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ABSTRACT

A 40-year-old woman just had started to take propylthiouracil for Graves’ disease. However, the
treatment had to be interrupted because she developed skin rash, arthritis, chest pain, fever and
proteinuria after 2 months. The serologic study revealed antineutrophil cytoplasmic antibody(ANCA)
positivity, especially showing perinuclear pattern. The anti-myeloperoxidase titer was high. The
hematoxylin & eosin stain of the specimen obtained from kidney was compatible with pauci-immune
glomerulonephritis with crescent formation. There were no immune complex deposits under electron
microscope. Such findings suggested propylthiouracil-induced vasculitis. Vasculitis is a rare side effect
of propylthiouracil. Recently more cases of vasculitis associated with anti-thyroid drug with ANCA
positivity are being reported up to about 36 cases worldwide. There are possibilities of underdiagnosis
of this side effect, meaning more cautions on the patients under anti-thyroid drug treatment. We
present a case with review of related literature (J Kor Soc Endocrinol 14:757-763, 1999).
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#HAF 27 i A AlREE g
WBC 14.7X10°/L (57 88.0%, DT 5.7%, Ak
T 0.0%, Y=} 6.7%), Hb 9.1 g/dL, Hct 27.0%,
platelet 319X10°/Lo]%l3z, MCV 90.2 f {, MCH 30.1
pg/cell, MCHC 334 g/} Reticounty= 0.37%0]3L
s-iron 3.2 ymol/L, TIBC 27.4 ymol/Lc}. &% A3}
g ZHAMF Ca 2.1 mmol/L, P 0.7 mmol/L, BUN 5.8
mmol/L, Cr 61.9 yumol/L, T-bilirubin 22.2 ymol/L,
T-Pro 60 g/L, albumin 27 g/L., ALP 197 IU/L, AST
0.41 pkat/L, ALT 0.8 ykat/L, uric acid 142.8 ymol/L,
T.cholesterol 2.02 mmol/L, TG 0.7 mmol/L, HDL
cholesterol 0.34 mmol/Lojglx, EAsHhA A
Na" 136 mmol/L, K* 2.8 mmol/L, CI' 102 mmol/L,
tCO; 23 mmol/Lo]9l ™ CRP 18.6 mg/dL, ESR 67
mm/hgir}. 8313744 pH 6.0, i 1+/HPF, 2y
T 3+/HPF, ¥ O/HPFo|R T 24A17t A A
protein 1.3 g/d, albumin 0.60S g/d, creatinine 7.5
mmol/d, Ccr 1.64 mlfs/1.73m’0|glt}. Quller 7}
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Fig. 1. Chest PA (A) initial - enlarged cardiac size with pulmonary venous hypertension (B) after
cessation of propylthiouracil for 3weeks - normalized cardiac size

B SO

Fig. 2. H & E stain of renal biopsy- There was
segmental mesangial proliferation and a focal
cellular cresecent formation (arrow). Intersti-
tium was minimally fibrotic & focally edema-
tous and a few mononuclear inflammatory
cells were infiltrated around the glomeruli.
Some tubules were atrophic & contained casts.
Brown pigmented particles were seem in
several tubular epithelial cells. Blood vessels
were normal.

Rl A S40Itek
A 715 HAE T, 3.88 ng/dL (0.73~1.95),

TSH <0.015 mU/L (0.34~3.5)931, ANA+ 1:160 <F
A A7 (mixed type)S Rt} anti-ds DNA Ab(-),
anti-Sm Ab (-), anti-Ro Ab (+). anti-La (-), anti-RNP
(-), C3/C4 0.55/0.22 g/1., CHS0 35.5/ml, anti-
histone Ab(-), p-ANCA (+), anti-MPO Ab 1204
U/mL (<5), anti-PR3 (proteinase3) Ab 2.07 U/mL
(<5)4ick
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Fig. 3. Changes of anti-neutrophil cytoplasmic antibody (ANCA) titer-anti-myeloperoxidase
antibody (U/mL) & anti- proteinase 3 antibody (U/mL).

ulonephritis) 2.2 AZ}=idc} (Fig. 2).
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