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A Case of Thrombotic Thrombocytopenic Purpura(TTP) Presented
with Acute Myocardial Infarction(AMI)

Cheol Whan Lee, M.D,, Jae Joong Kim, M.D,, Sung Jae Myung, M.D.,
Ju Young Kim, M.D,, Hae Hyuk Chung, M.D., Jac Kwan Song, M.D,,
Hyun Sook Chi, M.D.,* Simon Jong Koo Lee, M.D.
Department of Medicine, Department of Clinical Pathology*

Asan Medical Center, College of Medicine, University of Ulsan, Seoul, Korea

A 77-year-old woman was admitted to this hospital for evaluation of chest pain for 3 days.
On physical examination, icteric sclerae, inspiratory crackles on both lower lung field and
normal heart sounds were observed. Electrocardiograms showed pathologic Q waves with ST
elevations in the precordial leads(V;-V4). Chest X-rays showed mild pulmonary edema with
anteroseptal wall akinesia. Cardiac enzyme studies were compatible with AMI. Hematologic
investigation revealed severe thrombocytopenia and microangiopathic hemolytic anemia. Coa-
gulation profiles were normal. Coombs’ test, sucrose lysis test, anti-platelet antibody, and anti-
nuclear antibody were all negative. Urinalysis showed albuminuria(+ + +) and microscopic
hematuria. Initial therapy with aspirin, nitrate, morphine, and prednisolone was started. Ten
hours after admission, she developed agitation, aphagia, and confusion with progression to
coma. Computed tomography of the brain was normal. Five units of fresh frozen plasma’
were infused. After one day, platelet counts slightly increased. But cardiogenic shock ensued
and she died despite cardiopulmonary resuscitation.

AMI has not been reported in association with TTP. This patient had no risk factors for
coronary artery disease and no previous history of angina. TTP was clinically diagnosed with
confidence by excluding other known cause of microangiopathic hemolytic anemia with throm-
bocytopenia. Coronary angiogram and bone marrow examination could not be performed due
to a rapidly fatal course. The etiology of AMI in this patient was not confirmed, but clinical
evidence strongly supported etiologic association with TTP.
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1) et g ZA}

671 g4 HEF 4900/mnt’, X F 24 12.1g/dl,
4% 311,000/mm’

Hel 3 L HE T 6700/mm, A EI2H 7.5¢/d],
A% 7,000/mm’

HWYFE 1 My 6900/mm’, S EFEY 9.0g
/dl, 845 21,000/mm’

2) Y= @Y HAKFig. 1)

A Bane] ZA 9, AP T 9] anisocytosis, po-
lychromasia, schistocyte, helmet cell, microspheroc-
yte, tear drop cellg vlA| H# §HA W1l FF¢
ZZol}.

3) §Y 23 HAl

g 2 : prothrombin tme 80%, aPTT 31.6sec
(control 29.0sec), FDP 10ug/ml(normal</10pg/dl),
D-dimer Ipg/ml(normal<{0.5ug/ml)

W¢ 1Y : prothrombin time 86 %, aPTT 27.4sec
(control 29.0sec), FDP 5ug/ml(normal<10pg/ml),
D-dimer 1pug/mi(normal<{0.5ug/ml)

4) et B2t ZAp

Ca 8.2mg/dl, P 3.8mg/dl, BUN 42mg/dl, Cr 1.1
mg/dl, Uric acid 6.9mg/dl, Cholesterol 170mg/d},
Protein 7.0g/dl, Albumin 3.2g/dl, Ferritin 579ng/ml,
AST 124IU/L, ALT 32IU/L, Alkaline phosphatase 184
IU/L, Bilirubin(total 3.3, direct 0.9mg/dl), Vitamin
Bi2 745pg/ml, Folate 4pg/ml, Plasma hemoglobin
92.2g/dl(normal<(5)

5) Y o2t ZHAl

W FA R Y 1A A F 6o M BT
Al At.

6) &l &4 Al

¥ 94 : CK 290U/L, CK-MB 11U/L, LDH
4100U/L(LDH1 30%, LDH2 25%)

9l 1Y : CK270U/L, CK-MB 15U/L, LDH 4900
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U/L(LDH1 34%, LDH2 29%) dD

7) wEHA 8) SUE HA

Coombs’ test(negative), Sucrose lysis test(nega- PH 7.47, PaCO, 26.6mmHg, PaO, 66.9mmHg,
tive), Anti-platelet antibody(negative) HBsAg(—)/  HCO; 19.4mEq/L, SaO, 94.7%
Ab(—), AnGHCV(—), C3(70mg/dl), C4(13.2mg/ 9) A ZJA}

Fig. 1. Peripheral blood smear shows marked anisocytosis, polychromasia, helmet cell, schistocytes, tear drop
cells, and microspherocytes, characteristic findings in microangiopathic hemolytic anemia.

Fig. 2. An electrocardiogram taken 6 months before admission shows normal finding.
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Fig. 3. An electrocardiogram on the day of admission shows pathologic Q wave with ST elevation in precordial
lead(V,-V,)

albumin + + +, ketone +, RBC many/HPF, WBC
6-10/HPF
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