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Acute Myocardial Infarction in Young Man with
Nephrotic Syndrome

Young-Cheoul Doo, M.D., Myung-Kuk, Jang, M.D., Jo-Yung Choi, M.D.,
Yu-Mi Seo, M.D., Jai-Sam Kim, M.D., Soon-Hee Koh, M.D.,
Kyoo-Rok Han, M.D., Dong-Jin Oh, M.D., Kyu-Hyung Ryu, M.D.,
Hyung-Jik Kim, M.D.,* Chong-Yun Rim, M.D.,

Young-Bahk Koh, M.D., Young Lee, M.D.

Division of Cardiology and Nephrology,* Department of Internal Medicine,
College of Medicine, University of Hallym, Seoul, Korea

The association between nephrotic syndrome and intravascular coagulation has been known
for more than a century, but it was not until 1948 that a thrombotic diathesis in nephrotic
patients was proposed’. The prevalence of thrmbo-embolic complications is much higher in
adult patients. Deep vein thrombosis of the leg is the most common complications in nephrotic
adult and was responsible for one-third of the thrombo-embolic complications of nephrotic
children®®. Arterial thrombosis occurs less frequently and is seen primarily in children®. We
present a case of acute anterior myocardial infarction in a young man with nephrotic syndrome,
secondary to minimal change glomerulonephritis, in which thrombosis of the proximal left
anterior descending artery was the actual cause of acute myocardial infarction.

KEY WORDS : Nephrotic syndrome - Acute myocardial infarction - Arterial thrombosis.
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Fig. 1. A. An electrocardiogram (EKG) pre-admission before thrombolysis ST-segments elevation in V.., leads were not-

ed.
B. An EKG 1 hour post-thrombolysis

ST-segmnts elevation in V., leads were decreased

C. An EKG 2 hour post-thrombolysis, when chest pain recurred.

ST-segments in V.5 leads were re-elevated.

D. An EKG 5 hour post-thrombolysis (2 hours after intracoronary urokinase infusion), when chest pain was
resolved and ST-segments in V, leads were decreased.
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Fig. 2. A. Right anterior oblique (RAO) caudal view of the left coronary artery.

Initial coronary angiogram before intracoronary urokinase infusion.
The coronary angiography revealed 4.0X4.0mm round intraluminal filling defect in the proximal left an-
terior descending artery (LAD) with good forward flow (TIMI 3) and total occlusion in the distal LAD.
(<) Thrombus in the proximal LAD and in the distal LAD

B. RAO caudal view. 30 minutes post intracoronary urokinase infusion. The size of thrombus in the proximal
LAD was decreased to 2.5X2.5mm oval shape and forward flow of the distal LAD improved.

C. RAO caudal view. 1 hour post intracoronary urokinase infusion.
The size of thrombus in the proximal LAD was decreased to 1.5X 1.5mm.

D. The next morning, follow-up coronary angiogram was performed.
The size of thrombus in the proximal LAD was decreased to 1.0X1.0mm oval shape with improvement in

forward flow of the distal LAD.
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Table 1. Serial measurements of cardiac enzymes
CKIUL) CK-MB  Tn-T

(UL (ng/ml)

Before Thrombolysis 101 0 0.03
After Thrombolysis

30 min 83 3.1 0.08
60 min 88 5.8 0.22
90 min 161 13.7 0.58
2 hour 130 13.6 0.60
3 hour 131 14.6 1.02
4 hour 220 303 1.78
4.5 hour 606 122 1.71
6 hour 567 * *
24 hour 412 * *
72 hour 145 0 2.66
1 week - 120 0 0.02
2 week 89 0 0.01

CK : Creatine kinase, CK-MB : Creatin kinase isoenzyme
MB fraction

* . Results were not available

Troponin-T(Tn-T) : Discriminate value for cardiac injury-0.1

ng/ml

Fig. 3. Electromicroscopic study of the Kidney (Renal Biop-
sy).
Minimal Glomerular changes : Glomerular base-
ment membrane (GBM) are diffusely thickened and
epithelial cells (EP) are markedly swollen. Foot
processes are diffusely effaced and showed mi-
crovillous transformation (MVi).
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