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Propylthiouracil-Induced ANCA-Positive Diffuse Alveolar
Hemorrhage in a Patient with Thyroid Storm

Soo Hyun Kim - Eun Mi Song - Doo Hyun Beak - Hyun Jung Oh
Hyun Kyung Kim - Min Young Choi - Kyung Joo Kwon - Hye Won Kang
Seo Woo Kim - Unjin Shim - Yeon Ah Sung - Young Sun Hong
Department of Internal Medicine, Ewha Womans University School of Medicine

Propylthiouracil(PTU) is a commonly used antithyroid drug in the management of hyperthy-
roidism. However, it is associated with a variety of side effects. Antineutrophil cytoplasmic an-
tibody(ANCA)-positive vasculitis is an extremely rare side effect of PTU. We report a case of a
patient with diffuse pulmonary hemorrhage while being treated with PTU. A 28-year-old wom-
an was admitted due to fever and abdominal pain. She was diagnosed as Graves’ disease 4 years
before the admission, and was taking PTU intermittently. Thyroid storm was suspected and we
treated her with PTU, hydrocortisone, lugol solution and propranolol. However, coughing was
aggravated, with chest X-ray and computed tomography revealing diffuse alveolar hemorrhage.
Perinuclear-ANCA was positive. After discontinuation of PTU, all symptoms resolved. In con-
clusion, ANCA-positive diffuse alveolar hemorrhage is a rare but a potential side-effect of PTU.
Therefore, early awareness of this complication is important.

KEY WORDS : Antineutrophil cytoplasmic antibody - Propylthiouracil - Thyroid storm - Diffuse
alveolar hemorrhage.
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A== AEA] A1d(glomerulonephritis) & 427
3, =EA nvkA ¥ 3 (diffuse alveolar hemorrha-
ge)7h WHAFTH= Bazf QoY
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AEaA YWY A g4 130/70 mmHg, &

S 203)/8, Wuees 1193)/8, A2 38.2'C %
fam
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A A 715 HAME T3>651 ng/dL(AAS -
80~200), free T4 6,28 ng/dL(F4 : 0.93~1.7),
TSH<0.01 pU/mL(ZA} © 0.27~4.0083 A A=
SEE AFA HIFEEA(TBI) 153.2 IU/LCA
1<1,22), & ulo]Z 24 A >600 IU/mL(EA :
<34), & AEEEY A= 2260 IU/mL(ZA -
<115)& F7tElo] oith, HE2 A FHAPY WIS
3,000/mm’(PMN 46%), @M4 14,1 g/dL, sufE=
2| E 40,6%, 4T 152,000/mm®]¢13L, ESR 2 mm/
hr, CRP 0.12 mg/dLgich. @Y A}s} Aol 4] BUN
7 mg/dL, Creatinine 0.6 mg/dL, Na 135 mEq/L, K
3.6 mEq/L, Cl 101 mEq/L, Z<% 7.7 mEq/L, <1 3.0
mEq/L, £4F5.7 mg/dL, ¥ & 59 g/dL, ¥F1 3.2
g/dL, & ¥2]FR1 0.2 mg/dL, AST 30 IU/L, ALT 271
U/Lo| Sttt FW P 7k ALl 4] pH 7.456 mmHg,
PaCO2 35.3 mmHg, PaO2 82.3 mmHg, HCO3™
24.5 mmol/LIL & FHAfol| A Fo] 272 ¢lolt,

Wl & 54A) Alege @HsHA HAME perinucl-

ear—ANCA(p—ANCA) %FA]0]%131 rheumatoid fac-
tor 12.5 TU/mLE AAo]%l e HBsAg/HBsAb/an-
tiHCV, ANA, VDRLS H5F& 2A4Jo]9ja, o 2l Ay
HiQF AV 4 E 2 HolA] gkt

HAPASH 2 LY Al FR T XA ZYGollA]
5ol &4 Rolx] ghgront, W 3dAel &5 H 1t
fre] £3} o] Bal(Fig. 1), F5 CTollA] nlvt
QA H 285 A 45 HokY e £E8EF 4
7o = SIth(Fig. 2).
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Fig. 1. Chest X-ray on hospital day 4. Bilateral ground-
glass opacities, predominantly in both the upper and
middle lung zone was seen.

Fig. 2. Chest computed tomography on hospital day 5
showed diffuse ground-glass opacities in both lung
fields, suggesting diffuse alveolar hemorrhage.
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hydrocortisone, propranolol ¥ lugol §-%-& Fois}
Ak A 3ol 713 H & Sl oEtET
¥ XA g0 ERIL, T4 FH XA FYGolA]
el 2E8 o] Kol ujdgd HY gFo s o
SESIT A FEEE A 7ot A A
WAl ¢l 5Yof) Y, A BE, W EQF S &
A= ok, 714, 71 ofgtear A e Ry
TasET), 4§57 XA 12 EEEt ost 4
AL BT, 1A= T CT(High Resolution Com-
puted Tomography ; HRCT) oA dada} T =
= Qe vRHd 7] E8E AShe axdo] k| St e
9 FH wjF Ak 5/d0191aL, ESR/CRPE= 2 mm/
hr/0.05 mg/dL, W& 7,600/mm’(PMN 37.1%) %tt.
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¥ el ot vy #H &8 Q4lste] ddt PTU
o] Rol5 Fuet & vEuER MASkaL, hydrocor-
tisone ARE F-AI8F3ATE,

7| A] WAZdst 7]38A] #H2E Al H (Bronchoaveloar
lavage, BAL)S 1&s ot 3a; 9 B35 o] 59|
7F A AA] ot AlgstA] Akt

oz
2

i)

L
LA e 4 B Fom £

olH, A dAlE AR ol olct,

£ o Abgol ©Js) ANCA 94 Feeio] MY
% Qlehe ofd Ba7k gleh 1 ¥elo Mg of
=2+ hydralazine, anti—tumor necrosis factor—a
(TNF—a) agents, sulfasalazine, D—penicillamine,
minocycline 5] glglout QAto A &3] AHEE
L ol PTUS| 918 %97} Batel Y, Eah)
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ANCA (proteinase 3—ANCA)= A¥ A Q Wege-
ner %523 A% 9, p—ANCA(myeloperoxidase
—ANCA)= ¥ BAE3Go] EX Aol £/ #x &
Ao Hlwr} o o

ol H a1 viof| OJ6hH PTU 548 F ANCA ¥4 &
A7) 2 7172 = Feoll A = A7A] cheksh
o] At aYo|H A O R At & PTU E8-S A7
2] 4do] At AlgollA mlukg 7 EFo| ¥
o} o H8o| Ao Bkt -8 A uEol
koL, olejet S|t F-8o] okFof gt 7=

ol
o

of A #H] ¥+ myeloperoxidase®t PTUS] A o] 4]
3 £40] AR ojojR = oy 7HA] 7HsAE A7

stglon YR HIox e WA ode] 7|13, =
& 59| 7] Z4K(flu-like illness)o] Yts Ae
501 PTUS 585t HAbollA mtolgaut At 2
A o] 3F7F 71ZA7E Elo] B WAL A
olgke 7Hs S A7 AT,

=Y FHlA PTU AT #ddsE EHgoR
ANCA 4 AFHA A1, 2 St 22 9 &8, g%
Aoll o5k v Wl Fo] Hur} glglom O g
719t HAE TS FAE Foto]l Wdste] Xy
et 2y 2 Sl 4 dxk IFE A PTU 58

2 3 AL PAANFERAFOE sk, 1 A
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