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A Case of Syndrome X

Tae Byung Park, M.D., Kwang Kon Koh, M.D., Soon Hye Kim, M.D,,
Chul Ho Cho, M.D., Sang Kyoon Cho, M.D., Sam Soo Kim, M.D.

Department of Internal Medicine, Inha University Hospital

Seung Woo Park, M.D.
Department of Internal Medicine, Seoul National University Hospital

Typically, patients afflicted with syndrome X complained of stress induced angina pectoris.
and their electrocardiograms show corresponding ST-segment depressions during exercise.
However, angiography is unable to demonstrate significant coronary artery luminal narro-
wing and significant coronary artery spasm to provocation test. And left ventricular perfor-
mance at rest remains remarkably unimpaired. Syndrome X is characterized by reduction
of coronary vascular reserve but without depression of left ventricular performance or nega-
tive effect on survival. The reduction of coronary vascular response is supposed to be resulted
from reduced coronary vasodilator response due to abnormal contraction of coronary prear-
teriolar vessels.

This case is a 43-year-old female who has had exertional chest pain since 5 months
ago. The chest pain was relieved by rest and subligual nitroglycerin administration. The
exercise electrocardiography showed significant ST segment depressions on lead I IIL
aVF and V4-V at stage 1. when she experienced chest pain. On 24 hour ambulatory electroca-
rdiogram, significant ST segment depression was recorded at the time when the patient
had chest pain. But coronary arteriography demonstrated normal coronary artery and no
significant coronary artery spasm to provocation test with ergonovine maleate. On exercise
thallium-201 scintigraphy. perfusion decrease was suspected on anterolateral wall of left
ventricle. The patient was diagnosed as a syndrome X and was managed with isosorbide
and nifedipine and her exercise tolerance increased significantly on follow up exercise test
performed 1 month later. But she has complained of a few of attack of chest pain until

now.
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24 hour electrocardiographv showed ST depression when the patient felt chest. pain.
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Fig. 2-A. Exercise electrocardiography at stage 1 of
Bruce protocol. ST depressions in lead II,

111, aVF, V4, V5 and Vi were shown, accom-
panied by severe chest pain.

Fig. 2-B. Follow up exercise electrocardiographv with
medication. At stage 3 of Bruce protocol,
ST-T changes in lead II, 111, aVF and V,.
» were shown accompanied bv chest pain.
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Fig. 3.
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Coronary angiography with provocation test of coronary artery spasm with ergonovine maleate
(EG 3).

a) Before ergonovine injecion : no stenotic lesion was found.

b) After ergonovine total 0.35mg injecion : no significant spasm was found.

¢) EKG following injection of EG 3 demonstrated that significant ST-T segment changes were absent.
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Fig. 4. Stress thallium scintigraphv showed reversible perfusion decrease at anterolateral wall of left ventricl.-.
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