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A Case of Systemic Lupus Erythematosus Misdiagnosed as
Adult-onset Stil's Disease

Myung Jin Oh, Hyun Je Kim, Han Sol Lee, Ji An Hur,
Young Hoon Hong, Choong Ki Lee

Department of Internal Medicine,
College of Medicine, Yeungnam University, Daegu, Korea

— Abstract —

Adult-onset Still's disease (AOSD) is an inflammatory disorder that’s characterized by
daily, spiking high fever, arthritis and an evanescent, salmon-pink rash. AOSD is diagnosed
purely on the basis of the typical clinical features of the illness. The symptoms commonly
include swelling of the lymph nodes, enlargement of the spleen and liver, and a sore throat.
AOSD is difficult to differentiate from systemic lupus erythematosus (SLE) due to the similar
clinical manifestations. We report here on a case of a 16-year-old female patient with autism
and epilepsy and who complained of daily spiking fever for 20 days. The patient had
maculopapular skin rashes on the face and whole body and lymphadenopathy. The liver
function tests were elevated mildly. The initial rheumatoid factor (RF) and antinuclear
antibody (ANA) tests were negative. We diagnosed her as having adult-onset Still's disease
according to the criteria of Yamaguchi. We successfully treated her with oral prednisolone.
But her antinuclear antibody test was changed to positive after discharge. So we finally

diagnosed her as having SLE.
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AAJT, U 19 6702 HEE HE=Z 3™
AE EE3HA AT U8E &80 b
I JSTE Y 20¢ARE Q3ke] FukE W
7 Al FE7o] ATk 2lA HA A=
9= ZEE 5 9o So] &1e itk

Y A AA AZE AL RTC, B 100
mmHg/60 mmHg, 4% 803, 355 203]

Aok Tz A Aol A W™ 378103 cells
/mm3 (T4 62.2%, BET 20.7%), A4
6 g/dl, @23 131x103 cells/mm’, MCV:
8.2 fL, MCH: 30 pg, MCHC: 352 g/dL
3, BUN/Cr: 60.46/2.76 mg/dLZ Z7}H o] )
Atk A ferritin 67576 ng/mLE IA 57}
wo] IS, Fer 275 pg/dL, UIBC: 30 ng/dL,
RETI-F: 14.82 %, Folate: 130 ng/mL, Vit
B12: 11389 pg/ml, Direct Coombs’ Test:
negative, Indirect Coombs’ Test: negative,
RA titer: 87 IU/mL, C3c: 8.7 mg/dL, C4:
34.3 mg/dL. VDRL titer: non-reactive, Myco-
plasma Ab: positive 1:40, ESR 8 mm/H, CRP
1.705 mg/dL %t}

v 7% ZARE AST 237 U/L, ALT 92
U/L, LDH 7432 U/L, CPK 773 U/L ¥t} &
W AAR A A (), GRA(+++) AEH
o, 24X7F o AL A] 113856 mg/24h,
Cre/Na 103.4/40 mmEq/L ¥tk FENa @2
0.76(<1) o2 AA4g F4 A ek &
Aoltk. ASO titer: 259 IU/mL, Fibrinogen:
271 mg/dl, IgG: 10996 mg/dL, IgA: 164.1
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mg/dL, IgM: 587 mg/dL, PLT-Asso. Ab:
weakly positive, anti cardiolipin Ab IgG: 2
PL, anti cardiolipin Ab IgM: 3 PL, anti
phospholipid IgG: 3.13 PL, anti phospholipid
IgM: 253 PL, anti-Smith Ab: negative, dsDNA
IgG: 10 TU/mL(HFA]: 0~25), dsDNA IgM :
17 TU/mL(ZA=: <20), 3484 (antinuclear
antibody, ANA)S} ANCA + 24J°]ich

F9 24 RS AFE BF BYolA
A dolol ARE 270 Yo F4E 2
o] X] o}oh;]_.

gy g dEol W (malar rash)¥ Al
o IH wxlo] AFTh BUN/Cr 64.96/4.74
mg/dLE F53stdch 4 A S I
HieF AN THE T2 ‘Si‘ii‘ﬁr. e 3

AAE Y ERZZEA (levofloxacin) & & 1A
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Fig. 1. The contrast-enhanced abdomen CT shows
pancreatic swelling and a fluid collection at

the peripancreatic area.

TEUMG

Fig. 2. The PET-CT reveals increased FDG uptake in (a) multiple cervical lymph nodes and (b) a left

axillary lymph node (white arrow).
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A 253 S8 (vegetation)o|y TFE Ee] ¢t g9 XE Fol HYsIATh

AAL AFH A hh(Fig 3). 11 o]%F w4 A 48 7H o] A= 209 o)
2 oy A YA 23 40T BHE, o 1E, AFHYA Ao I, dzH Fu),
A7t E S

e ok A AALNA Clostridium 57V 2715 AARA], FetE2 AAkeh 33
difficile toxin A Y402 Yo} A AH8S A 24 55 7|FS=E Yamaguchi criteria

THxPSRE Y J: 21956086 YEUNGHAM UNTVERSTTY HefSPEt A7 T1AxPRRK Y ). 21956086 YEUNGNAM UNTVERSITY HESPLHAR
CECTUNGHAH UNIVERSITY HOSPITAL 2037238, 24 W 5 NGHAM UNIVERSI 207236724
1 ) ; FehYMizen lEE FMGHYMIZED
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= 1:26:26} - = - b* = 1:2
HR= 92bpm F = . HR= 90bpm

Fig. 3. The transthoracic echocardiogram shows (a) no vegetation on the apical 4 chamber view and (b) no
pericardial effusion on the parasternal long axis view.
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