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Abstract

A 49-year-old woman with bronchial asthma was followed up at our hospital. After 3 years, she experi-
enced an attack of chest pain with ST elevation in the precordal leads of electrocardiography. After admis-
sion, the chest pain and ST elevation disappeared, but the chest pain recurred after 6 days. Coronary
angiography revealed no significant stenosis in the coronary arteries. After discharge, she had the chest
pain repeatedly. ST elevation in the I, II, aVF leads was recorded. The diagnosis was coronary multi-
spasm. The chest pain was refractory to medical therapy. Hypereosinophilia developed and bronchial asth-
ma worsened. After steroid administration, the angina and bronchial asthma ceased. She has lost about
15kg during 1 year. Laboratory data revealed low thyroid-stimulating hormone, high thyroid hormone,
positive thyroglobulin antibody, and negative thyroid-stimulating hormone receptor antibody. The diagno-
sis was chronic thyroiditis. )

The multi-vasospastic angina refractory to medical therapy was caused by the hyperthyroid stage of
chronic thyroiditis and hypereosinophilia.
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Fig. 1 Electrocardiograms on first admission in the emergency room and coronary care unit
Left: In the emergency room; ST elevation in the precordal leads, QS pattern in the V, leads, and poor R

progression in the [l and aVF leads.

Right: In the coronary care unit; negative T wave in the precordal leads.
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Table1 Data from the laboratory, echocardiography and cardiac catheterization

[June 28th, 1998] Mg 2.0 mg/dl
Complete blood count CRP 0.0 mg/dl
WBC 7,960/mm3 maxCK 490 U/m! (onset 8.5 hr)

(Neu 36.8%, Eos 26.7%, Lym 32.3%,
Mono 0.7%, Baso 0.7%, Luc 0.0%)

maxCK-MB 64 U/ml (onset 8.5 hr)
Immunological findings

RBC 4,510,000/mm? ANA : Negative

Hb 13.1 g/dl Rheumatoid factor : Negative

Ht 40.3% Cc3 57(40-82)

Plt 180,000/mm? C4 29(14-53)

MCV 89 CH50 44(20—-41)

MCH 29.1 IgG 1,025(1,000~-2,200)

MCHC 326 IgA 157(50-300)
Coagulation system : Normal IgM 164 (100—400)
Serum chemistry IgE 159(<300)

TP 6.9 g/d! C-ANCA : Negative
Protein electrophoresis : Normal MPO-ANCA : Negative
Alb 4.4 g/dl Cathecholamines

D-bil 0.4 mg/d! ADR : Normal

T-bil 0.1 mg/d! NAD: Normal

GOT 25 U/ml DOPA : Normal

GPT 16 U/ml Arterial blood gas (room air)
LDH 348 ApH pH 7.49

y -GTP 16 U/m!/ Po, 75.5 mmHg
ChE 0.91 U/m! Pco, 28.4 mmHg
CK 269 U/ml BE 0.2 mEq/I
CK-MB 29 U/ml 0O,Sat 96.2%
AMY 72 mg/dl Echocardiogram

BUN 12 mg/di LV : anterior wall slightly
Cr 0.7 mg/d! hypokinetic, valve normal
Na 140 mEq/!

K 3.1 mEq/! [July 3rd, 1998]

Cl 103 mEq/! Cardiac catheterization

CAG: #7 25% stenosis,

RCA dominant
LVG: #2, 3, 6 hypokinesis, EDVI 77,
ESVI 32, EF 59%
Hemodynamics : RA (2) mmHg, RV
28/EDP 1mmHg, PA 27/5(14) mmHg,
PCW (4) mmHg, LV129/EDP 7mmHg
Ao 107/66 (82) mmHg,
CO 5.7l/min, CI 4.0 I/min/m?

[July 15th, 1998]
Fecal parasite : Negative

[June 11th, 1999]

Tumor marker
AFP, CEA, CA, 19-9,SCC, CA 125:
All normal

Computed tomogram (systemic):
No malignant tumor, no fibrotic lesions

Ga-scintigram : No malignant tumor
Thyroid functions
TSH <0.03 pIU(0.49—4.67)
fT3 3.3 pg/ml (1.45—3.48)
T4 2.28 ng/d! (0.71—1.85)
Thyroid test 100(< X 100)
Microsome test 102,400 (< X 100)

Thyroglobulin antibody 5.7 U/ml

(<0.3)

TSH receptor antibody : Negative

Ultrasound : Bilateral lobe atrophy

Scintigram (T1-201, Tc-99m) :
Radioactive iodine uptake normal

Eosinophil percentage was high. Creatine kinase (CK)and MB type of creatine kinase (CK-MB)became maximum level after 8 hr
30 min on acute myocardial infarction. Left venticular angiogram indicated slight hypokinesis of anterior wall motion. Data of
hemodynamics was normal. Thyroid-stimulating hormone (TSH) level was low, free-triiodothyronine (fT3) and free-tetraiodothyronine

(fT4)levels were high. Microsome test and thyroglobulin antibody were positive. TSH receptor antibody was negative.
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Fig.2 Coronary angiograms

No obvious lesion was seen in the right coronary artery on the left anterior oblique 60° view (leff) .

The left anterior descending artery and the circumflex artery were intact on the left anterior oblique 60°
(middle) , and right anterior oblique 30° views (right).
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Fig. 3 Electrocardiogram during anginal attack
ST elevation in the precordal (left) and limb leads (right) .
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Fig. 4 Clinical course

Eosinophils (Eos) were under 30% of white blood cells(WBC), but 50—74% in April 1999. After steroid
administration, eosinophils fell to under 1% and chest pain disappeared. In June 1999, TSH level was low,

and fT3 and fT4 levels were high.

ISDN = isosorbide dinitrate ; Ad = admission; PSL = prednisolone. Other abbreviations as in Table 1.
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