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Clinicopathological Conference

An 85 year old woman with paroxysmal precordial pain and chest compression

(the eleventh case)

Case presentation

Institute of Geriatric Cardiology, Chinese PLA General Hospital

The patient, female, 85 years old, was admitted to
the hospital because of paroxysmal precordial pain and
chest compression for 7days with aggravation for 13 hours.

The patient suffered from precordial pain and chest
compression during sleep, which persisted for 20 minutes or
so and were telieved by taking through sucking the Chinese
drug “Suxiaojiuxinwan” and “Fufangdanshendiwan”. The
above symptoms occurred 3 to 5 times every day without
intensive treatment and got more severe as bursting pain at
22:00 on December 29, 2003. The pain radiated to the
left shoulder accompanied with perspiration and pallor of
face. The bursting pain had persisted for 3 hours without
remission before the patient was admitted on emergency on
Dec 29, 2002. Because ECG of the patient indicated that
ST segment decreased by 0.2 - 0.3 mV in leadsIl , IIT,
aVF and 0.3 - 0.5 mV in V1-V6 leads, meanwhile T
wave was inverted in V1-V6, the patient was diagnosed as
coronary heart disease, acute non-ST-segment elevating
myocardial infarction.

The past history consisted of acute myocardial
infarction in 1993 ( the location was unknown ),
hypertension for 40 years, cerebral embolism in 1986 and
1998 respectively.

Physical examination: The temperature was 36.5C,
pulse was 70 per minute, and blood pressure was 110/62
mmHg. The patint was conscious with chest deformity.
Chest percussion found hyperresonance. The respiratory
sound was clear. Neither dry nor moist rales were heard
in both lungs . The heart rate was 70 beats per minute,
cardiac thythm was regular and a grade 3 /6 systolic
murmur was heard at auscultation area of aortic and mitral

valves. No positive sign except the liver enlargement was
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found in abdominal examination. There was no peripheral
edema at lower extremities. ECG demonstraied sinus
thythm, ST segment decreased by 0.2 - 0.3 mV in leads
II,M, AVF and 0.3 - 0.5 in leads V1-V6 and T wave
was inverted in V1-V6. Myocardial enzyme examination
showed that CK-MB was 21U/L and troponin ¢Tnl 0.385
ng/ml. Examination on Jan 2, 2003 found that -CK was
934. 2U/L ,LDH1127. SU/L, cTnl 35.2 ng/ml and AST
719 mmol/L.

The patient got angina at 9:00 on January Ist and
received accelerated dropping of isosorbide mononitrate.
At 17: 40 the precordial pain occurred again without
remission followed by continuous dropping of blood
pressure, speeding up of heart beat, moist rales over both
lungs and cyanosis. ECG indicated elevation of ST
segment by 0.1 mV in lead aVR in addition to the
existing ST-T change in other leads. Arterial gas analysis
suggested metabolic acidosis and hypoxemia. At 19:45
the patient was in light coma with heart rate 37 beats per
minute, blood pressure 64/43 mmHg, and breath rate 12
per minute. Treatment with coramine, atropine,
dopamine and 654-2 intravenous injection and sodium
bicarbonate intravenons drip was given. At 20:05 tracheal
intubation  through

respiration, dopamine for maintaining blood pressure and

mouth, respirator for assisting
IABP implantation were given. At 0: 55, the patient
became conscious, the blood pressure was stable under
maintenance treatment with sodium nitroprusside and
dopamine, acidosis was corrected and electrolytes were
nommal. Afterward, the patient’ s condition was still
critical and the myocardial enzymes rose progressively. At
16: 45 on January 1st, the temperature elevated to
39.2°C and ECG

tachycardia followed by ventricular escape beat rhythm,

showed paroxysmal ventricular

tachpnea, pallor of face and cyanosis of lips, the
peripheral blood pressure could not be measured, moist
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rales could be heard at both lung bases, ECG showed
paroxysmal ventricular escape beat thythm and paroxysmal
ventricular tachycardia. All emergency treatments failed.

Clinical

Dr. Zhang Wenli: According to the symptoms,
physical signs, ECG and myocardial enzyme of the
patient, the diagnesis of “coronary heart disease, acute
non-ST segment elevating myocardial infarction” was
clear. Since the patient suffered from extension of
infarction again in a short period, some factors such as
the disturbances of metabolism, electrolytes and acid-base
balance might play roles in the worsening of his
condition. Generally, the aged is less vulnerable to
penetrating myocardial infarction than the youngers, but
the fact that the patient developed cardiogenic shock and
significnat increasing of cardiac enxymes suggested that
the infarction lesion had penetrated the whole wall.
Serious consideration should be taken for the choice of
interventional therapy for this kind of patients, because
the atherosclerotic lesions in the elderly are extensive and
so fragile and sensitive that even a light stimulation might
lead to a severe cardiac event.

Dr. Gao Wei: The prognosis is bad when the aged
patients suffer from non-ST segment elevating MI.
Usually, cardiogenic shock happens when the area of
infarction is over 40% of the myocardium, so I estimate
that the area of infarction of this patient was extensive.
inevitably
cardiogenic shock, multiple organ failure and final death

That was why the patient experienced
in such a short time despite the active treatment with
drugs and IABP implantation.

Dr. Gao Lei: The extension of infarction probably
had something to do with the following factors:
constipation, spasm of coronary artery, and some other
factors. Non-ST elevating MI in the elderly often indicates
that the lesions are extensive and IABP should be
implanted to improve the perfusion of important organs.

Dr. Tian Jinwen : 1 agree with the present diagnosis
of “acute non-ST-segment elevating MI” . Considering that
the features of ST segment elevation in aVR lead as well
as extensive depression in precordial leads and

At 18:40, the patients had no autonomous respiration, no
electrocardiac activity and finally died.

discussion

irreversable dropping of blood pressure, infarction in right
ventricle was highly suspected.

Dr. Yan Muyang : The mortality would rise to 70%
— 80% when acute coronary syndrome in the elderly
leads to cardiogenic shock. According to the ECG
findings, 1 think the coronary aterial lesions were
extensive. It was the collateral circulation that supplied
the oxygen for the myocardium, but its ability of
compensation was not enough. Any stimulation, such as
infection and sympathetic stress, might cause severe
cardiac event. Assistant instruments, IABP and respirator
should be used in time,
interventional therapy targeting at the culprit arteries is

moreover, emergency
also crucial because it can improve prognosis.

Dr. Zhao Huaibing: Infarction extension is the
state of in situ worsening of ongoing MI. Since the old
female patient experienced extensive subendocardial MI,
cardiac dysfunction, slow flow of blood stream and
imritable state of coronary artery as well as vascular spasm
might cause infarction extension. Furthermore, a grade-3
systolic murmur was heard at auscultation area of mitral
valves. If it was verified to be a new sign, papillary
muscle dysfunction after MI should be highly suspected.
In my opinion, interventional therapy should be given as
soon as possible.

Dr Cheng Rui: The inconsistency in the early stage
between significant depression of ST segment and minor
changes of myocardial injury indicators suggested that the
myocardial infarction was local, while the following
changes of myocardial injury
infarction extension. In my opinion, ischemic reperfusion

injury and endothelial dysfunction might take part in the

suggested

indicators

pathogenesis of infarction extension. Considering that the
acute coronary artery syndrome in the elderly mostly has
extensive lesions and leads to obvious coronary stenosis,
antiplatelet therapy instead of thrombolysis is strongly

recommended .



+ 302 - EEFLREHRFRTE 204 E 123 3% $45  Chin J Mult Organ Dis Elderly Dec 2004 Vol 3 No 4

Dr. Zhao Yusheng: The clinical characteristics of
this case were advanced age, female, past history of
hypertension, cerebral embolism, and old myocardial
infarction. The patient suffered from unstable angina,
unpenetrating MI, postinfarction angina and infarction
extension. Attention should be paid to the following
points; Firstly, ST segment elevation in aVR lead
accompanied with extensive ST segment depression in
leads of anterior wall and inferior wall always suggests a
severe occlusive lesion in left main coronary arteries or
somewhere else, which always leads to poor prognosis.
Secondly, according to the pathophysiological character of

Pathological

The main autopsy diagnosis: atherosclerosis, coronary
atherosclerotic heart disease, acute myocardial infarction,
cardiac apex, which involved anterior wall, lateral wall and
inferior wall of left ventricle, papillary muscles of posterior
wall of left ventricle, interventricular septum as well as right
ventricle. There were many old infarction foci at cardiac
apex anterior wall, lateral wall and inferior wall. The
infarction was located in the inner 1/3 of cardiac ventricular
wall ( subendocardial infarction ), at cardiac apex and
anterior wall with local infarct penetrating the whole wall
(transmural myocardial infarction) .

The stenosis degree at the starting part, middle part
and distal part of the left anterior descending coronary
artery was 50% — 70%, 60% ~ 0% and 20% - 40%
respectively, that of the starting part and distal part of left
circumflex branch of coronary artery was 40% —60% and
30% respectively, and that of the starting part, middle
part and distal part of the right coronary artery was 50% —

non-ST segment elevation myocardial infarction in the
elderly, thrombolysis is not recommended. Retrospective
and prospective studies showed that thmmbolyéis for this
kind of cases would increase the mortality, while
interventional therapy would rescue more myocardium and
seems to be more beneficial to the elderly than to the
young. Finally, the thrombus in coronary artery in the
elderly is mainly caused by platelet aggregation, so it is
important to reinforce the anti-coagulation therapy.
Platelet aggregation inhibitor and statins can obviously

improve the prognosis.

Discussion

80% , 30% — 60% and 20% respectively. The aortic
atherosclerosis belonged to grade-IV and was in the process
of compound lesion. Atherosclerosis of cerebral arteries
belonged to grade I - II. There were old cerebral infarction
at bilateral basal nuclei, edema and emphysema in both
lungs, collapse of upper lobe of left lung and lower lobe of
right lung, edema of lower lobe of right lung, local
obstructive organized pneumonia at middle lobe of right
lung. Hydrothorax was found: 150 ml in left pleural cavity
and 400 ml in right. There were many foci of erosion and
hemorthage in gastric mucosa, congestion in most of the
organs (stomach, intestine, liver, spleen, adrenals and
kidneys ), erosion of lower segment of esophagus
accompanied with large amount of chronic inflammatory cell
infiltration, colloid adenoma of 0.8 cm in diameter in right
lobe of thyroid gland.

(Translator; Zhang Yi, Ma Jing)
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H 22:00 BATH B FEFEERH RO X &R,
FREFTRIZL, B, w22 S SR, AR, '
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ERRELRERAZH, TOoRERKRAERT. .
aVF 8B ST Bk 7% 0.2~0.3 mV, V1-6 ST Bk
FF#0.3~0.5mV A%, THER, 2L EL
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BEAE 1993 4F 8 B 2 O L FE (BB LA ) , 40
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0.5 mVA%, T HEE. L ULES: CK-MB 21 U/L, il
HETE 1 0.385 ng/ml, HEBREATRE Y H JEEF
Y457 ,2003 461 A 2 B CK 934.2 U/L.LDH 1127.5 U/
L 45 E 35.2 ng/ml AST 719 mmol/Lo
BFE 1A 1H 9:00 HBLOLHENE, MRERE
SRR E R, 17:40 BRHUIOHXAR, B L
RIFL, R R B, AT HE TR, DRI, &
OfEse o, Wit B kg B F AEEE, LBl
aVR BB ST B85 0.1 mV, RSB ST-T AR 8LRT
% B B 2 Ak (B 1), 3h Bk i < 4 B s AR L i E

E1 DEEERR
LEWOH, VR STERBH 0.1 mV, T
aVF 5B STBKFT#0.2~0.3 mV,V1-6
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AR NTERKIRAE 46 B BE P s A B S R E B
BV /) AR TR AR W] e R e B 8 2 P 2, TRl it R
B BB, X e B A AR R T R E AR
HATEARIAIT . BB AATIEHEI RS RE A
o EEAGT AT BRI R HERET A
I LUR AT MR RAETE 0 L. T EH BN
A R P B AR 26 0 | AR, B L LB iR i BE
YAYT L IO P AL /)M 3R 4 410 60 Rt 7T 28 25 W) B
BREHS.

(L&, REEHED)

(E#F 645 W)

BER— , AR HLS BUR BRG] R R R
B R B AR TS S EE. Bk, XTHE AR
FFRE ST PR A B E R 3 B SR E B AR N REEST
BAR RSB B B R AL BERE N SR ERE
Ko

3 HHEESEFREERL

FEFEAY SR AT AL X 4 [ G 2
b, B EDLATRIRR HiR SRR EART
B HEA R ERZRE FL RS R
bR P B A A PR TR DR E SRR 36 T
] ARV IRR SRR TR MR A B B BemAL
HEN IR RALHE BB RERE AT
RRBHFR RN S, B F TS REHER
WATREEEAX, FERANE, IIGE RO

TN BRI PRES A 0 B A AL AR | BB AL A B D
BRRADR R T LB K, AfTRT R AR R R 5
18 SRS T S AT FIBGHE , 42 3 T 240 RS A 2Ll
SRR KR,

B F T 40 R 7 i A Al BEE E R
FASSE, S EAYR— R LGT R
BT BRI AT AR B A R AR L
BEFREE MWE AE T EEA  EEE
FETERRIRRTS e IR S KUK , o A A% B R VAR
o, B B ATEAR E M R MY, R R AR
2 5 B A 38R (SFDA) U HEYE (R 2k 4
KEBREIETTITRBRSN) o [RIET, 28 R0t RE AR S A I R
WAL SRERE IR, 5 RS S, &
AHWE R, BAE AR SR T AT
BBt



