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A very old case of acute coronary syndrome
(the 41* case)
Department o f Gereology »the First Hospital , Peking University ,Beijing 100034 ,China

Case presentation

A 83-year-old male patient was admitted to
the First Hospital of Peking University on Decem-
ber 29, 2009 because of aggravation of intermittent
chest pain for one month, The case suffered a dull
or sharp chest pain with effort for 30 years. The
pain can be relieved by rest or taking nitroglycerin.
It attacked more than 10 times a year. The patient
never took any regular examination or treatment,
One month ago, the patient began to feel a strong
pain after meal or with effort without any precipi-
tating factor, accompanied with chest compres-
sion, nausea and muscle soreness of both shoul-
ders. The pain attacked several times a day, but still
ould be relieved by rest or taking nitroglycerin, The pa-
tient presented with a past medical history of hyperten-
sion and lipid abnormality. He had no smoking or alco-
hol drinking habit. He reported a family history of hy-
pertension and coronary heart disease.

Physical examination; The blood pressure was
130/70 mmHg, pulse rate 70/min, respiratory rate
18/min, and heart rate 70/min, The border of car-
diac dullness was normal, and no cardiac murmur
was heard. No function disturbance in spine and
extremities was found. No pathological reflex was
detected.

Accessory examination; Liver and kidney function
was normal. Electrolyte concentration was in normal
range. creatine kinase(CK), CK-MB isoenzyme and car-
diac troponin I (¢TNI) were normal, The patient had
taken fluvastatin (40 mg/d) for a long time, LDL-C
was 3. 04 mmol/L, Electrocardiogram (ECG);
asymptomatic ECG is shown in Fig 1, and ECG
during angina attacking in Fig 2.
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Fig 1 Asymptomatic ECG

Fig 2 ECG during angina attack

Admission diagnosis: (1) Acute coronary syn-
drome (ACS), unstable angina pectoris (UAP);
(2)hypertension, grade 3, very high risk; (3)lipid
abnormality.

Treatment procedure: After admission, the pa-
tient was given double antiplatelet therapy with aspi-
rin, clopidogrel and low molecular weight heparin im-

mediately, as well as beta-blocker, angiotensin conver-
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ting enzyme inhibitor(ACEI) and statin, but the patient
still complained chest pain, During angina attack,
ST-segment depressed obviously and CK-MB and
¢TNI increased to 6 pg/L and 0. 8 pg/L,
respectively, Echocardiography showed enlarged
left atrium, left ventricular ejection fraction
(LVEF) of 58. 7% ,mitral regurgitation, and pos-
sible rupture of chordae tendineae, Coronary angi-
ography showed that left main (LM) stenosis was
>85%, proximal-median of left anterior descend-
ing (LAD) stenosis >95%, distal of LAD stenosis
95%, right coronary artery (RCA) stenosis >
95%, left circumflex coronary artery (LCX) total
closure from proximal(Fig 3). The patient was ad-
vised to take revascularization therapy, but he and
his families refused. So we changed the therapeutic
regimen from fluvastatin 40 mg/d to rosuvastatin
10 mg/d. His LDL-C decreased to 1. 6 mmol/L,
and his heart rate was well-controlled (50/min at
rest and 65/min in exercise) by using beta-blocker.
Then, the patient’s condition got stabilized gradu-
ally and no chest pain was reported. According to
follow-up visit after discharge from the hospital,
the patient had occasional complain of chest pain or
discomfort in his daily life, but the symptoms can
be relieved immediately after rest or taking nitro-

glycerin.
Clinical discussion

Dr. LI Shaofei: This is a case of non-ST-segment
elevation ACS, Risk stratification is important for

designing therapeutic strategy. There are several

kinds of methods for risk stratification, such as the
Thrombolysis in Myocardial Infarction( TIMI), the
Grobal Registry of Acute
(GRACE), and the Platelet glycoprotein Il b/[lf a
in unstable Angina: Receptor Suppression Using
Integrilin Therapy (PURSUIT) scores. According

to the three scores, this case belongs to very high

Coronary Events

risk level. If the patient suffered repeated attack of
agina pectoris even after intensive drug therapy,
revascularization should be considered as soon as
possible.

Dr. TIAN Qingping: Coronary angiography
showed that this case had severe left main and tri-
ple vessel lesions, with definite indication of revas-
cularization. But concerning the relative risks, the
patient and his families refused revascularization,
so drug therapy became the only choice of treat-
ment. Treatments, including antithrombosis, lipid
regulation, myocardial ischemia alleviation, and
decrease of myocardial oxygen consumption,
should be taken in consideration. When the patient
had unstable condition and suffered frequent at-
tack, double antiplatelet therapy, asprin and clopi-
dogrel plus low molecular weight heparin were ad-
ministrated. Rosuvastatin, which can reverse the
plaque according to evidence-based studies, was
used to control LDL-C to a lower level. Ester ni-
trate was applied reasonably to avoid drug resist-
ance. Beta blocker was used to slow down the
heart rate and to decrease myocardial oxygen con-
sumption. ACEI was used to improve endothelial

function, inhibit plaque progression, and improve the

Fig3 Coronary angiography
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prognosis. Trimetazidine was used to improve myo-
cytes metabolism and help to alleviate the symp-
tom. After comprehensive medications, the patient
‘s condition was greatly improved, and his daily life
quality can be guaranteed.

Dr. LIU Meilin : Coronary lesions in aged pa-
tients are usually severe and accompanied with dia-
betes, lipid disorder, hypertension, heart failure,
kidney failure or respiratory problems, which will
make the situation much worse. For aged patients,
it is difficult to target the "culprit" vessels, and
perform percutaneous intervention(PCI), Besides,
bleeding is an another risk due to long-term double

antiplatelet therapy. So individualized treatment is

of the best choice for aged patients. Although high
risk patients can benefit from revascularization,
aged patients usually prefer conservative drug ther-
apy. PCI just alleviated the symptoms instead of
improving prognosis in patients with stable angina
pectoris, So whether choosing revascularization or
not, rational drug therapy and life style change are the
basis for treatment of coronary heart disease.

Final diagnosis: (1) ACS, non-ST elevation
myocardial infarction; (2) Hypertension, grade 3,

very high risk; (3) Lipid metabolism disorder.

(Translator: TIAN Qingping)
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