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Case Report

A Case of Pulmonary Hypertension Recurred by Graves' Disease
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A few cases of severe pulmonary hypertension with right heart failure associated with Graves' disease were reported in the
literature. However, cases of pulmonary hypertension with right heart failure recurred by Graves' disease is very rare. We
describe the case of a 60-year old woman who had been treated pulmonary hypertension caused by right pulmonary artery
thromboembolism seven years ago. Recently, her pulmonary hypertension with right heart failure was recurred by Graves'
disease. The patient's symptoms of pulmonary hypertension was resolved after treatment of Graves' disease.
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2 @ FAfo| A @@L 6300/mm’,
P2 13.1 g/dL, 4T 128,000/mm @t B3 43t
St AAboA 52424 17 mg/dL, I oEd 0.8
mg/dL, 84F 6.0 mg/dL, T2 6.2 gm/dL, &FTI 3.6
g/dL, 92241 0.8 mg/dL, AST 23 IU/L, ALT 15
IU/L, Prothrombin time 57.9 sec, PT (INR) 4.68 (34}
#9], 0.93-1.23), CK-MB 2.60 U/L, Troponin-i 0.05
ng/ml, Pro-BNP(Brain Natriuretic Peptide) 4,833
pg/mLETH SHE 7tA HARA pH 7.43, Pa0,63
mmHg, Sa0:92% %At W&A715dAIA T3 228.7

Fig. 1. (A) Huge sized thrombus in right pulmonary artery was showed in chest CT of 7 years before admission, (B) On admission
day, chest CT revealed no evidence of pulmonary arterial thrombus.

Vi

Fig. 2. On admission day, the electrocardiography showed normal sinus rhythm, right ventricular hypertrophy and ST depression

in pre-cordial leads.
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ng/dL (F4 ¥, 60-181), TSH 0.038 mIU/L (/¢
H9l, 0.35-5.50), 52| T4 1.94 ng/dL (34 ¥, 0.89-
1.76)%th /4 A= 2 2 84 A= 16.8 U/L
(87 d9l, 0-10), F&A st a AT = 1300.0

), T2z A=
4

U/mL (84 ¥ ¢, 60 njet

o @ Hopol So

TR Vmax = 4.83 m/sec

Pk Graod = B5.7 m

Recurred Pulmonary Hypertension by Graves' Disease

(pre-cordial leads)ollA] ST 49 5 A2ZA(1 mmV)?|
w2k = 3lth(Fig 2).
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(hypervascularity)©

Fig. 3. On admission day, transthoracic-echocardiography revealed severe pulmonary hypertension. (A) Pressure gradient
between right atrium and ventricle is 85.7 mmHg, (B) Right ventricle is markedly enlarged. Left ventricle showed D-shape

appearance.

Fig. 4. Ultrasonography of the thyroid. (A) Sonogram showed diffuse enlarged thyroid gland with heterogenous echogenecity
(0.92 cm of isthmus, 2.7 cm of right lobe, 2.36 cm of left lobe), (B) Sonogram presented thyroid gland with hypervascularity.
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Heart Association) class 12 SHE o0,
gh 4= QHY 2 HojA =St EH 2
o= AolA olef Yot on] N HAMY Pro-BNP
(Brain Natriuretic Peptide) 1970 pg/mL, T3 71.39
ng/dL (84 ¥9l, 60-181), TSH 1.43 mIU/L (4 ¥,
0.35-5.50), 521 T4 0.83 ng/dL (4 ¥, 0.89-1.76)
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Hudge A o7 HolstH BAIE e H(pre-
capillary) HZE U4} DAEH F(post-capillary) H L
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