, at a hotel near the NIH campus. I was not
at the meeting that day but was informed that one of my senior staff opened
the meeting by saying, “The issue of constituency representation at the
ACTG meeting has been precipitated by ACT UP New York against our
will; they have sent four representatives who are here today. We did not
invite them, and we wish they were not here. Nonetheless, we did not wish
to provoke a physical confrontation by attempting to secure their exit. They
will not be permitted to talk in any of the meetings.”

I was furious. I could not fire the senior NIAID official, because he was
a civil servant who had not committed an offense that was serious enough
for removal; nonetheless, I called him into my office and told him that
given our fundamental differences in how to interact with the AIDS activist
community, I wanted him to start looking for another job. This was difficult
for me to do because he was a talented, energetic, and committed scientist
and administrator. But he was completely wed to the classical paradigm that



scientists and scientists alone should participate in the development of a
scientific agenda and above all that activists had no place in the process.

As it turned out, my decision to open the doors to the activist community
was one of the best administrative decisions I ever made. Over the years
their input proved to be invaluable to our developing the optimal design of
clinical trials that were user-friendly to the participants and still yielded the
most valuable scientific and clinical information. The recalcitrant members
of the scientific community realized that [ was serious about involving the
activists in our discussions and decisions and soon got over their objections.

IN EARLY SPRING 1990, I INVITED PETER STALEY, MARK HARRINGTON, AND
other members of ACT UP New York down to Washington, D.C., to discuss
some of the most pressing issues in the AIDS struggle. That night, over
glasses of Pinot Grigio and Jim Hill’s famous Cuban pork, Peter told me
that although he considered me a friend and that he was grateful to me for
opening a dialogue between the scientific establishment and him and his
activist colleagues, they felt that they needed to push us harder. They were
going to complain in a public and confrontational way about the paucity of
AIDS drugs, particularly drugs for opportunistic infections. He told me that
they planned to “storm the NIH.” I tried to convince them that this was not
the way to go since it would hurt my efforts to get government officials,
including President Bush, to resonate more with the plight of the activists
and the entire HIV community. Peter, an Oberlin graduate and former Wall
Street trader then in his late twenties, looked me straight in the eye and said,
“Tony, I feel badly if this causes you problems, but when all is said and
done, we still need to do this. The NIH is highly visible, and we need to do
this in a visible setting. It’s high time a bunch of us got arrested on the NIH
campus.” We agreed to disagree and had another glass of wine and some of
Jim Hill’s delicious cheesecake.

Two months later, on May 21, 1990, busloads of activists, some dressed
in costumes, descended on the Bethesda campus and blocked access to
buildings. They swarmed over the lawns and pathways chanting, “Storm the



NIH,” and set off colorful smoke bombs. A few carried fake caskets bearing
the words “Fuck you, Fauci.” As I watched the demonstrations from a
window on the seventh floor of Building 31, I saw that Peter Staley had
jumped on top of the concrete overhang at the entrance to the building as
police tried to get him down. I ran down the stairs to make sure that he was
all right and would not get hurt. When I reached the ground floor, I ran into
Peter being taken away in handcuffs. With his hands shackled behind his
back, Peter looked up with a big grin and said, “Tony, I did it! I was the first
one arrested.” The police officer looked at us in disbelief as he led Peter
away.

In January 1992 members of the Treatment and Data Committee of ACT
UP New York including Peter, Mark Harrington, Gregg Gonsalves, Spencer
Cox, and David Barr left the parent ACT UP group to form the Treatment
Action Group, or TAG. Their major goal was to influence the acceleration
of treatment research for HIV and its complications. They were serious and
scholarly and produced a number of policy reports that we in the federal
government often referred to. We were entering a new era of AIDS activism
in which street-like confrontation gave way to participation in advisory
boards, workshops, and the planning of scientific meetings—a true
partnership between scientists and involved constituencies.

EVEN AS WE HAD ESTABLISHED A GROWING RAPPORT WITH THE YOUNGER
activists, Larry Kramer did not refrain from lashing out at me publicly,
criticizing me for what he considered the inadequate efforts of the federal
government concerning the AIDS crisis. He also did this in private. He
never failed to point out something that he thought I should be doing or not
doing. Larry and I met by chance at the Fifth International AIDS
Conference held on June 4 through 9, 1989, in Montreal. I was walking
back to my hotel after dinner late at night with Jim Hill as Larry was just
starting out on a walk with his dog, Molly. He asked Jim and me if we
would walk a bit with him and chat. Larry, Jim, Molly, and I walked the
streets of Montreal on this pleasant spring night. Larry was in a talkative



mood and was acting friendly and warm. He seemed to want to put aside his
usual hostility, and he admitted begrudgingly that he realized we were
fighting for the same things. But he had a request. “Tony, you need to do
something outrageous to bring more attention to the AIDS problem,” he
said. “Chain yourself to the White House fence or give a quote to The New
York Times that the administration of George H. W. Bush are a bunch of
murderers.”

“Larry, I hear you, but that is a terrible idea,” I replied. “Besides the fact
that I disagree with you, if I did something like that, I would get one shot at
attention and then my access to the administration would cease forever.”
Larry remained unconvinced.

Over the next year or two, as we got to know each other better and
understand each other more, our relationship made Larry nervous. He
worried that our growing friendship would compromise his ability to attack
me as [ went from an abstract public figure to a confidant. Larry would later
describe our relationship to the press as “extremely complex.” I would
agree.

In 1991, Larry and I both appeared on Nightline with Ted Koppel. Larry
was being piped in from the ABC studio in New York City and I was with
Koppel in the ABC studio in D.C. As usual, Larry was relentlessly attacking
the government’s track record on AIDS. In the process, he became angry
and began shouting at me for defending the NIH’s accomplishments. Ted
did a great job refereeing, but Larry was Larry. To viewers, it must have
seemed that I was Larry’s mortal enemy. Soon after I got home after the
show, Larry telephoned me and said he thought that the program went “real
well” and hoped that I agreed. After wondering what program he was
referring to, I told him that everything was okay and that I looked forward
to seeing him again soon.

Around this time, Larry began working on a new play titled The Destiny
of Me. It is a magnificent story of his growing up as a young boy realizing
that he was gay. He describes the painful relationship with various members
of his family and how he dealt with the fact that he is HIV infected. The
story is told in retrospect from his hospital room, which he chose to be at



the NIH. The physician in his play was called Dr. Anthony Della Vida.
Similar to my wife, Christine, Anthony Della Vida’s wife in the play is an
AIDS nurse who works closely with Dr. Della Vida.

As with all his work, Larry took the details of his playwriting seriously. |
agreed to have the actor Bruce McCarty, who would play Della Vida, visit
the NIH and follow me around for the day, including accompanying me on
clinical rounds, to portray me as authentically as possible.

Christine and I were Larry’s guests at the play’s New York opening on
October 11, 1992, at the Lucille Lortel Theatre on Christopher Street in
Greenwich Village. As I expected, Larry trashed Dr. Anthony Della Vida;
however, by the end of the play, Della Vida emerges as a complicated
character who is seen in a subtly sympathetic light. It was an outstanding
play that received a standing ovation. As we regrouped in the lobby, I
sensed that Larry was a bit uncomfortable over and above the jitters that
naturally occur on opening night. He came up to me and asked sheepishly,
“Tony, are you terribly pissed off at me?” I gave him a big hug and told him
that the play was a masterpiece and that I was not the least bit offended. His
relief was palpable. It was a terrific night for Larry, and it opened up my
eyes a bit more to the painful experiences that he and so many of his friends
and colleagues had growing up gay in a homophobic society, only to be
confronted later with a deadly disease. The play would go on to receive rave
reviews, win the 1993 Obie Award among other accolades, and be a finalist
for the Pulitzer Prize.

LARRY GUESSED THAT HE HAD BEEN INFECTED WITH HIV IN THE MID- TO LATE
1970s. He was cared for by excellent physicians in New York City, but he
kept me closely involved in his care, albeit from a distance. He had been
receiving appropriate antiretroviral therapy for his HIV infection for many
years and had done rather well. However, in 2001 he began to experience
deterioration in his liver function due to his chronic hepatitis B infection.
Larry’s physical condition progressively worsened. After several phone
discussions, it became clear to me that he needed a few days in a hospital to



have his liver ailment fully evaluated. I brought him down to the NIH and
admitted him to our Clinical Center. It was an eerie example of life
imitating art. He now was in a hospital room at the NIH under the care of a
team headed by the real Tony Fauci and not the fictitious Anthony Della
Vida. We gave Larry a thorough workup and concluded that he desperately
needed a liver transplant, which he received in December 2001.

The adaptation of The Normal Heart in 2014 as an HBO movie starring
Mark Ruffalo received high critical acclaim. Unfortunately, Larry was too
ill to attend the screening, and he did not have the pleasure of basking in the
well-deserved glory and adulation associated with the film. I called him at
his Greenwich Village apartment the evening before the first showing to
congratulate him. His voice was barely audible.

Surprisingly, Larry’s physical condition improved dramatically, but this
did not last as his condition relentlessly deteriorated over the next couple of
years. | occasionally visited Larry when I came to New York City. During a
private dinner for just the two of us in his apartment, we reminisced like
two aging warriors who recalled the battles we had fought together, how
despite our initial adversarial relationship we ultimately became partners in
an important struggle, and how differences of opinion, and even a history of
antagonism, are entirely compatible with friendship. When I was leaving his
apartment, we gave each other a prolonged hug, and as we parted, he said
with a mischievous smile, “I still think that you should have chained
yourself to the White House fence.” Shortly before he died in May 2020,
we had one last phone conversation that ended with Larry’s saying, “I love
you, Tony”; I tearfully responded, “I love you too, Larry.” A complex
relationship, indeed.



A President, a Gentleman, and a Friend

ednesday, April 8, 1987, was a typical mild spring day in D.C.

But it had been far from typical for me because Vice President

George H. W. Bush and his wife, Barbara, were coming to the
NIH campus. Because we were given only forty-eight-hours’ notice,
everyone was scrambling to accommodate roughly fifty reporters and eight
television crews. It was already widely understood that Bush was planning
to run for president in 1988. As was well recognized, President Reagan had
been less than proactive in dealing with the HIV/AIDS pandemic. It seemed
that the vice president wanted to change that perception and reality for
himself.

As we gathered on the eleventh floor of the NIH Clinical Center, the
vice president extended his hand and gave me a warm smile. I briefed him
on the work we were doing in my lab on HIV and AIDS and what NIAID
was doing as an institute. The vice president was attentive and asked
probing questions not just about the disease but about my background and
training. He wanted to know how it felt to take care of such dreadfully ill
and often dying patients on a day-to-day basis and how the patients
themselves coped with their disease. By the time he left, I felt he had a good
grasp on the complexities of HIV/AIDS.

To my great surprise he invited Christine and me to several social
functions at the vice president’s mansion on the grounds of the Naval
Observatory in Northwest Washington, D.C., over the subsequent year and
a half. He also called me from time to time to ask questions related to
science or medicine. This embarrassed me on one occasion. I was in our
weekly meeting of institute directors when an assistant administrator came
in and announced in front of everyone including my boss, NIH director Jim



Wyngaarden, that the vice president was on the phone and wanted to speak
with me. He had a question about a friend’s illness. The mouths of my
fellow institute directors dropped as I got sheepishly out of my chair and
took the call in Dr. Wyngaarden’s office.

It was shortly after this that a dear and wise friend, Dr. James F. Dickson
I11, stopped by my office one afternoon and gave me sage advice that I have
never forgotten. Jim was a thoracic surgeon who, after graduating from
Harvard Medical School, trained in general and thoracic surgery at Boston
City Hospital. In 1950, he was drafted into the U.S. Army and was deployed
to South Korea as chief of surgery at the 8055th Mobile Army Surgical
Hospital (MASH) during the Korean War. He was the real-life prototype for
Trapper John from the hit television show M*4*S*H. Years later, he worked
in the Nixon and Reagan administrations, where I first met him. We had a
common academic heritage; he studied Latin and Greek under the Jesuits at
Boston Latin School twenty years before I did the same at Regis High
School. We became fast friends, and Jim assumed the role as my elder
statesman adviser after | became director of NIAID.

I mentioned to him one day that I was on my way to the White House at
the vice president’s request. “Tony,” he said, “it’s a good rule when you are
walking into the West Wing of the White House to advise the president,
vice president, or the White House staff to remind yourself that this might
be the last time you will walk through that door. If you base your advice on
the truth and on scientific evidence and do not sugarcoat anything, it is
likely that sooner or later you will be telling the president or the vice
president something they really don’t want to hear, something that may
point out a problem with how their administration is handling an issue.
Sometimes when advisers do that, their opinion is no longer sought. It’s a
version of shooting the messenger. Some people might fall into the trap of
never wanting to disappoint a powerful figure, and so they slant their advice
toward pleasing rather than informing. Don’t fall into that trap.”

I hope I would have arrived at the wisdom Jim imparted on my own, but
he was explicit about it, and continued, “If you’re consistent and totally
honest, you might risk being dropped as an adviser, but this approach with



the right kind of president or vice president can also engender respect and a
durable relationship.”

It was well-known by this time that [ was apolitical in my professional
and public life, but I had developed friendships with government officials
on both sides of the aisle. My personal relationship with a Republican vice
president who was hoping to become president one day led to some
awkward moments in my interactions with my Democratic friends in
Congress. Such was the case when I testified at a contentious hearing on
July 13, 1988, before the Senate Committee on Labor and Human
Resources chaired by Senator Edward M. Kennedy. Senator Kennedy was
concerned that the Reagan administration was not putting enough resources
into drug development and testing for HIV. He knew that I consistently
pushed for more support, financial and otherwise, for HIV/AIDS research,
but he rarely lost the opportunity at a hearing to take a shot at the Reagan
administration. I had been advising the vice president on certain health
policy issues and advocated for more resources any chance I got, be it at a
reception, a visit to the White House, or an occasional dinner at the vice
president’s mansion. At one such dinner, at a time when I was trying to hire
more scientists, I brought up the fact that the development of clinical
protocols and the testing of HIV drugs were being hampered more by a lack
of staff than by a lack of money. In an article that ran in The Washington
Post two weeks before the hearing, the columnist David S. Broder reported
that the vice president said that “he did not favor an immediate increase in
federal research funds because Dr. Anthony S. Fauci of the National
Institutes of Health told him at a dinner at his home two nights ago that the
funding allocated to NIH for that purpose was about right.”

Obviously, that was not the point I was trying to make. At the hearing,
Senator Kennedy looked down from his chairman’s seat at me in the
witness chair, pulled out the article, and read that paragraph aloud to the
crowded hearing room with more than a slight bit of sarcasm in his voice.
The clear implication was that having dinner at the vice president’s house
was equivalent to my going over to the dark side. Collateral damage,
Washington style. However, at the end of the hearing Senator Kennedy



called me over, put his arm around my shoulder, and said warmly, “Sorry I
had to do that, Tony, it was nothing personal, but I just have to keep the
pressure on. Anyway, keep up your great work.”

I WAS AGAIN UNWITTINGLY BROUGHT INTO THE POLITICAL ARENA DURING A
presidential debate between Vice President Bush and the Democratic
candidate, Michael Dukakis, on October 13, 1988, in Los Angeles. The
debate was moderated by Bernard Shaw of CNN together with Ann
Compton of ABC News, Margaret Warner of Newsweek, and Andrea
Mitchell of NBC News. Compton asked Governor Dukakis, “Governor...
who are the heroes who are there in American life today? Who are the ones
who you would point out to young Americans as figures who should inspire
this country?” Dukakis rambled on, never really answering the question.
Shaw then turned to Vice President Bush for his response. The vice
president crisply answered that his heroes included Jaime Escalante, who
was teaching calculus to underserved high school students (his story was
told in the movie Stand and Deliver). He also named Armando Valladares,
who had written an inspiring memoir titled Against A/l Hope about his
decades in a Cuban prison. Then he went on to say, “I think of Dr. Fauci.
Probably never heard of him.” Ann Compton nodded her head in the
affirmative. The vice president looked at her and said, “You did. Ann heard
of him. He’s a very fine researcher, top doctor, at the National Institutes of
Health, working hard doing something about research on this disease of
AIDS.”

I had been out of town giving a lecture and had not watched the debate.
The next day when I got on the elevator at work, several people started to
applaud. I had no idea what was going on until one told me what had
happened the night before in the debate. Although I did not fully appreciate
it at the time, it was at that point that I transitioned from the classical role of
an NIH institute director, responsible for the planning, conduct, and
administrative oversight of research in a specific specialty, to someone who
had the explicit respect of and thus access to the highest leaders of



government. This would turn out to be true for me across party lines in both
the White House and Congress. This public role was not in the job
description of the director of NIAID or of any of the other NIH institute
directors, but I believe my relationship with leaders in Washington served
the NIH and science well. I am sure that it was due to the intense attention
placed on the emerging epidemic of AIDS, for which I had a major
responsibility. And perhaps I had a knack, possibly related to my years of
schooling under the Jesuits, for “precision of thought and economy of
expression,” for explaining complicated scientific and policy issues in a
way that makes sense to nonscientists. I addressed public policy only when
it related to my scientific expertise, and I left politics to others, a practice |
tried hard to adhere to for the rest of my career.

After Bush won the election, and throughout his tenure, I had the
opportunity, sometimes for a moment at a reception and sometimes at
prearranged briefings, to discuss AIDS-related issues with him or his
immediate staff. One of the critical people in allowing me direct access to
the president was Timothy J. McBride, an affable former business
management consultant who had been personal aide to Vice President Bush
for the previous four years and from 1989 through 1990 was special
assistant to the president. Tim and I hit it off from the first time we met
during the Bush vice presidency, and he was highly sympathetic to the
urgency I felt about HIV/AIDS. He also understood the importance of
getting information to the president directly from people on the front line in
addition to the formal briefings from cabinet-level political appointees. It
was through this dynamic that I began to understand how important
personal relationships are in getting things done within a big government
setting.

I was a scientist and clinician with no political affiliation and with
extraordinary access to the president of the United States, and I came to
fully appreciate Jim’s very good advice. He was correct. It was exhilarating
to talk to the president in the Oval Office, and natural to want to be asked
back. It was easy to understand that it could be tempting to tell the president
or his staff what you thought they wanted to hear so as not to disappoint



them. That is exactly why it was crucial to be truthful and consistent in
providing information based purely on scientific evidence and best
judgment, and nothing else.

That was my rule, and George H. W. Bush was definitely receptive to
this approach and continually sought my opinion and advice.

AT THE END OF EACH ADMINISTRATION, ALL PRESIDENTIAL APPOINTEES ARE
required to hand in their resignation even when the new president is of the
same political party as the former president. In January 1989, Dr.
Wyngaarden, appointed NIH director by Ronald Reagan, submitted his
resignation. Word was out that if the president accepted Dr. Wyngaarden’s
resignation, he might want me to replace him. This thought filled me with
anxiety. I loved my job and the hands-on exposure to the lab and to AIDS
patients. To give it all up to assume as NIH director the administrative
responsibility for the more than twenty NIH institutes with such diverse
mandates as cancer, heart disease, diabetes, and neurological and mental
disorders was something I did not want to do. Since I did not want to be put
into the position of saying no to the president of the United States, I subtly
let out the word that I was not interested in the job.

Nonetheless, I received the phone call I dreaded. It came from Dr. Louis
Sullivan, the secretary of HHS, who knew where I stood on becoming NIH
director. “Tony, the White House is all over me to get you to take the job,”
he said. “You are making my life very difficult. If someone is going to say
no to the president, it is going to be you, not me.”

I was mortified, but I knew what I had to do. Accompanying me to the
White House in his government car on October 30, 1989, Secretary Sullivan
used the ride to try to convince me one last time to change my mind. As we
waited outside the Oval Office, I rehearsed what I was going to say to the
president. A few moments later, the president’s chief of staff, John Sununu,
opened the door to the Oval Office and ushered Dr. Sullivan and me in. The
president greeted me warmly, I sat down to the left of the Resolute Desk,
and he got directly to the point. He offered me the job. I took a deep breath.



“Mr. President,” I said, “I believe that I can serve you and the country better
if I remain where I am. This is what I want to do, what I love to do, and
what I do very well, and I believe that in the long run this is really what you
would want me to do, and so I will have to respectfully decline your offer.”

I could not read his expression, and I was afraid he would not react well.
“You know, Tony,” he replied, “I respected you greatly before today, but
now I respect you even more. The country needs you. So go back and do
your thing, and I promise you we will stay in touch.”

I cannot describe the relief I felt. We both stood up and shook hands. As
I walked out of the Oval Office with Secretary Sullivan and John Sununu,
John put his hand on my shoulder and with a resigned smile said, “You son
of a bitch. Nobody says no to the president.”

THE PUBLIC IMPRESSION AMONG SOME PEOPLE, PARTICULARLY AIDS
activists, was that President Bush was an insensitive and unsympathetic
right-wing conservative when it came to HIV/AIDS. True, his politics were
conservative. But what was most apparent to me was his kindness and
empathy to the suffering of others. During his visit to the NIH on December
22, 1989, with his wife, Barbara, and son George, he attended one of our
regularly scheduled support group meetings for the patients. I was struck by
the fact he spoke to every single patient. Even when his staff hinted that it
was time to move on, he stayed and continued to listen to their problems
and concerns.

The president’s flexibility and open-mindedness within the conservative
circles of his administration were also evident when he backed my
statement in favor of the parallel track at the town hall meeting in San
Francisco in June 1989. I am still convinced that had it not been for my
relationship with the president, I would have been in a very difficult
situation for speaking out against an established FDA and government
position on the regulation of clinical trials.

In fiscal year 1988, the last year of his vice presidency, the AIDS budget
for the NIH went from $500 million to $742 million. Over the four fiscal



years (1989 to 1992) for which his administration forged the NIH budget,
AIDS spending rose to $1.05 billion. Of course, a willing and generous
Congress was very influential in achieving these increases, but the president
also played an active role, much more so than the AIDS activists gave him
credit for. Yet, despite these increases, the activists were quite correct in
continuing to push for more resources, because more were clearly needed.

THE PRESIDENT’S EMPATHY AND HIS AND CONGRESS’S ROLE IN INCREASING
funding for AIDS research did not erase the fact that the years 1989 to 1992
were bleak for HIV/AIDS.

At the end of 1988, a month before he assumed the presidency, there had
been 82,764 cumulative cases of AIDS 1n the United States. The numbers of
cases globally were less well recorded, but it was estimated that there were
more than 6 million cases worldwide. At the end of 1992, shortly before
George H. W. Bush left the presidency, there were 253,448 cumulative
cases of AIDS in the United States, and the global numbers had reached an
estimated 12.6 million. That same year, AIDS had become the leading cause
of death in the United States for men between the ages of twenty-five and
forty-four.

Given these stunning numbers of cases and deaths, it was not surprising
that the HIV/AIDS pandemic loomed large in the public consciousness. In
1985 the first major AIDS film made for TV, An Early Frost, starred Aidan
Quinn as a young gay lawyer who reveals his homosexuality and the fact
that he has AIDS to his parents, played by Ben Gazzara and Gena
Rowlands. The first major Hollywood movie on AIDS, Philadelphia,
starring Tom Hanks in his Academy Award-winning role as Andrew
Beckett, a young lawyer who suffers terrible discrimination in his law firm
when it 1s discovered that he has AIDS, came out in 1993. Tony Kushner’s
play Angels in America about AIDS won both the Pulitzer Prize and a Tony
Award. I had been taking care of AIDS patients for twelve years by then
and had been director of NIAID for the prior nine years. Still, I was deeply
moved when I watched these outstanding dramas. My colleagues and 1 had



taken care of dozens and dozens of Andrew Becketts as patients on our
wards. To see them portrayed on the stage and big screen was emotionally
draining. Now the general public also was beginning to appreciate the depth
and breadth of suffering in our society both from dramatic portrayals such
as in these films and plays and from the fact that more and more people
came to know someone who was living with HIV.

In real life, famous and often admired figures were also dying of AIDS,
calling even more public attention to the severity of the ongoing
catastrophe. In 1989, the world-renowned photographer Robert
Mapplethorpe died. In 1990, Ryan White, a hemophiliac who became
infected as a child after receiving HIV-contaminated blood products, died at
age eighteen, and in 1991 Freddie Mercury, the iconic lead singer and
songwriter of the rock band Queen, died at age forty-five. Mercury’s heart-
wrenching rendition of the song “Bohemian Rhapsody” remains in my
opinion one of the greatest performances by a rock singer in a generation.
That same year the NBA superstar Earvin “Magic” Johnson announced that
he was HIV positive and retired from the Los Angeles Lakers. And in 1992,
the much-admired tennis star Arthur Ashe announced that he too had AIDS,
which he contracted from a contaminated blood transfusion received during
heart surgery. I had the privilege of providing consultations to both Magic
and Arthur. Unfortunately, like so many others, Arthur died of AIDS on
February 6, 1993, a few months after our visit.

AFTER THE PRESIDENT LEFT OFFICE IN JANUARY 1993, IN ADDITION TO HIS
Christmas cards, I received over the years an occasional handwritten note
from him mentioning that he had seen me on TV or had read a newspaper
article about me in association with some public health issue. On my
sixtieth birthday, almost eight years after he had left office, he sent me a
letter starting off with “Dear Tony, You 60? No way!!” His letter helped to
make that birthday very special, ending with “Warm regards from your
friend.”



My lasting impression of George H. W. Bush is that he brought decency,
dignity, and integrity to the office of the presidency. An appreciation of this
fact was evidenced by the warmth and affection for him on full display at
his funeral service at the National Cathedral, which I had the privilege to
attend on December 5, 2018, at the invitation of the Bush family.



La Famiglia

the i1dea of having children was foremost on our minds. I anticipated

that children would enrich our lives together, but I could not have
appreciated the depth of joy that our three daughters would bring to us. I
was forty-five when our first child was born, and my life changed forever.
With our children, I came to fully understand what unconditional love is.
Watching them develop from infancy to childhood to adolescence to young
ladies to professionally accomplished women has been an awe-inspiring

I \ rom the moment in 1984 that Christine and I decided to get married,

experience.

In the broad sense, I am the father of three daughters, but in reality I
have three distinct and separate relationships. Jennifer is the oldest, feisty
and opinionated since the day we brought her home from the hospital in
1986. Jenny does not hesitate to question and challenge me, but always with
an undertone of respect and affection. She cares deeply about the plight of
the underserved. Megan followed three years later. She is our gentle,
sensitive middle child. Shy and reserved on the outside, but with a will and
determination of steel. Megan is beloved by every child she has ever met,
especially the ones she teaches in elementary school. Alison completed our
family in 1992. Ali is the scholar-athlete of the family. She is intellectually
brilliant, fun loving, but known for her generous nature and perpetual
willingness to help others, a quality that was obvious since middle school.
The common denominator among us all is a deep feeling of love.

I was making my way as a parent during a transitional time in society.
Like most fathers in America in the 1940s and 1950s, my father left the
cooking, housework, and childcare strictly up to my mother, who also put in
long hours at the Fauci Pharmacy. I knew my dad deeply loved my sister,



Denise, and me, but his almost impossible hours at work in the pharmacy
did not allow him much time to toss a baseball or shoot hoops with me.

Societal expectations about the division of labor had changed somewhat
by the time I became a father. But the culture had not yet reached the point
we are at now, where fathers and mothers are expected to share the
parenting and the housework. I thought my primary job was to be the
family provider as I focused on my mission in science and public health.

And it was a challenge—sometimes a big challenge—to effectively
carry out the responsibilities of my job and at the same time to be the kind
of parent that I hoped to be. I got to my office before 7:00 a.m., and I rarely
got home before 8:00 p.m. I also did a lot of traveling to give lectures and
attend medical conferences. Because I witnessed so much suffering on the
part of my patients at the NIH, particularly during the early years of HIV
when my daughters were young, it was often difficult for me to let go of my
work at the end of the day as I drove the five miles from Bethesda back to
our house in Washington, D.C. Even when I got home, I was often
preoccupied, ruminating about work.

But one routine was firm. When the girls were very young, as soon as |
put down my briefcase and kissed Christine hello, I climbed the steep stairs
to the second floor. As I rounded the corner to the bedroom where my
children were getting ready to go to bed, I transformed from Dr. Fauci,
NIAID director, to Chewbacca, Han Solo’s furry sidekick in Star Wars. My
guttural animal growls and wild gestures sent the girls into peals of laughter
and mock terror. On many a night, I acted out a new story about
Chewbacca’s adventures saving the Fauci sisters from pythons in the woods
threatening to swallow them, rampaging elephants, and other perils. Besides
Chewbacca, I used to pretend to be different animals—a giraffe, a lion, a
wildebeest. I was not sure who enjoyed this playacting more, me or the
girls.

CHRISTINE ALSO NAVIGATED THE BALANCE BETWEEN HER PROFESSION AND
family, a task much more demanding of her than of me. As a nurse at the



NIH Clinical Center, Christine experienced a deep satisfaction taking care
of patients, mostly those with HIV, but she decided to expand her career
options. She had developed an interest in the relatively new field of
bioethics, which explores ethical dilemmas in medicine and clinical
research. Starting in 1985, she worked full time as a nurse while pursuing a
Ph.D. in philosophy at Georgetown University, where she had gone as an
undergraduate. After Megan was born in 1989, Christine worked and went
to school part time, which she continued even after Ali was born in 1992.

During this seemingly impossible stretch of time, Christine climbed out
of bed at 4:00 a.m. to catch up on her schoolwork, woke the girls at 7:00,
got them ready, and drove them to school. At the end of the day, she made
dinner and gave baths, and on the nights that I was out of town or arrived
home very late, she performed bedtime rituals by herself, often falling
asleep midsentence while reading a children’s book aloud. She was the one
who took the girls to birthday parties, supervised the Brownie troop, and
attended school and athletic events. Most of all, she was always available to
them. From the time Jenny was a baby until Ali was in elementary school,
we were lucky to have a live-in nanny, Jo, who loved the girls, and they
loved her. She supported the children in their daily activities and, by
helping us take care of them, was indispensable in allowing Christine and
me to continue to flourish professionally. In 1993, once again, my brilliant
wife burst through the tape at the finish line of her marathon—this time by
receiving her Ph.D. and becoming Dr. Grady.

Amid all our busyness, we continually tried to figure out ways to spend
more time together as a family. And so, when Jenny was three years old and
Megan had just been born, Christine and I sat down at the kitchen table and
came up with a solution. I continued to work on Saturdays, but Sundays
belonged to our family. We adhered to this schedule religiously, even after
Ali was born. Sometimes we went down to the National Mall, riding the
carousel, visiting the dinosaurs at the Museum of Natural History, watching
the baby ducks in the reflecting pool, or walking up the steps to the Lincoln
Memorial. Other times, we ate lunch on the waterfront in Georgetown, went



to the National Zoo, hiked the Billy Goat Trail along the Potomac River, or
fished for catfish along the C&O Canal.

Alongside child rearing, certain enjoyable activities fell by the wayside.
Although Christine was still an avid runner, she stopped training for
marathons as soon as she got pregnant with Jenny. Marathon training for me
was not as much fun without her, but I persisted anyway. When our
daughters were ages seven, four, and one, I ran my second Marine Corps
Marathon, and my family came out to cheer me on, with Christine carrying
Ali in a backpack and pushing Megan in a stroller.

I ran to let off steam. Many nights, when training for a marathon or 10K
race, [ walked in the door and immediately announced to Christine, “I’ll be
right back. I need to go for a run.” I did not realize how inconsiderate this
was until Christine pointed it out to me. It was a revelation. After that, I
tried hard to be aware of the fact that when I got home, my priority was my
family.

Although I did not spend as much time with my daughters as I would
have liked during their childhood years, when they went on to college and
beyond, we developed a different kind of relationship, founded in love but
functioning as a wonderful “friendship” where each of them understands
and respects my commitment to my job and cuts me a lot of slack to do my
thing at work. Part of our evolved relationship is their acceptance of and
amusement with some of my antics. My daughters delight in teasing me,
and I admit I gave them a lot of material. I put on the Bee Gees and danced
around the kitchen to “Stayin’ Alive” as if I were Tony Manero, the fictional
Italian American character living in Brooklyn played by John Travolta, in
the 1977 movie Saturday Night Fever. When they are at home, I also sing
Italian songs to them as I make my morning espresso. I really enjoy being
with them.

There is no doubt that my near-total devotion to my work was a strain on
both Christine and me, but we worked hard at and succeeded in staying
close. Almost everything I do and enjoy outside work 1s with Christine. She
has a successful career as a bioethicist and now is internationally



recognized as she directs the Department of Bioethics at the NIH Clinical
Center.

[ am incredibly grateful. I could never have had the career or the life I
have had without Christine Grady.



The Changing of the Guard

the 1992 presidential election. Both parties had people with HIV

give major addresses at their respective conventions: Mary Fisher,
a heterosexual white woman, at the Republican National Convention in
Houston, Texas, and Bob Hattoy, an openly gay man, at the Democratic
National Convention in New York City. On January 20, 1993, Bill Clinton
was sworn in as the forty-second president of the United States, and the
Democrats now controlled both the House and the Senate. Hattoy was
quickly appointed as a deputy in President Clinton’s Office of Presidential
Personnel. With that came the hope of many activists that this would be an
administration much more friendly and sympathetic to the needs of the at-
risk community, as well as people living with HIV. Indeed, this expectation
was in many respects met, particularly with regard to the access of gay
activists to the White House. I was not sure yet what if any role I might
have to play in the new administration. Shortly after being appointed
secretary of HHS in early 1993, Donna Shalala telephoned me. Donna does
not mince words, as I would quickly learn. “Tony, I just want you to know
that you are my person for HIV/AIDS, and I am going to rely very heavily
on you for advice and guidance. We have a lot of work to do.”

She was not kidding.

It had been clear since 1987 that a single drug alone (AZT) was not
sufficient for the durable suppression of the replication of HIV.
Combinations of two or even three drugs were significantly better. Even so,
although the progression of disease was slowed, most patients continued to
gradually deteriorate. We found out why when Michael Piatak, Jeffrey
Lifson, and other researchers in 1993 developed a highly sensitive test for

I I IV and AIDS were fully on the radar screen of national politics for



the level of HIV in the blood. Finally, we could measure to the lowest level
the amount of virus that was produced in a person with HIV and precisely
determine how effective the anti-HIV drugs were in suppressing the virus.
The test told us that we were suppressing the virus substantially but not
completely. This information was critical because as long as the virus was
replicating, it was insidiously destroying the body’s immune system,
making patients ever more susceptible to the host of complicating or
opportunistic infections and cancers that were killing them.

AS RESEARCHERS DEVELOPED ADDITIONAL DRUGS IN THE 1990S, WE WERE
also learning a considerable amount about how HIV affects the body and
how the clinical disease of AIDS develops in a person. In my own lab I had
promoted Cliff Lane to clinical director of NIAID, where he, in addition to
his own research on the pathogenesis of HIV, would have the major
responsibility for the clinical study and care of patients throughout the
institute. I also recruited and trained a considerable number of talented
young people who worked closely with me at the lab bench where we
designed the experiments, collected and analyzed data, discussed future
directions, and wrote up our results for publication in the scientific
literature. One such project studied the accumulation and persistence of
HIV in the lymphoid tissues of the body. This would turn out to be a major
stumbling block in future attempts to eradicate HIV completely from the
body and thus cure the patient.

The residual virus in the body is referred to as the reservoir. One of the
big unknowns was whether this reservoir of virus was actively replicating
and damaging the immune system early in the course of infection when
patients were feeling relatively well. This was referred to as the clinically
inactive stage of HIV disease. In fact, HIV disease was not inactive. In what
is considered by many a groundbreaking study in how the disease of AIDS
evolves undetected, Giuseppe “Gepi” Pantaleo and I demonstrated that HIV
was actively replicating in lymphoid tissues such as lymph nodes even
when patients showed no symptoms. In other words, the virus was stealthily



eroding the body’s immune system unbeknownst to the patient and the
physician. Gepi, who was from Bari, Italy, came to my lab in 1989
following a fellowship in Genoa under my close friend and long-term
colleague Dr. Lorenzo Moretta, one of the top immunologists in Europe.
Simultaneously, my colleague and old friend Ashley Haase from the
University of Minnesota demonstrated similar findings in his group of
patients. Ashley and I had been trainees together at NIAID under Shelly
Wolff. We both published our findings in the same issue of the prestigious
scientific journal Nature in 1993, which generated a considerable amount of
attention in the scientific community. In 1995, two other groups, led by
David Ho in New York and George Shaw in Birmingham, Alabama,
working independently, demonstrated the extraordinary degree of
replication and turnover of virus and its destructive effects on the body’s
immune cells. This finding showed us that HIV was unique in its ability to
persistently replicate over years from the earliest stages of disease to the
point of advanced destruction of the immune system. This knowledge
would prove to be even more important later when highly effective drugs
that could completely suppress the virus became available. These and other
studies served as evidence that it was essential to initiate therapy as early as
possible.

THE RESERVOIR OF HIV WAS ONE OF THE MAJOR STUMBLING BLOCKS TO THE
cure of HIV. In 1997, I recruited Dr. Tae-Wook Chun fresh out of his
doctoral studies at Johns Hopkins Medical Center in Baltimore. During his
many years in my lab, Tae-Wook studied the HIV reservoir and attempted
to eliminate or suppress it. Our studies on HIV pathogenesis were done in
parallel with our other studies on how the body’s immune system responds
to HIV. I performed most of these latter studies with Dr. Susan Moir, whom
I had recruited as a postdoctoral fellow immediately following the receipt of
her Ph.D. degree in Canada. Susan and I probed the complexities of how
HIV evades the body’s immune response, particularly the antibody response
to the virus. These studies were relevant because the development of an



effective vaccine depended on the production by the body of a protective
antibody response against the virus.

The gratification I felt from contributing to these incremental but critical
studies that fit another piece of knowledge into the puzzle of HIV/AIDS
and brought us closer to meaningful solutions is exactly what I had hoped
for when I decided to pursue a career as a physician-scientist instead of a
physician in private practice. My lab’s contributions went well beyond the
individual patient for whom we were caring. It is a very different but
equally powerful feeling when a patient leaves a hospital free from disease
as a result of our clinical skills.

I had three roles to play in the fight against HIV. First, I was director of a
large government institution responsible for the overall conduct of research
on all infectious diseases including HIV/AIDS. Second, I was a physician
responsible for clinical research on and care of people with HIV. Third, |
was chief of a research laboratory doing basic and clinical research on HIV.
The combination was intense, exhausting, and exhilarating.



The Search for an HIV Vaccine

hile we were making steady progress in developing effective

drugs to treat HIV infection, this was not the case with vaccines

to prevent the infection. One reason why we had been so
successful in developing vaccines against other important infections such as
smallpox, polio, measles, and a wide variety of childhood diseases was that
the human body had provided an example to us regarding its ability to
control and clear these infections. While a significant number of
unvaccinated people get seriously ill and die from these infections, most
people recover spontaneously and become resistant to future infections with
the same pathogen. So how does that help us develop vaccines? The answer
is that scientists try to mimic natural infection with their vaccines by
inducing in the body the same response that natural infection induces but
without causing the disease associated with natural infection. Thus, the
immune response to natural infection is a blueprint for the development of a
vaccine.

We have no such blueprint with regard to HIV because the body, for
reasons that we still do not fully understand, does not mount an effective
immune response to HIV infection. This explains why virtually no one who
has established HIV infection has ever cleared the virus spontaneously from
their body through their immune response. While a subset of patients
referred to as elite controllers are capable of long-term suppression of the
virus, they do not eradicate it. Therefore, without this blueprint we had to
figure out how to direct the body’s immune system to make a potent and
protective response against HIV through vaccination.

The problem was that soon after HIV was discovered in 1983, we, as a
scientific discipline, naively assumed that because we had the virus in hand,



we would successfully proceed with the tried-and-true steps of classical
vaccine development. Unfortunately, this was not the case, because we did
not realize how much we did not know. Scientists were concerned about
testing a live attenuated HIV vaccine or even a killed or inactivated HIV
vaccine, approaches that had successfully worked in the development of
other vaccines including those for smallpox, polio, and measles. Vaccines, if
not properly and completely inactivated, could lead to a public health
disaster such as the infamous “Cutter incident” of 1955 when improperly
inactivated polio vaccines manufactured by Cutter Laboratories were
distributed, leading to a tragic vaccine-induced outbreak of polio. We could
not risk this happening with an HIV vaccine, because we were dealing with
a virus that was virtually 100 percent fatal.

The first phase 1 HIV vaccine clinical trial to be conducted in the United
States was initiated in August 1987 using a specific component of the outer
covering of the virus called the HIV envelope. We cleared the first hurdle;
the vaccine was shown to be safe. But it did not produce the right kind of
antibodies. It induced an immune response in the form of antibodies
incapable of blocking the virus, but not antibodies that can kill the virus,
which are called neutralizing antibodies. Over the subsequent years, we and
other groups of vaccine scientists throughout the United States and the
world studied antibodies naturally produced by individuals with HIV as
well as antibodies induced by vaccines tested in uninfected individuals. We
soon found that these antibodies were able to neutralize viruses grown in
test tubes, but mysteriously they often could not neutralize isolates of virus
taken directly from people with HIV.

This was chilling news to all of us. If natural infection could not readily
induce neutralizing antibodies and vaccine candidates could only induce
antibodies that neutralize HIV viruses that have been adapted to cell culture,
then we could be in serious trouble in our quest for an HIV vaccine. We
soon learned that HIV was very different from any other viruses with which
we had dealt. For example, HIV disease almost invariably progresses
despite an ongoing detectable immune response against the virus,



underscoring that the immune response the body is generating is inadequate
to suppress and eradicate the virus.

Another confounding fact we learned only years later is that persons
with HIV can also be infected a second and even a third time with HIV, a
phenomenon referred to as superinfection. The reason this is important is
that the ongoing immune response in a person with HIV is not powerful
enough to protect the person against reinfection with the same virus. In
contrast, when you are infected with measles or smallpox, you will not be
infected by another exposure to measles or smallpox during your ongoing
infection, and you certainly will not be infected again by measles or
smallpox after you recover. The immune response your body generated
against these infections will protect you for decades and in some situations
even for your lifetime. Thus, developing successful vaccines against
measles and smallpox was straightforward. In contrast, in the case of an
HIV vaccine, we would have to do better than natural infection in inducing
a protective immune response against HIV. Along the way, certain highly
respected vaccine experts gave an ominous prediction of how difficult this
might be.

Every once in a while you have the privilege and excitement of meeting
as an adult someone who was a legend when you were a child. As a young
boy, I always wanted to meet the New York Yankees superstar Mickey
Mantle and shake his hand. I never got the opportunity. But I did get a
chance to meet a different kind of legend. The man was Albert Sabin, the
developer of the oral polio vaccine. Albert had been admitted for a minor
infection to the NIH Clinical Center in the early 1970s soon after I returned
from New York. Shelly Wolff assigned me as the primary care physician for
Dr. Sabin, who had a reputation of being a sometimes grumpy person and
someone who did not suffer fools lightly. I was excited and a little
intimidated that I would get to meet the man responsible for the sugar cubes
saturated with polio vaccine that had protected millions and millions of
people from contracting polio throughout the world.

What transpired in that hospital room after I introduced myself was a
scene that I will never forget. Albert was courteous, but he immediately



began questioning, or shall I say grilling, me about everything from the type
and dosage of antibiotics that I would give him to the amount and makeup
of the fluids in his intravenous bag, the need or lack thereof for blood tests
that I ordered, and on and on. He demanded a valid scientific reason for
everything I did or planned to do.

If there was one thing I was confident of at that time, it was my ability
as a clinician. That mattered nothing to Albert. He was challenging me, the
way that all his life he had challenged everyone who spoke science. After
completing that first visit, I said good night and began to walk out of the
room. Albert called out to me and, with a twinkle in his eye and a broad
smile that I would get to know well over the years, said in his booming
voice, “Dr. Fauci, you did quite well tonight; I will allow you to come back
and see me again.” Only Albert Sabin could have said that. He was a patient
being taken care of at the prestigious NIH, but he made it perfectly clear
even lying there in his hospital gown he was in charge.

Over the years, we developed a warm friendship, and Albert took a great
interest in my research as well as in my role as NIAID director in leading
the effort toward the development of an HIV vaccine. Albert was a scientist
in the purest sense. His world was one of theories, hypotheses, probabilities,
and facts. When Albert took me aside at a black-tie function in Washington,
D.C., almost two decades after I had taken care of him at the NIH, and said
that he doubted very seriously given the unique nature of this virus that we
would ever have a vaccine for HIV, I became even more convinced of the
formidable challenge in front of us.

As it turned out, Albert’s prediction thus far has proven to be correct.
Two major phase 3 trials involving thousands of volunteers failed outright
in showing any indication of efficacy. Other trials failed in the early stages.
Another trial involved sixteen thousand volunteers in Thailand and was
cosponsored by NIAID and the U.S. Army’s Military HIV Research
Program, or MHRP. Along with Colonels Jerome Kim and Nelson Michael,
both physicians, one of the leaders of the MHRP group was Colonel
Deborah Birx, also a physician. Deb was an old friend whom I had known
from the time that she was a trainee in the 1980s when she rotated through



our clinical service at NIAID. I had the pleasure of mentoring her during
that early phase of her career. The Thai trial proved initially modestly
successful with a 31 percent efficacy and brought new hope to the field.
However, three subsequent large phase 3 trials—one performed in South
Africa, one in several countries in sub-Saharan Africa, and one in Europe
and the Americas—all used a concept similar to the Thai trial but did not
corroborate the Thai trial results. A later vaccine trial in Africa was
discontinued early when it was determined in 2023 that it was highly
unlikely to show efficacy.

ON DECEMBER 3, 1996, PRESIDENT CLINTON INVITED THE HHS SECRETARY,
Donna Shalala, the NIH director, Harold Varmus, me, and other NIH and
HHS officials to the Oval Office to discuss the status of the HIV/AIDS
pandemic. After we were finished with that discussion and as we were
walking from the Oval Office to participate in a press briefing in the Rose
Garden, President Clinton turned to me and asked, “Since as you told me
HIV was first recognized in 1983 and it is now 1996, why do we not yet
have an HIV vaccine?” I explained to the president the inherent difficulty in
developing such a vaccine, and stressed that any chance of achieving this
goal would require the close interaction and collaboration of basic scientists
such as immunologists, virologists, structural biologists, vaccine experts,
and other scientists, together with clinicians. No one segment of the
scientific community alone could develop a vaccine for HIV. “It would be
extremely helpful, Mr. President,” I said, “if we had a single entity in which
all of these components were physically in the same location working
together, exchanging ideas, and collaborating with each other. No such
institution or entity exists. What we need 1s a Vaccine Research Center,
preferably at the NIH.”

To my amazement, President Clinton turned to his White House chief of
staff, Leon Panetta, who was walking with us into the Rose Garden, and
said, “Leon, is this something that we can do? Please look into how we can
make this happen.” Panetta nodded in assent, smiled, and as we walked out



into the Rose Garden said, “Of course we can make this happen.” I thought
that the conversation between the president and Panetta might just be a
show of courtesy.

Not so.

Within days, I got a call from White House staff asking us to think in
more detail about what a Vaccine Research Center for HIV would look like.
Five months later during a commencement address on May 18, 1997, at
Morgan State University in Baltimore, President Clinton called for “a new
national goal for science,” namely to develop a vaccine for AIDS within a
decade. He announced that the NIH would establish an AIDS vaccine
research center that would centralize vaccine research and would involve as
many as fifty scientists.

What President Clinton did was truly remarkable. Given our past
experience with new construction on campus, we at the NIH were skeptical
about how long this process would take. Here again, I learned a lesson
about what happens when a president wants to get something done. Clinton
clearly wanted this center built while he was still president. The Vaccine
Research Center (VRC) was dedicated on June 9, 1999, just two years
following President Clinton’s commencement address at Morgan State.
Standing with the NIH director, Harold Varmus, and President Clinton as
the ceremony was about to get under way, I turned to Clinton and said, “I
guess you were not kidding that day in the Oval Office.” He laughed and
remarked, ““You know, being president can be a lot of fun.”

We tapped as our first director Dr. Gary Nabel, a highly productive and
brilliant molecular biologist from the Howard Hughes Medical Institute at
the University of Michigan. Together with Gary, we recruited an
extraordinary group of young scientists from all over the country, from
basic researchers to clinical scientists to bioengineers with experience in
developing a vaccine product.

Unfortunately, despite the enormous talents and efforts of the center’s
vaccine scientists as well as the hundreds of vaccine scientists throughout
the country and the world, an effective vaccine for HIV is still nowhere in



sight. I hope that one day we will prove my dear friend Albert Sabin to have
been incorrect in his judgment about an HIV vaccine.

Nonetheless, the enormous scientific productivity of the VRC soon
became apparent. Not only has it been a leader in the arduous quest for an
HIV vaccine but its extraordinary team of scientists confronted other public
health threats such as West Nile virus; severe acute respiratory syndrome, or
SARS; bird flu; respiratory syncytial virus; chikungunya, a mosquito-
transmitted virus that reached the Western Hemisphere in the Caribbean in
2013 and 2014; Ebola during the historic 2014—16 outbreak in West Africa
and the 2018-20 outbreak in the Democratic Republic of the Congo; and
Zika during the 2015-16 outbreak in South America. Perhaps of greatest
importance, scientists at the Vaccine Research Center played a monumental
role in the development of a highly effective vaccine for COVID some
twenty years later.



The Lazarus Effect

vaccine, highly effective antiretroviral drugs were the holy grail of our
work on HIV infection. This was a long, tortuous, and incremental
quest. Since 1987 with the FDA’s approval of AZT, additional drugs used
alone and in combination had had only modest and temporary effects in
slowing the progression of disease, and none completely stopped disease

In the later 1980s and early 1990s, with no immediate hope of a

progression.

Several pharmaceutical companies including Hoffmann—-La Roche,
Merck, and Abbott Laboratories, among others, were simultaneously and
independently developing a unique class of anti-HIV drugs called protease
inhibitors. These drugs were directed against an enzyme that the virus uses
to cleave off certain proteins as its progeny emerges from an infected cell so
that the virus particle can go on to infect another cell. Roche’s saquinavir
was the first protease inhibitor approved by the FDA in December 1995,
followed soon thereafter by the approval of Abbott’s ritonavir and Merck’s
indinavir in March 1996.

At first the impact of these novel drugs was not fully appreciated; they
were initially tested as single drugs rather than as a part of combination
therapy because companies such as Merck were aiming for a breakthrough
with a single drug. However, as was the case with other anti-HIV drugs
when used alone, resistance to the drug often developed rapidly. As a result,
Merck was seriously considering abandoning the protease drug
development program. My colleague and friend Dr. Ed Scolnick, whom 1
knew from his former position in the National Cancer Institute at the NIH,
called me at home late one evening with considerable frustration in his
voice. He and his colleague at Merck Dr. Emilio Emini wanted to continue



studies on indinavir by using it in combination with other antiretroviral
drugs. Ed wanted to know my thoughts, and he wanted to go back to the
officials in his company with my support for pursing the combination path.
I totally agreed with Ed and Emilio and strongly recommended that they go
with their instincts. They did so, and when indinavir was combined with the
drugs AZT and 3TC, which targeted a different viral enzyme (reverse
transcriptase), the results were truly stunning. The level of virus in the
blood dropped dramatically to below the level of detection and remained
down. This was accompanied by an equally dramatic improvement in the
clinical condition of the patients.

The results of the triple combination indinavir trial were presented
publicly as a last-minute add-on (Late Breaker) session to the International
AIDS Society meeting that took place in July 1996 in Vancouver, British
Columbia, and later were published in The New England Journal of
Medicine. Other publications reported equally dramatic results with
combination therapies using protease inhibitors produced by other
pharmaceutical companies. I can remember sitting in Hall C, room B1 of
the Vancouver Convention Centre filled with thousands of people on July
11, 1996, when the data were presented. The room was buzzing. I knew
what was coming because 1’d already seen the data, and yet I still felt like
screaming out “Yes!” The audience clearly felt the same way. They erupted
in sustained applause as soon as the data were presented. It was a truly
historic moment. A game changer if there ever was one. No sooner did the
session end than I was grabbed by Christy Feig, the CNN producer assigned
to the Vancouver meeting, who hurried me out of the convention center for
an interview. We ran out to the pier jutting into beautiful Vancouver Harbor
where Christy had CNN holding for a live shot. She interviewed me about
the breakthrough, and the news instantly exploded on to the American and
global public.

The era of highly effective and lifesaving anti-HIV treatment had begun.
AIDS was no longer an inevitable death sentence.



IT WAS ASTOUNDING HOW QUICKLY THE TRIPLE COMBINATION
antiretroviral drugs began to be used throughout the developed world and
even in certain regions in the developing world. We immediately adopted
that approach with our patients at the NIH, and the results took my and my
colleagues’ breaths away. Patients who had been close to death walked out
of the hospital sometimes within weeks of initiating the combination
therapy, having gained back much of the weight that they had lost. When
we saw them in follow-up clinic after several more months of therapy,
many looked healthy again. We at the NIH certainly were not alone in this
experience. Our colleagues in San Francisco, Los Angeles, New York, and
other hot spots of HIV/AIDS throughout the country were seeing identical
results, as were our colleagues in Europe, Australia, and Canada. Even in
certain isolated segments of the developing world these findings were being
replicated. My dear friends and fellow physicians Paul Farmer and Jean
“Bill” Pape began treating their patients in Haiti with the triple
combination, and the results were equally striking. Paul sent me a picture of
one of his patients before and a few months following the initiation of the
triple combination drugs using one of the protease inhibitors, and it was
clear that he was seeing exactly what we were seeing here in the United
States.

This phenomenon became known as the Lazarus effect, drawing on the
biblical story of Jesus performing a miracle and bringing back Lazarus from
the dead. It did feel like a miracle after our fifteen-year struggle with this
deadly disease. Patients who had been preparing for death soon found that
they now needed to plan their futures. Many were going back to work and
resuming normal relationships. It was an extraordinary time.

Within a couple of years, hospices that cared for hundreds of dying
people with AIDS closed their doors because of a paucity of patients.
HIV/AIDS had been almost exclusively a disease of hospitalized patients,
where desperately ill people with HIV at one time occupied up to 40
percent of the beds in certain hospitals in cities such as San Francisco and



New York. Now it became a disease that was managed in outpatient clinics.
In addition, as testing for HIV infection became more widespread and as we
developed more knowledge of the pathogenesis of HIV infection and
became more confident in the use of these drugs, we began treating people
earlier in the course of their infection. We were now finally acting as
healers as opposed to ministers to the dying. In addition, and importantly,
over time we went from requiring more than twenty pills per day given over
multiple doses to the first triple-drug combination, Atripla, a single pill
administered once per day, which was approved by the FDA in 2006.

The development of these highly effective drugs was a striking example
of the positive synergy between the basic and the clinical science funded by
the NIH and the ingenuity of pharmaceutical companies that developed and
manufactured these drugs. There was another component of this success
story. Many of the studies to establish the optimal use of the drugs in
clinical practice were conducted through the NIAID AIDS Clinical Trials
Group. The ACTG was an expanded network of medical centers performing
clinical trials. This network had grown extensively from the original
evaluation units that we at NIAID had established in 1986 in anticipation of
testing drugs that did not yet exist. Now we had the drugs, and through this
network we were learning an enormous amount about the best way to treat
individuals with HIV, and we were getting better and better at it.

When Cliff Lane, Henry Masur, and I were taking care of patients with
HIV in the early 1980s prior to the availability of AZT, the median survival
of our patients was roughly nine to ten months from the time they were
diagnosed. This meant that 50 percent of our patients would be dead within
that time frame. By 2007, more than ten years after effective combination
anti-HIV therapy became available, a modeling study in the United States
and Canada found that if a twenty-year-old individual with HIV was put on
combination antiretroviral therapy, that person could be expected to live
into their early seventies, providing a life expectancy approaching that of
the general population. Without a doubt, this represents one of the greatest
achievements in medical research and implementation in the history of
medicine.



THE ONLY DOWNSIDE OF THIS EXTRAORDINARY ACHIEVEMENT WAS THE FACT
that these drugs had a range, depending on the drugs in question, of long-
term, cumulative toxicities that could have devastating effects on bone
marrow, the kidneys, and the liver. In addition, some drugs had cosmetic
effects such as facial fat tissue atrophy, which gave patients a characteristic
gaunt appearance, and redistribution of fat tissue on various parts of the
body, particularly the abdomen, resulting in a potbelly. Other drugs had
psychological effects such as depression, anxiety, and sleep disturbances.
Despite these side effects, a series of studies clearly demonstrated that the
risk of toxicities of the drugs was far less than the risk of th