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To my family, my medical team, and the donor of my heart


—DICK CHENEY


To Charisse, Molly, and Jamie, who fill my heart with joy


—JONATHAN REINER, MD





Prologue


VICE PRESIDENT CHENEY


June 2010


If this is dying, I remember thinking, it’s not all that bad. It had been thirty-two years since my first heart attack. I’d had four additional heart attacks since then and faced numerous other health challenges. Now, in the summer of 2010, seventeen months after I left the White House, I was in end-stage heart failure.


On a trip to Jackson Hole, Wyoming, in May, it had become clear my weakened heart could not tolerate the high altitude. I returned to Washington on an emergency flight, and as the plane took off, I realized I might never see my beloved Wyoming again. Since then, my wife, Lynne, and I had been at our house in McLean, Virginia. When I got up in the morning, all I wanted to do was sit down in my big easy chair, watch television, and sleep.


What was happening to me was hardly a surprise. I had lived with coronary artery disease for many years, and I had long assumed it would be the cause of my death. Sooner or later, time and medical technology would run out on me. Now my heart was no longer providing an adequate supply of blood to my other vital organs. My kidneys were starting to fail. I believed I was approaching the end of my days, but that didn’t frighten me. I was pain free and at peace, and I had led a remarkable life.


I thought about final arrangements. I wanted to be cremated and have my ashes returned to Wyoming. It was a difficult subject to broach with my family. They weren’t eager to discuss it. For them, talking about it made an already difficult situation even worse. But I needed them to know. And I needed to say good-bye. As my condition deteriorated that summer, my cardiologist, Dr. Jonathan Reiner, had raised the possibility of having a left ventricular assist device (LVAD) implanted in my chest, and I agreed to be briefed on it at Inova Fairfax Hospital in Northern Virginia, which has one of the most active LVAD programs in the country.


The LVAD transplant team showed me the device, which connects to the left ventricle, the main pumping chamber of the heart. The LVAD passes blood through a small pump operating at nine thousand revolutions per minute and returns it to the aorta, the largest artery in the human body, ensuring an adequate blood supply to the vital organs. The device is powered by a driveline that passes through the wall of the chest to an external set of batteries or an electrical outlet.


The idea of being kept alive by a battery-driven piece of equipment operating at high speed inside my chest was a bit daunting at first, but it soon became apparent that this option offered real hope and the possibility of extending my life long enough to be eligible for a new heart. Previously we had never really considered a heart transplant as an option for me because I clearly wouldn’t live long enough to work my way up the transplant list to become eligible for a heart. The average wait was about twelve months. The medical team explained that although the LVAD was originally designed as a bridge to a transplant, some patients were deciding to live with the device.


I was impressed with the individuals on the LVAD/transplant team: they clearly knew their business. It was also apparent that they respected and welcomed Jon Reiner, who although he practices at George Washington University Hospital, would be included as an integral part of the team. That carried great weight with me given all that Jon and I had been through together over the past fifteen years.


The preceding weeks had been challenging. I not only had many of the symptoms of a failing heart, I was also, due to the anticoagulants I was taking, suffering severe nosebleeds, including one so massive it required emergency surgery and a number of blood transfusions. On more than one occasion that spring, we had found ourselves speeding down the George Washington Parkway in Northern Virginia toward my doctors and the emergency room at George Washington University Hospital in the District of Columbia. In addition, my heart failure was causing severe sleep apnea. As soon as I nodded off to sleep, I would find myself awake again, gasping for air.


On July 4, I’d experienced internal bleeding in my thigh and was rushed to George Washington University Hospital as fireworks lit up the night sky. At the hospital, they gave me narcotic painkillers, which, as we were on the way home and stuck in holiday traffic, caused me to be sick to my stomach. The list of things I could not do grew. I’d stopped climbing the stairs. I could no longer walk to the end of the driveway to pick up the morning newspapers. I barely had the strength to walk the length of the hallway between our bedroom and my office. My world shrank until I was barely able to leave my bed. By the time I was admitted to Inova Fairfax Hospital on July 6, 2010, it was clear that there really was no choice: without the LVAD surgery I would not survive.


My last memory of that evening is of Jon Reiner and the other doctors and my family gathered around my bed in the intensive care unit. The doctors explained that although they had originally scheduled the surgery for July 8, my situation was worsening and they recommended taking me immediately to the operating room. After I listened to the doctors, I asked Lynne and our daughters, Liz and Mary, what they thought. One by one, they each agreed that we should not delay. “Okay,” I said, “let’s do it.”


DR. REINER


July 6, 2010


The numbers in the morning were bad; now, after 8:00 p.m., they were even worse. Dr. Shashank Desai and I agreed to meet in the cardiac surgery intensive care unit (ICU) to check on our patient one last time before we left for the night. Shashank runs the advanced heart failure program at Inova Fairfax Hospital just outside Washington, DC, where we had admitted Dick Cheney, the former vice president of the United States, earlier in the day. When I entered the second-floor cardiac surgery ICU, I found Shashank standing just outside the vice president’s corner suite. Through a glass partition, I could see Cheney staring at a television across the room. He had an oxygen cannula under his nose and a glowing red pulse oxymetry sensor taped to his thumb. Telemetry leads ran from under his hospital gown, coalesced into a loose bundle, and spilled over the raised bedrail on their way to the adjacent rack of electronics. A blood pressure cuff around his bicep automatically inflated and deflated every few minutes, displaying its relentless march of numbers, waveforms, and alarms on a wall-mounted touch-screen monitor. A nurse exited the room and handed us a flow sheet with the patient’s latest labs. “These can’t be right,” I said softly, although I knew they probably were.


The prior months had not been good for Cheney. In December an arrhythmia would have killed him had his implanted defibrillator not delivered a resuscitating twenty-five joule shock. Six weeks later, an exsanguinating arterial nosebleed, intensified by anticoagulants, required emergency late-night surgery. At the end of February, Cheney had chest pain while staying on the Eastern Shore of Maryland and was taken by helicopter to George Washington University Hospital for treatment of a heart attack. In May, he had acute shortness of breath within hours of arriving in Wyoming that necessitated an immediate turnaround and admission to GW’s intensive care unit. Now, for the last week and a half, Cheney had required a continuous home infusion of milrinone, intravenous “rocket fuel” administered via a small, portable pump.


Milrinone typically is reserved for use in end-stage congestive heart failure, when the heart’s declining ability is no longer capable of sustaining vital organ function. Cheney’s initial response to the drug was impressive: his breathing and energy improved almost immediately. The benefit was short-lived, however, and at the end of June, his condition took an abrupt turn for the worse. The vice president’s weight rose by several pounds, indicating retention of fluid, and his energy sharply waned, largely limiting him to a reclining chair or bed. On July 4 he again bled spontaneously, this time into his leg. The next day, labs obtained by a visiting nurse at Cheney’s home in Northern Virginia revealed a precipitous drop in his kidney function, triggering our decision to admit him to the hospital.


The kidneys, which are essential not just for fluid management but also for the regulation of blood pressure, electrolytes, and acid-base balance, account for only about 0.5 percent of a human’s total weight but receive about 25 percent of the total cardiac output (the volume of blood ejected by the heart each minute). So in patients with congestive heart failure, the kidneys act like a canary in a coal mine. When cardiac performance drops, the kidneys are often the first to take the hit.


In the morning, we escalated the milrinone infusion in an effort to squeeze just a little more function from Cheney’s depleted heart. Now, ominously, after several hours on the higher dose, his cardiac output had dropped, not risen. A normal cardiac output is about 5.5 liters per minute; Cheney’s was barely 2.


“Where’s Nelson?” I asked.


“He’s in North Carolina trying to get back,” Shashank replied.


Dr. Nelson Burton, a talented, senior surgeon at Fairfax, had extensive experience implanting ventricular assist devices (VADs) in patients with advanced heart failure. Although all VAD surgeons perform the more familiar cardiac surgical procedures like coronary artery bypass and valve replacement, relatively few cardiac surgeons have experience implanting VADs. Burton had been on the Outer Banks of North Carolina with his family celebrating his son’s homecoming after a tour of duty with the Marines in Afghanistan. Surgery for the vice president to implant a VAD had originally been scheduled for the following week, and Nelson was planning to return in a day or two. That was going to be too late.


Mrs. Cheney and Liz were with the vice president. I couldn’t hear what they were talking about, but I knew they weren’t prepared to hear what I was about to say. Liz saw us outside the room and came out to talk.


“Where’s Mary?” I asked.


Liz told me that her sister had a cold and was afraid to expose her father to it.


“Tell her to come,” I said.


Liz understood immediately and, without asking for an explanation, turned to call Mary.


I had taken care of Dick Cheney for about fifteen years. I was young, just a few years out from training, when I assumed his care after his prior cardiologist, Allan Ross, a mentor to me, retired. In many ways, my career and life had become inextricably entwined with this patient. Although deep down I always knew one day we would arrive at this moment, the realization hit me very hard. Dick Cheney was dying.





CHAPTER 1



A Prime Candidate


VICE PRESIDENT CHENEY


I loved my mom’s dad, Granddad Dickey, very much. He and my grandmother lived a life that seemed full of adventure. At the start of World War II, they had left their home in Syracuse, Nebraska, when they got work on the Union Pacific Railroad. They lived in a railcar and cooked for the section gangs that repaired and maintained the tracks. For my brother, Bob, and me, visiting grandparents who lived and worked on a train was a dream come true. My granddad taught us two of the most important things a man can learn in life: how to cook and how to fish. He combined the two skills in a “recipe” he had for catching catfish. He’d take the guts he’d cleaned out of a chicken he’d fixed for dinner, put them in a glass jar, and let them “ripen” for a day or two. He swore the ripening made them especially appealing as bait for catfish. Judging from his success as a fisherman, he was on to something.


Granddad loved to laugh. He also loved good bourbon, a game of cards, and a smoke. He had nicotine stains on his fingers from the unfiltered Camels he smoked until his first heart attack in the late 1940s. His doctors tried to get him to quit smoking then, and he compromised with them: he cut down to four cigarettes a day, but he switched from Camels to the much longer, and also unfiltered, Pall Malls.


After my grandmother died in 1951, Granddad Dickey moved between the homes of his three kids every several months. One afternoon when he was staying with us, my parents were working in our yard, and I heard him call out to me from his bedroom: “Dickey, go get your mother.” I ran to the yard. Mom came inside, and moments later she was on the phone that sat on a desk in our hallway calling the ambulance. My dad sent me outside to wave down the ambulance driver and make sure he found our house.


The paramedics rushed through our front door with their stretcher and medical equipment. Soon they were wheeling my grandfather down the hallway, toward the living room. I stood on the front porch, holding open the screen door as they carried him out to the ambulance. It was the last time I ever saw him. He had suffered a massive heart attack and died later in the afternoon. He was sixty-six. I was fourteen.


•  •  •


My mom and dad both smoked when I was growing up. My dad mostly stuck to pipes and mom smoked cigarettes. I smoked my first cigarette when I was twelve. Our Boy Scout troop met every week in the basement of the Baptist church near our home in Lincoln, Nebraska. There was an older, cooler kid named Jim Murphy who was the head scout in our troop. Jim also had a job at a local drugstore, which gave him access to the packs of cigarettes he brought to Scout meetings. On our way home from the meetings, a group of us would stop by the park near the church and smoke a cigarette or two.


By the time I got to high school, my buddies and I smoked cigars every once in a while. In the winter, we went ice fishing at Alcova Lake near Casper. While we waited for the fish to bite, we split a six-pack of beer and a five-pack of cigars.


I went on to college where I smoked some. I wasn’t a heavy smoker then, mostly because I couldn’t afford it. I was saving every penny I could to make phone calls to Lynne, who was at college in Colorado.


By 1964, Lynne was in graduate school, and I was just about to wrap up my bachelor’s degree. (I had been on a somewhat slower path than she was, but that’s another story.) That year the US surgeon general issued his first report on the dangers of smoking. I remember sitting in Lynne’s apartment at the University of Colorado campus in Boulder and hearing a story on the radio about the report. It registered enough that I remember it all these years later, but not enough to make me quit smoking back then.


My habit really picked up once I got to Washington and was working for Don Rumsfeld, who was a counselor to President Nixon. In those days, just about everyone smoked in meetings, at meals, at home. It was pervasive. When Rumsfeld and I started working for President Ford, both Don and the president smoked pipes, and I had a supply of free cigarettes. Tobacco companies kept the White House stocked with presidential cigarettes that came in gold-trimmed white boxes stamped with the presidential seal. You could also get matches from Air Force One, Marine One (the presidential helicopter), and even Camp David. There was a certain cachet to pulling out a box of presidential cigarettes and using a match from a pack labeled “Air Force One” to light up.


Despite the growing evidence that smoking was bad for your health, we all did it. Even in a meeting in the Oval Office, it wasn’t unusual for most of the participants to be smoking. In one photo, taken by President Ford’s official photographer, David Kennerly, I am reaching across the president’s desk—while the president is sitting there—to put out my cigarette in his ashtray. We didn’t even think twice about it. Smoking seemed to keep you from gaining weight, and all the advertising made it appear cool and sophisticated.


By the time I was in my early thirties, I’d developed a heavy smoking habit, my diet was terrible, and I didn’t get nearly enough sleep or exercise. I basically ate whatever anyone put in front of me. Many nights, dinner consisted of high-calorie, high-fat hors d’oeuvres at Washington receptions. Other nights, I’d arrive home late and whip up some eggs and bacon for dinner. Sunday mornings meant a trip to the local Krispy Kreme for a dozen doughnuts. I told myself the doughnuts were a treat for the kids, but Liz and Mary didn’t eat nearly as many as I did.


I rarely got regular exercise. I was more of a weekend warrior, not always with good results. One weekend, I was playing a game of touch football and tore the cartilage in my right knee, leading to two months in a cast and ultimately surgery to remove all the cartilage. My sporadic activity increased my risk of injury without giving me much, if any, cardiac benefit.


At that stage of my life, I believed there was a direct relationship between how well I did my job and how many hours I was at the office. I hadn’t yet learned to pace myself or recognize the difference between quantity of hours and quality of work. Nor did I feel that I was under stress. The fact that I was in a high-pressure job tackling challenging problems enhanced its attractiveness. I literally couldn’t wait to get up and go to work each morning. At thirty-four, I was White House chief of staff. I began and ended most days in the Oval Office with the president of the United States, the most powerful and influential man in the world. And not just any president but Gerald Ford, a man for whom I had and have tremendous admiration, a man who healed the nation after Watergate and the first-ever resignation of a sitting president. The war in Vietnam was coming to an end. We were negotiating major arms control agreements with the Soviet Union. We had signed the Helsinki Accords, putting human rights on the table for the first time in negotiations between the United States and the Soviets, and by late 1975 we were gearing up for a historic presidential campaign. Most of the people I knew in Washington would have killed for this job. And I absolutely loved it. I knew we were living through historic times, and I wasn’t just an observer; I was a participant.


Like most other people in their thirties, I didn’t give a lot of thought to my mortality, and I operated as though I’d live forever. Bad habits and their long-term consequences frankly didn’t concern me much.


•  •  •


Although we came very close, we didn’t win the 1976 election. One of the hardest things I’ve ever had to do in politics was read President Ford’s concession to Jimmy Carter the morning after the election. While the campaign hadn’t seemed to take much of a toll on my health, by Election Day the president was suffering a bout of laryngitis. The next morning, just after 11:00, sun streaming through the windows of the Oval Office, his family gathered around him, he told me to have the White House operator get Governor Carter on the line. After some brief words of congratulations, President Ford turned things over to me, and I read the concession telegram that was on its way to Plains, Georgia:


Dear Jimmy:


It is apparent now that you have won out in our long, intense struggle for the presidency, and I want to congratulate you on your victory. As one who has been honored to serve the people of this great land—both in Congress and in the presidency—I believe that we must now put the divisions of the campaign behind us and unite the country once again in a common pursuit of peace and prosperity.


Certainly there will continue to be disagreements over the best means of reaching our goals, but I assure you that you will have my complete and wholehearted support as you take the oath of office this January. I also pledge to you that I and all the members of my administration will do all we can to ensure that you begin your term as smoothly and effectively as possible.


May God bless you as you undertake your new responsibilities.


Sincerely,


Jerry Ford


The call lasted three minutes.


•  •  •


Shortly after Election Day, job offers began coming my way. Lynne and I decided we would take a much-needed vacation and spend some time carefully considering what we’d do next. I decided this would also be a good time to see a doctor for a routine physical exam. I wasn’t having any problems and thought of myself as very healthy. The doctor told me that given my smoking, cholesterol levels, bad diet, and family history on my mom’s side, I was a prime candidate for a heart attack.


I didn’t believe him.


•  •  •


Losing a presidential campaign is painful, as anyone who has ever been through it will tell you. I had huge admiration for Jerry Ford and still believe he should have won that race. But the loss convinced me that I didn’t want to be in that position again with my future dependent on someone else. I loved politics, and I loved public policy even more. If I am going to continue to do this, I thought, I want it to be my name on the ballot. I knew if I were going to run, I had to get out of Washington and go home to Wyoming. When school ended that June, Lynne and I packed up the girls and our basset hound and headed out in a U-Haul for our hometown of Casper.


On June 11, 1977, at the annual convention of the Wyoming Stock Growers Association, Wyoming’s senior senator, Cliff Hansen, announced he would be retiring the following year. “When my wife, Martha, and I go home at the end of the 1978 session,” Hansen said, “we are coming back for good.” A rancher and member of one of the first families to settle in Jackson Hole, Cliff had also served as Wyoming’s governor and was loved throughout the state. His decision to retire meant that a lot of folks would be thinking about a run for the Senate. I was one of them. Later that summer, after we’d gotten settled in back in Casper, I drove down to Cheyenne to visit one of my mentors, former Wyoming governor Stan Hathaway. Hathaway had given me my first political job as an intern in the state legislature when I was a student at the University of Wyoming. He knew Wyoming politics and issues better than just about anyone else.


I sat across from Stan in his law office and told him I was considering running for Cliff Hansen’s seat. “Well,” Hathaway said, “you could do that, but Al Simpson is going to kick your butt.” At that point, Al had served for twelve years in the Wyoming State House of Representatives. He was a natural: he loved people and they loved him. He remains one of my closest friends to this day. And I remain glad I took Hathaway’s advice and didn’t run against Al in that first campaign. In 1977 I didn’t yet know Al well, but Stan’s warning meant a lot. I headed home to Casper resigned to the possibility that I wouldn’t be running for office after all in 1978. All that changed on September 17, 1977, at a football game in Laramie between the University of Wyoming and the University of Texas at El Paso. During half time, Congressman Teno Roncalio, a Democrat who held Wyoming’s only House seat, went up to the press box in the stands and announced he would not be seeking another term. Three months later, on December 14, 1977, I announced I would be a candidate for Congress. I was thirty-six, and there was no doubt in my mind that I was perfectly capable of running for and serving as Wyoming’s congressman. As far as I was concerned, I had no health problems whatsoever aside from a bum knee.


The idea of a statewide campaign in Wyoming was daunting, but I didn’t think of it as jeopardizing my health. Any obstacles to success in my mind were purely political, and I was confident I could overcome them.


At the beginning of the campaign, I traveled the state alone, talking to as many Wyoming citizens as I could, looking folks in the eye, asking for their support, and building an organization. Wyoming covers nearly a hundred thousand square miles and has only one congressman, making it one of the largest congressional districts in the country geographically. In a primary, I could expect there would be less than one voter per square mile. Running for office for the first time meant long hours and many miles of travel.


In November 1977 I attended my first political event—a spaghetti dinner at the high school gym in Lusk, Wyoming, hosted by the state auditor Jim Griffith—and spoke for the first time as a candidate for Congress. Lots of candidates were in attendance, and each of us was given ninety seconds to make our case. I had worked hard to prepare my remarks. I had rehearsed in front of Lynne and had my notes in large print on a stack of note cards for the event. Unfortunately, when I got to the gym, I discovered there was no podium, so no place to put my cards. There was just a bare microphone. I had to do the best I could from memory, and I was very nervous. The master of ceremonies for the event had a huge gong—The Gong Show was a big hit on TV in those days—and the challenge for all candidates was to say what we had to say before our time ran out and we were gonged off stage. I slid in under the wire. The whole thing was a bit disconcerting, but it taught me a valuable lesson: never to assume I could predict the conditions under which I’d have to speak.


Eventually it would become the closest race I ever ran in Wyoming, but things didn’t really heat up until June 1978. When the filing deadline came that month, three of us were in the race. Fortunately for me, a potential fourth candidate, Tom Stroock, decided at the last minute not to run. Tom was an oilman in Casper and would later become US ambassador to Guatemala. He would have been a strong opponent, and he and I would have split the vote in Casper. In the primary, I faced two men, both formidable opponents. Ed Witzenburger was a decorated World War II Air Force pilot and the incumbent state treasurer, who had been elected four years earlier. Jack Gage was the Republican son of a former Democratic governor with solid name recognition throughout the state.


All five statewide elected officials were also up for reelection in 1978, and from the start I had to assume that if I made it through the primary, I could well be in for a tough general election fight. Although Wyoming is traditionally a Republican state where Republicans outnumber Democrats by two to one, over the years the state’s voters had elected Democrats every once in a while. Gale McGee served for eighteen years in the US Senate, Teno Roncalio represented Wyoming for ten years in the US House of Representatives, and Ed Herschler served three terms as governor. By mid-June, the race was taking shape, and I was in Cheyenne campaigning. The day before Father’s Day, we went to two events: a square dance contest and the Cheyenne Kiwanis Club clambake, which was nonpolitical but an important event for those running for office.


We stayed that night with Joe and Mary Meyer. Joe and I had known each other since we’d started playing football together at Natrona County High School when we were fourteen years old, and he had been in our wedding. Joe, who would go on to serve as Wyoming’s treasurer, attorney general, and secretary of state, was the deputy director of the state legislative services office in 1978. This was a nonpartisan appointed position, so he couldn’t participate in the campaign. But he and Mary were happy to help out, providing us with a place to sleep whenever we were in Cheyenne. Around 2:00 a.m. on Father’s Day, I awoke with a tingling sensation in the two small fingers of my left hand. I had no chest pain or any other symptoms, but I thought immediately of my cousin, Gene Dickey, who had recently had a serious heart attack. I knew instinctively that I should have this odd feeling in my arm checked out. I woke Lynne up and told her I needed to go to the hospital. Then I went downstairs and woke up Joe. As Joe drove Lynne and me to the hospital, I remember telling them that this was probably nothing to worry about. I just wanted to be cautious.


When we arrived at the emergency room, I walked in on my own, sat down on an examining table, and passed out. When I regained consciousness, there was a good deal of excitement in the emergency room, and I suddenly realized it was focused on me. I was having a heart attack.


DR. REINER


Over an eighty-year life, a human heart beats, uninterrupted, 2.5 billion times, an astonishing example of physical durability seldom, and maybe never, replicated by even the most sophisticated human engineering. An automobile motor, for comparison, will make less than 500 million revolutions if you’re lucky enough to keep it running for 100,000 miles.


The heart is powered by nutrient- and oxygen-rich blood delivered through slender arteries, fuel lines for the human engine, that arise from the aorta, adhere to the surface of the heart, and then dive deep into the muscle. These vessels are not simple passive pipes; they are complex, living conduits capable of dilating, or contracting, when provoked, and they are lined with a single layer of cells that, when healthy, discourage the formation of blood clots. When these arteries are diseased, however, blood flow to the heart is imperiled, a condition that can yield catastrophic consequences, a harsh lesson I learned early in my career.


•  •  •


In July 1986, on my third day of internship, only my third day on the job as a doctor, I am paged stat to the exercise lab. North Shore University Hospital on Long Island is a sprawling place, and I have to run through a maze of corridors and stop to ask directions before I find the suite where cardiac stress tests are performed. When I finally arrive, I see one of my patients—I’ll call him Bob—lying on the floor, his legs propped on the stopped but still-inclined treadmill ramp. The patient, in his fifties, had been admitted a week before with a myocardial infarction (MI), that is, a heart attack. The cardiology fellow who had been supervising the test is kneeling next to the man, frantically trying to insert a large-bore IV into the patient’s arm. The fellow said that everything was fine until the patient’s knees suddenly buckled. Bob is still conscious but he doesn’t look good, and his blood pressure is barely detectable.


Bob’s recovery from the heart attack had been relatively uncomplicated, notable only for a bout of pericarditis, a painful inflammation of the fibrous sac that encases the heart. Pericarditis is not usually dangerous, but its appearance in this setting was a bit ominous because it suggested that Bob’s MI was not, as we’d previously suspected, small, involving only a limited inner rim of tissue, but instead involved the death of the full thickness of one of the walls of the heart, resulting in a significant loss of muscle. The stress test had been ordered as part of the standard procedure to determine if it would be safe to discharge him later in the day. Bob’s wife is already en route to the hospital intending to take him home.


Suddenly Bob stops breathing. We pull Bob off the treadmill, start cardiopulmonary resuscitation (CPR), and call for the “code team.” Over the hospital-wide loudspeaker, the page operator intones “9-9-9 stress lab,” the euphemism at North Shore for the more widely known “code blue.” In less than a minute, a breathless parade of residents, nurses, cardiologists, fellows, and assorted other onlookers rushes through the doorway. A nurse opens the code cart, a rolling, fire-engine-red Sears Craftsman cabinet with a defibrillator on top and rows of drawers below, housing an array of drugs, drips, catheters, and emergency paraphernalia—an end-of-life toolbox. An anesthesiologist intubates the patient, placing a transparent plastic tube into the airway below Bob’s vocal cords, enabling us to breathe for the patient with the aid of an Ambu bag, a hand-squeezed, plastic, barrel-shaped bellows connected to 100 percent oxygen. I do chest compressions for a while, a laying on of hands equal parts resuscitative and ritual, until my effectiveness wanes and I am relieved by fresher arms.


It’s a choreographed chaos accompanied by a sound track of monitor beeps, pump alarms, and desperate voices all simultaneously struggling to be heard. Time is not our ally, and every minute that passes without restoration of a pulse makes it less and less likely that this is going to turn out well. Bob’s exercise clothes have been cut away to facilitate the placement of central lines and defibrillator paddles. Now remnants of shredded clothing lie scattered on the floor. Unadorned we come into this world and, in a hospital, unadorned we go out.


After multiple rounds of drugs and shocks and after what seems like a very long time, but probably not much more than about half an hour, chest compressions stop. The room gets very quiet and someone palpates the patient’s carotid. There is no pulse. The team is polled for suggestions. There are none. Very little is said as someone records the time of death, and people file out of the room leaving behind soiled gloves and gauze and IV bags still tethered to the now lifeless man and an electrocardiogram (EKG) monitor with a horizontal green line stretching into eternity.


Bob’s wife arrives at the hospital unaware of this terrible terminal event. She is informed only that her husband has had a complication, and hospital staff take her to a room to wait. No one has told her that he is dead, a final responsibility left for me. The chief resident, David Cooper, who accompanies me on the short walk to the conference room, offers some quick advice on how to speak to the family and tells me to get permission for an autopsy. Postmortem examinations have been performed for millennia, and even today, when a patient dies unexpectedly, sometimes only an autopsy can determine the cause of death.


We introduce ourselves when we enter the room and sit down to talk. It is obvious that she is dreading what we are about to say, probably because of the way she was sequestered after she arrived at the hospital. Maybe she knows in the way that husbands and wives and mothers and fathers just seem to know when something bad has happened. I tell Bob’s wife that he collapsed while walking on the treadmill and, despite the efforts of many people, we were unable to resuscitate him. I don’t use euphemisms like passed or gone and instead say simply that I am so sorry to have to tell her that her husband has died. It’s an awful moment. I search without success for words of comfort. She asks us if he suffered at the end, and I tell her that I’m sure he did not.


Nurses clean Bob and dress him in a hospital gown before bringing him to a room where his wife spends some time with him before he is taken to the morgue. Cooper and I wait outside the door. When Bob’s wife finally comes out, I tell her that although we know he had a heart attack earlier in the week, we don’t know why he died today. I explain that an autopsy will answer some of these questions, and after some thought she gives her consent.


Bob’s autopsy removes all doubt as to why he died: a week out from his heart attack, his weakened myocardium ruptured, filling the pericardial space with blood, essentially strangling his heart. Although heart disease has been with humans for millennia and traces can be found in the remains of four-thousand-year-old Egyptian mummies, detailed knowledge of this affliction is relatively new.


•  •  •


In 1500, Leonardo da Vinci returned to Florence where he served as an engineer for Cesare Borgia, painted the Mona Lisa, and rekindled his prodigious interest in anatomy. In the winter of 1507, Leonardo visited a one-hundred-year-old man in Florence’s Hospital of Santa Maria Nuova a few hours before the man’s death. After performing an autopsy on the centenarian da Vinci wrote:


And I made an anatomy in order to see the cause of a death so sweet, which I found to proceed from debility through lack of blood and deficiency of the artery which nourishes the heart and the other lower members. I found this artery very dessicated, shrunken and withered. . . . The tunics of the vessels behave in man as in oranges, in which the peel thickens and the pulp diminishes the older they become.


Da Vinci is undoubtedly describing atherosclerosis.


The term atherosclerosis is derived from the Greek words athere (gruel) and skleros (hard). Examine an artery afflicted with this disease, and you appreciate the aptness of its name. While a normal artery has an elastic quality, an atherosclerotic vessel is often stiff (“hardening of the arteries’), a consequence of cholesterol, calcium, and various cellular elements that have been deposited in the blood vessel wall. Over many years, the accumulating material can impede blood flow and become prone to blockage by blood clots. Until fairly recently, the disorder was thought to result mainly from the accumulation of lipids (fats). It is now known that the disease, which develops over decades, is caused by a complex interaction among lipids, inflammatory cells, and components of the immune and clotting systems.


Although noted for hundreds of years, atherosclerotic heart disease is largely a malady of the twentieth and twenty-first centuries, killing more people than any other disease in the United States every year since 1900 with the sole exception of 1918, when the Spanish influenza pandemic infected 28 percent of Americans and killed a staggering 675,000 people. Atherosclerotic disease developed in the United States during an era of increasing life expectancy brought about by a precipitous decline in death due to infectious causes and a concomitant improvement in nutrition and wealth.


In 1971, Abdel Omran, an epidemiologist, published an influential paper, “The Epidemiologic Transition: A Theory of the Epidemiology of Population Change,” in which he described how a population’s death rate changes as a country industrializes. This landmark work described three progressive stages in the evolution of population longevity. In the United States, the first stage, what Omran called the “Age of Pestilence and Famine,” a period of high mortality and low life expectancy, when the top ten causes of death were all infectious diseases, persisted until about the year 1900. Prior to that time, the average life expectancy in the United States was only forty-eight years.


The second stage, the “Age of Receding Pandemics,” a time when mortality began to decline, occurred in the first half of the twentieth century. During this period, there were steep reductions in deaths in this country from diseases such as dysentery, typhoid fever, and tuberculosis. Food-borne diseases declined following key improvements in food quality fostered by safeguards like the Pure Food and Drug Act of 1906. The discovery of penicillin by Alexander Fleming in 1928 led to the antibiotic era. Polio mortality dropped sharply after the introduction of the Salk vaccine in 1955. These steep declines in deaths from infectious diseases contributed to a significant increase in the nation’s average life expectancy, which reached sixty-eight years by midcentury, ushering in the third stage (the modern era), in which chronic diseases and cancer predominate, and no other disease kills more Americans than heart disease.


The rise of coronary heart disease occurred in part because Americans were living long enough to develop this illness, which most commonly presents in the fifth through seventh decades of life and also because life itself was changing in this country. As we became more affluent and more urbanized, the nation shifted away from a traditional low-fat, agrarian diet and toward a diet high in saturated fats, found mostly in beef, pork, and lamb, as well as associated by-products such as lard, cheese, and cream.


•  •  •


On the eve of World War II, the US Army solicited the assistance of a University of Minnesota physiologist to help design a mobile diet for paratroopers. The components of the meal, initially acquired from a Minneapolis grocery store, were hard biscuits, dried sausage, chocolate, and hard candy; they were intended to provide soldiers with thirty-two hundred calories per day in a compact and easy-to-carry package. The final product, which also included Spam, Wrigley’s spearmint gum, and a four-pack of Chesterfield cigarettes, was assembled in a rectangular cardboard container resembling a Cracker Jack box and was called a “K-ration” in honor of its developer, Ancel Keys.


Following the war, Keys returned to the University of Minnesota interested in deciphering the puzzling increase in US deaths from heart attacks. Despite harsh conditions during World War II, the incidence of heart attacks had dropped significantly in many parts of Europe, but they were on the rise in the United States, where people had been relatively well fed. Beginning in the late 1940s and continuing over the next fifteen years, in what was likely the first-ever prospective cardiac epidemiology study, Keys followed several hundred businessmen from Minneapolis and St. Paul and demonstrated that the higher their cholesterol levels were, the greater their risk was of developing coronary heart disease.


In the 1950s there remained much uncertainty concerning the interaction between diet and cardiovascular risk, which was reflected in the conclusion of a somewhat ambivalent 1957 American Heart Association report:


The evidence at hand suggest a general association with high rates of consumption of fat, but it is difficult to disentangle this from caloric balance, exercise, changes in body weight, and other metabolic and dietary factors that may be involved. Thus the present evidence does not convey any specific implications for drastic dietary change, specifically in the quantity or type of fat in the diet of the general population, on the premise that such changes will definitely lessen the incidence of coronary artery disease.


Ancel Keys continued to investigate the interaction between diet and cardiovascular disease and conceived an enormous, international epidemiological project, called the Seven Countries Study, which began in 1958 and has continued for more than fifty years. The study followed nearly thirteen thousand men from the United States, the Netherlands, Finland, Italy, Croatia, Serbia, Greece, and Japan and collected detailed diet and risk factor data such as cholesterol levels and blood pressure. Keys found that meat consumption was high (more than 7 ounces a day) in the United States, Italy, and parts of Yugoslavia and almost nonexistent in Japan. In contrast, fish consumption predominated in Japan but was very low in the United States. The higher the content of dietary saturated fat and the more prevalent meat was in the diet, the higher was the average serum cholesterol level, and the higher was the death rate from heart disease.


In 1961, the American Heart Association appeared a little more convinced about the role of fat in the genesis of heart disease:


The reduction or control of fat consumption under medical supervision with reasonable substitution of polyunsaturated for saturated fats is recommended as a possible means of preventing atherosclerosis and decreasing the risk of heart attacks and strokes. . . . More complete information must be obtained before final conclusions can be reached.


Later that same year, Ancel Keys was profiled in a cover story in Time magazine, titled “The Fat of the Land,” in which he promoted his version of a lower-fat diet:


Eat less fat meat, fewer eggs and dairy products. Spend more time on fish, chicken, liver, Canadian bacon, Italian food, Chinese food, supplemented by fresh fruits, vegetables and casseroles.


•  •  •


As the nation’s diet changed, so did its addiction to cigarettes. According to the American Lung Association, at the turn of the last century, Americans smoked 2.5 billion cigarettes per year. Over the next several decades the US population tripled, but cigarette consumption increased by a factor of 250, peaking at 640 billion cigarettes sold in 1981.


Despite a greater than 50 percent decline in the prevalence of smoking over the past fifty years, 46 million people in the United States currently smoke, and the drop in tobacco use has not occurred with equal vigor in all socioeconomic groups. For instance, although the overall prevalence of tobacco use in adults is about 21 percent, it is about 28 percent for those with less than a high school education, those living below the federal poverty line, and those with no health insurance.


Several years ago a sixty-five-year-old obstinate smoker in my practice with severe coronary artery disease inquired whether my sister had been able to stop smoking. This patient, who resumed smoking after multiple operations, including both heart and leg bypass surgeries, knew that my older sister, Melanie, also struggled with smoking, a habit she hesitated to abandon for fear of gaining weight.


“Yes,” I told her. “As a matter of fact she did quit.”


My patient’s eyes brightened, and a smile came across her face when she asked me how Melanie did it.


“She got lung cancer,” I replied, mustering all the verbal tenderness of a punch in the nose.


Melanie didn’t fit into any of the disadvantaged groups. She was well educated and had an MBA in marketing, she wasn’t poor, and she did have health insurance, but she started smoking when she was a teenager and she couldn’t stop. Currently, about one in five US high school students smoke, and each day about four thousand kids under the age of eighteen try cigarettes for the first time. About a third of those who become regular smokers ultimately will die as a consequence. When Dick Cheney attended Natrona County High School in Casper in the 1950s, more than half of American high school students smoked.


Once begun, smoking is an extraordinarily difficult habit to break. The American Cancer Society estimates that only 4 to 7 percent of people will succeed in quitting on any given attempt, a statistic that increases to only about 25 with the aid of medications like nicotine patches, bupropion (Wellbutrin), or varenicline (Chantix). For many patients, however, a heart attack is a potent behavioral modifier, and at five years following the event, about half the patients who smoked prior to their heart attack remain abstinent from tobacco.


We now know that cigarette smoking is unsafe at any dose. There are more than seven thousand chemical substances in tobacco or tobacco smoke, including hydrogen cyanide, cobalt, benzene, and arsenic. The complex chemistry of cigarette smoke likely contains many more carcinogens and hazardous constituents and results in increases in blood pressure, coronary plaque deposition, arterial wall injury, and the propensity for blood to clot, a perilous mix increasing the likelihood and decreasing the age at which coronary disease will develop. On average, active smokers experience their first heart attack five to ten years earlier than people who have never smoked.


•  •  •


On a hot July day in 2007, my smart and successful sister, a woman who loved fashion, family, and all things wonderful, died at age fifty-two. Her cancer was in no rush, first taking Melanie’s left lung and a piece of her esophagus, then her ability to eat or talk, and then her ability to breathe without a ventilator. My sister had the longest ICU stay of any patient I have ever come across in my twenty-seven years as a physician. Melanie was brave and beautiful and doggedly refused to leave her husband, Marty, the love of her life, until the relentless disease finally consumed her with its singular, terrible malice. I remind patients who continue to smoke that there are consequences even worse than another heart attack. There are some that are even worse than death.


•  •  •


The identification of individual behavioral and physiological characteristics associated with an increased likelihood of developing atherosclerotic heart disease (risk factors) was achieved in large measure through the efforts of a long-term study run jointly by the National Heart Lung and Blood Institute and Boston University. The study, which began in 1948, enrolled 5,209 men and women from the town of Framingham, Massachusetts, and followed these subjects every two years with physical examinations, blood work, and detailed interviews with the goal of identifying common factors associated with the development of heart disease. Over the past sixty-five years, the still ongoing Framingham Heart Study has identified hypertension, diabetes, tobacco use, high cholesterol, obesity, physical inactivity, and male gender as risk factors for heart disease.


Framingham investigators have developed a variety of tools, now accessible with online calculators, that use readily available clinical data such as age, weight, blood pressure, and cholesterol to predict an individual’s risk of developing heart disease. At the time of Dick Cheney’s heart attack in 1978, he was thirty-seven years of age, had a blood pressure of 125/70 mmHg (normal) and serum cholesterol of 271 mg/dl (high), was an active smoker, and was 5 feet 9 inches tall weighing 196 pounds. Using these variables, the Framingham model estimates that Mr. Cheney had an 8.2 percent ten-year risk of developing heart disease (similar to that of a fifty-year-old man) compared to a normal risk of 3.4 percent and “optimal” risk for a man his age of 2.6 percent. Subtract the history of cigarette smoking from the model, and Mr. Cheney’s ten-year cardiac risk drops in half to 4.1 percent.


Although disease of the coronary arteries typically announces its presence in middle age, a heart attack is usually the culmination of a process that begins decades earlier, typically when we are still children. It’s in childhood that we develop our eating habits and exercise patterns and, importantly, when we have our first cigarette. In the 1970s, doctors at Walter Reed Army Medical Center examined the hearts of soldiers killed in Vietnam and noted that although the young men were on average only twenty-two years old, evidence of atherosclerosis was identified in almost half.


The seeds of heart disease are planted early.





CHAPTER 2



Echoes of Ike


VICE PRESIDENT CHENEY


Although I’d suspected something was wrong when I woke up in the middle of the night with a strange sensation in my arm and hand, hearing the words was a blow: “You’re having a heart attack, Mr. Cheney.” Hours earlier, I was a thirty-seven-year-old in what I thought was great health, going all out, working around the clock, to try to win Wyoming’s congressional seat. I felt young and invincible. Now I was lying in the ER at Cheyenne Memorial Hospital, having passed out shortly after I arrived. I came to as physicians and nurses scrambled around me. I had a million questions. How could this have happened to me? Was my life at risk? How would this change my life? How would it change my race for Congress? Would I have to drop out of the race?


Nobody had many answers in those first few hours. I was admitted to the hospital and began what would be an eleven-day stay. Although there were no cardiologists in Cheyenne in 1978, I was fortunate that my case was assigned to an internist named Dr. Rick Davis. I have never forgotten the advice he gave me in the first days after my first heart attack: “Hard work never killed anybody, Dick.” He told me that spending time doing work you don’t want to be doing is far more stressful and potentially harmful. I took his words to heart as I thought about how this heart attack might have to change my life.


The humor and thoughtfulness of my friends certainly helped lighten my mood during the long hospital stay. James Naughton, a well-known reporter for the New York Times, had covered the 1976 presidential race. He loved a good prank and was constantly playing practical jokes on his colleagues. Several of them came to me just after the election with an idea for a prank we could pull on Naughton. We convinced him to travel to the Catoctin Mountains in Maryland for what he thought would be an exclusive interview at Camp David with President Ford. We in fact set it up for a time when the president wasn’t in residence at the camp. Then we all enjoyed a good laugh when we heard the Marines at the Camp David gates had turned away a crazy reporter who had tried to gain entry to the presidential retreat. A few days after my heart attack, Lynne came into the hospital room laughing and handed me the one-line telegram from Jim. It said, “I didn’t do it. Naughton.”


Another dear friend, Foster Chanock, a brilliant young man who had worked for me in the White House when I was chief of staff, spent a good deal of time calling all of our mutual friends telling them not to even think about sending flowers. Send campaign contributions, he told them.


It may surprise some, but I wasn’t viewed as the most conservative candidate in the race. Most thought Ed Witzenburger, who had been the Air Force liaison to the Senate when Barry Goldwater was on the Senate Armed Services Committee, was more conservative than I was. Before my heart attack, I’d heard that Goldwater was planning a trip to Wyoming and thinking of endorsing Ed. The last thing I needed was a nationally known conservative endorsing one of my opponents. Before I had my heart attack, I’d placed a call to Dean Burch, one of Goldwater’s closest aides. I knew Dean from my time in the White House when he’d been a counselor to both Presidents Nixon and Ford. I told him I knew Goldwater was coming to Wyoming and asked if the former senator might avoid endorsing anyone in this hotly contested primary. Dean didn’t make any commitment to me, but he heard me out.


Three days after my heart attack, Barry Goldwater came to Wyoming. He stopped in Cheyenne, and he didn’t endorse anyone. I am sure my call to Dean may have helped, but I imagine the fact that I was lying in a hospital bed having suffered a heart attack seventy-two hours before his arrival was also a pretty big factor in his decision not to endorse my opponent that day.


When I was released from the hospital on June 29, I knew that I wanted to continue the campaign. Dr. Davis told my hometown paper, the Casper Star Tribune, “The prognosis is excellent for Dick’s full and complete recovery. After a period of rest and recuperation at home he can expect to be able to resume a full and active schedule.” I spent most of my rest and recuperation in the shade of a large spruce tree in the backyard of our house in Casper. A good friend had just finished working with President Nixon on his memoirs and got me an advance copy, which I read while I thought about what to do next. Looking back thirty-five years later through the medical records from that period, I found something I hadn’t remembered. Both Dr. Davis and my hometown cardiologist, Dr. Wes Hiser, had noted their concerns about my continuing the campaign. Dr. Davis wrote:


He and his family have been terribly concerned about the congressional campaign, and whether he should quit or not. It was my own personal feeling that it would probably be wisest to drop this at the present time, but I certainly didn’t press this on them at all. He understands that he has at least a two months convalescence without any active campaigning and it is currently his choice to keep the options open and continue with the campaign.


I can understand why the doctors felt that way. I am confident neither of them had ever before treated a cardiac patient who was simultaneously a candidate for Congress. What is significant, though, is that neither of them wanted to focus solely on their personal responses. They listened to me and thought about the negative impact it might have if they placed limits on my aspirations. Thirty-five years later, I still consider Dr. Davis’s reminder that “hard work never killed anyone” some of the finest medical advice I have ever received. I believe it sustained me through my four subsequent heart attacks and the numerous other cardiac challenges I faced as I pursued my career in public service. For that, I will always be grateful.


•  •  •


As I rested in Casper over the next few weeks, for the first of what would be many times in my life, I had to contemplate heart disease as a political issue. Even after I got the go-ahead from the doctors to continue the campaign, I considered what the voters would think. Would they be concerned that I might not be physically up to the job? Would my opponents try to use my heart attack against me? How would I explain to the voters exactly what had happened—and why, in spite of the heart attack, I wanted to go forward and pursue my political aspirations to represent them in the US Congress?


I convened a number of people I trusted to discuss the way forward. Bob Teeter was my pollster. We had met on the Ford campaign, and he would remain a close confidant until his untimely death in 2004. Bob Gardner, another Ford campaign veteran, was my advertising director. The best man at our wedding and my campaign chairman, Dave Nicholas, also joined us. And of course Lynne was my most trusted adviser. We got together and explored the idea of conducting a statewide poll to ascertain what impact the heart attack had on public attitudes toward me. We realized pretty quickly, though, that we didn’t know what questions to ask. No one had ever tried to measure the impact of a candidate’s heart attack in the middle of a campaign. We decided to try to put together an ad to address voters, thinking the direct approach would be best. There had been plenty of coverage of my heart attack in the Wyoming media, so the ad took the issue head-on. We gathered a group of friends and supporters, and we all sat on the lawn in our backyard. With the cameras rolling, we discussed famous political leaders who’d suffered heart attacks. We talked about Lyndon Johnson and Dwight Eisenhower and how they’d continued in the highest office in the land after their coronaries. When we showed the finished product to a small group of friends, it bombed. People said it was way too depressing and jarring. We scrapped it.


While we thought of other ideas and approaches, Lynne spent a good deal of time filling in for me on the campaign trail. She spoke at Republican events all across Wyoming. She was so good that many of my supporters suggested, only half-jokingly, that we might be better off if she were the candidate.


We finally settled on the idea of writing a letter that we’d send to every registered Republican voter in Wyoming explaining the facts of my heart attack and why I had decided to continue my campaign for Congress. I addressed why I had decided to run in the first place, laying out the issues that had initially inspired my candidacy. Then I continued:


A man’s political beliefs are only a part of what motivates him, and in June an event in my life gave me reason to evaluate why I am running for Congress from a different perspective. While I was campaigning in Cheyenne, I suffered a mild heart attack.


I explained that I’d been given a green light by the doctors to go ahead with my run, that there was no health reason I couldn’t run for and serve in Congress. Then I wrote:


An event like a heart attack, however mild it might be, causes a man to reflect upon himself and what is important to him. I must admit that when I found out what had happened, it occurred to me that there are certainly easier ways for a man to spend his life than in running for Congress and being a public official, ways of life which are easier on his family, on his privacy, and on his pocketbook.


But as I talked to my family, it became clear to me that while public life is sometimes difficult, it is also, for the Cheneys at any rate, immensely satisfying. All of us, Lynne, our two daughters, and myself, like being involved in an effort which goes beyond our own personal interest. Trying to achieve goals which benefit many people gives all of us a good feeling, an uplifting sense of purpose.


On July 11, 1978, I invited a few members of the Wyoming press to our home in Casper and announced that I would be continuing the race. I explained that I would continue to rest for the next few weeks and then would be back out on the campaign trail.


I traded in the Ford Mustang I had been using to drive myself to campaign events for a large motor home. My dad joined us as our driver, and my mom came along as our cook. Both of them, along with Lynne, made sure I got plenty of rest in the back of the RV between campaign events and I had healthy food to eat. A note from Dr. Hiser to Dr. Davis on July 26, 1978, indicates how closely they were watching my progress:


Dick Cheney returned to this office on 25 July 78. He looks extremely well and feels as well. Because he is doing well I have permitted him to have two short appearances in his campaign this coming weekend. Overall I think he is doing nicely and I will keep you informed.


Dr. Hiser had some specific instructions for me:


We will permit him to have two short appearances this weekend in Douglas and Torrington. He is to ride there in an air-conditioned travel van. He is to rest while going there, he is to maintain his exercise program, and he is to assure that he will get 8 hours sleep each night.


With my wife and parents along for the ride, I am confident we followed Dr. Hiser’s orders to the letter.


The heart attack, as daunting as it was, probably helped my campaign. The letter gave me an opportunity to communicate with the voters of the state without asking for anything other than their understanding. And it allowed me to talk to them as a husband and a father, not as a politician. A congressional candidate suffering a heart attack midcampaign was big news, and the event probably increased my name recognition across the state. When primary day rolled around, I won the three-way race with 42 percent of the vote.


DR. REINER


On September 23, 1955, President Dwight David Eisenhower developed what he thought was indigestion while playing golf at a country club outside Denver. The president had already completed eighteen holes and was in the middle of his second round when the discomfort convinced him to leave the course and return to the home of his mother-in-law in Denver, Colorado, where President and Mrs. Eisenhower were staying. The president, who was sixty-five, had no prior history of heart disease, but he had been an avid smoker, at one point consuming four packs of cigarettes per day. Eisenhower painted for a few hours, ate a light dinner, and went to bed around 9:30 p.m., but at about 2:45 a.m., he awoke with pain in his lower chest. When milk of magnesia failed to provide relief, the president’s physician was summoned to the Doud residence. Major General Howard Snyder, an army surgeon, arrived at 3:11 a.m. and noted that the president’s blood pressure was 160/120 and his pulse was 90 beats per minute, both elevated, typical for a patient in pain. Although there are conflicting accounts of what occurred next, a handwritten note, which Major General Snyder maintained he wrote at the president’s bedside, states:


As soon as I arrived, listened to the president’s heart and took blood pressure, I realized it was a heart injury.


This would have been an impressive diagnostic achievement for a physician not trained in cardiology and not having ready access to an EKG. Nonetheless, Snyder asserted that the president was immediately treated with amyl nitrate, an inhaled vasodilator; papaverine, also a vasodilator, this one administered in an injection; morphine for pain; and heparin, an anticoagulant injected intramuscularly. Because the patient was sweaty, cold, and restless, Snyder asked Mrs. Eisenhower to get into bed with the president in the hope that this would calm and warm him (a curious strategy not currently recommended for a patient with a suspected heart attack). Snyder later administered a second dose of morphine, which eased the president’s pain and lowered his blood pressure to a closer-to-normal 140/80. The morphine allowed the president to fall asleep around 5:00 a.m., but when he awoke at 11:00 a.m., his chest pain was still present. At 12:30 p.m. (ten hours after the president’s chest pain began and about twenty-four hours after his initial discomfort), Dr. Snyder requested an EKG machine; forty-five minutes later he documented an anterolateral myocardial infarction (a heart attack involving the front wall of the heart). The president was then walked downstairs and transported by car to the hospital.


In his exhaustive book Eisenhower’s Heart Attack, from which this chronology is obtained, Clarence Lasby casts doubt about whether Snyder’s note was indeed a contemporaneous depiction of the events that night and instead suggests that Snyder wrote the memorandum much later to cover up for misdiagnosing the president’s symptoms and for erroneously treating him many hours for a presumed gastroenteritis.


After arrival at Fitzsimons Army Hospital, President Eisenhower was placed in an oxygen tent, not permitted to see his cabinet for two and a half weeks, ordered to remain at bed rest for a month, and kept out of Washington for seven weeks. Two hundred thousand people lined the streets to view the motorcade when he returned to the nation’s capital. After only a weekend in the White House, Eisenhower left Washington to continue his recovery at his farm in Gettysburg, Pennsylvania, and didn’t return to work at the White House until after the New Year.


•  •  •


Regardless of whose version of events one accepts, Eisenhower’s case illuminates the standard of care for a heart attack at midcentury. For the first eight decades of the twentieth century, the standard therapy for a heart attack mostly involved bed rest and pain control, usually with morphine, palliative treatments intended to keep the patient quiet and comfortable in the hope that no further catastrophe would befall the damaged heart. In the 1950s, oxygen was introduced as a standard therapy and papaverine and nitroglycerin, blood vessel dilators, were often given to prevent coronary spasm. Sometimes warfarin (an oral anticoagulant) or heparin (an injectable anticoagulant) was prescribed to prevent another heart attack or pulmonary embolism (a real hazard because of the prolonged bed rest); however, no strategy was employed to reopen the culprit vessel and limit the damage to the muscle. Patients spent on average four to six weeks in the hospital, and 30 percent died during the hospitalization, a toll reflecting the dismal progress achieved in the management of this disease through much of the twentieth century.


•  •  •


The term infarction, derived from the Latin infarcire, “to stuff,” refers to the death of tissue resulting from interruption of nutrient-rich blood. In 1880, Karl Weigert, a German pathologist, first made the association between an occluded coronary artery and a myocardial infarction, but most physicians of the time, including the legendary Sir William Osler, considered a heart attack a nonsurvivable event. In his classic 1892 textbook, The Principles and Practice of Medicine, Osler incorrectly noted, “Complete obliteration of one coronary artery, if produced suddenly, is usually fatal.” Twenty years later, at the 1912 meeting of the Association of American Physicians, Dr. James Herrick, a master clinician who two years earlier was the first to describe sickle cell anemia, proposed the revolutionary idea that a patient could survive an MI:


Obstruction of a coronary artery or any of its large branches has long been regarded as a serious accident. . . . But there are reasons for believing that even large branches of the coronary arteries may be occluded—at times acutely occluded—without resulting death, at least without death in the immediate future.


Not only did Herrick understand that a myocardial infarction need not be fatal but he also suggested that it was caused by a thrombus (blood clot) and was among the first to suggest strategies that might ameliorate the damage:


The hope for the damaged myocardium lies in the direction of securing a supply of blood through friendly neighboring vessels so as to restore so far as possible its functional integrity.


Although the concept that a heart attack results from obstructed coronary blood flow was accepted as fact by the early 1900s, Herrick’s notion that a newly forming blood clot was the cause of that obstruction was the subject of continuing debate for most of the century. As recently as 1974, only four years before Dick Cheney’s first heart attack, Dr. William Roberts, head of cardiac pathology at the National Heart, Lung and Blood Institute at the National Institutes of Health, wrote an editorial in Circulation, the journal of the American Heart Association, in which he rhetorically asked, “Which comes first, coronary thrombosis or myocardial necrosis?” (Which comes first, a blocked coronary artery or the heart attack?) His answer, like that of many physicians before him, that coronary thrombosis was the consequence rather than the precipitating cause of acute myocardial infarction, would soon be proven incorrect.


Without a clear consensus in the cardiology community that the usual culprit during a heart attack was a thrombus, a dynamic and potentially reversible problem, treatment was mostly limited to prodigious amounts of rest. In his brief remarks to the five thousand well-wishers who greeted him at the airport upon his return to Washington after his heart attack, President Eisenhower acknowledged the caution of his doctors and the torpid pace of his recovery:


I am happy the doctors have given me at least a parole if not a pardon. I expect to be back at my accustomed duties, although they say I must ease my way into them and not bulldoze my way into them.


The treatment administered for Dick Cheney’s myocardial infarction was remarkably similar to that received by Eisenhower twenty-three years earlier, both focusing mostly on rest. After an uneventful eleven days in the hospital, Cheney was advised by Dr. Davis to remain “homebound with in-house activity” for an extended period of time.
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