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BFINEEERE (Abnormal liver chemistries)
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Betm s  FEBERT =18 H A i B A sk &
AR A BB -

A B BT — o AT 6 00 2% 28 8 ~ mErs
EREMREH - Bia= e EERFIRE R (AST
49 U/L ~ ALT 181 U/L) > Z B b B4 3E W (heat
exhaustion) ° i AfEREE HA GRS « f85
#5139 B~ LBk o i 66 X~ MR H RS )
19 K o S e e A MEHHEE BY i A2 bk B2 s ek
K o fhMAREE R RTR - I IMEBKEY ZE (white
blood cell 6.9 k/uL ~ neutrophil 61% * lymphocyte
29%) ~ FFThREEES (AST 39 U/L ~ ALT 73 U/L »
total bilirubin 0.62 mg/dL) * CRP 0.03 mg/dL ° [ii§
B8 X R AR R R -

AR R AR B H AR 2 15 E -
HAeEGHZAT - SRWmK37E - LEtES
i 66 K ~ MPIGHERIG 38 19 K o IR e A #H
71~ (white blood cell 8.2 k/uL ~ neutrophil 80% *
lymphocyte 14%) ~ FFIIRESEH (AST 365 U/L
ALT 976 U/L ~ r-GT 503.9 U/L, ALP 54 U/L) °

PR 45 e P % (anti-mitochondrial Ab) [&
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IgM J2 Bl 35 98 35 (HSV) 142 IgM & k&
M o FESRE 1T (ferritin) 5489.65 ng/mL ~ Pl
K:PifE (antinuclear antibody, ANA) =M ~ 729%
EREH (IgA ~ 1gG ~ IgM) B 1EIEH i E - R
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ER b -
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T FABIERIREIN ; 55— R HMER TS AL AR
36 CD64 1E 5 B 5 I JE - Hh g g B » Sk
B WA RS (LA SEA « G A e B v R A+
(macrophage-colony stimulating factor) (M-CSF) »
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2. HAKR F MM (natural killer cell) : H
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HE - FRFTEMIEEE (pro-inflammatory
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(—) 1992 F IO R HAVFZERZE % (Yamaguchi
criteria)®
1. FEEEHE
(1) FEEED—E HASRE MW 39 & -
(2) BAET R BAETR DR -
(3) NEEAYEE A T SR a i BN i -
(4) HIMEKBEZAE (> 10,000/mL) * H. neutro-
phil > 80% ©
2. RERFHE
(1) MRIHESRR -
(2) WREEAERE K -
(3) Fr i B g K -
(4) FFEIREEF -
(5) T\ 1 B 71 2R IR 7 i AL pi e
P o
ZETEHEE LA EEEN L (&) BE
D B A EATAE -

(Z) 7£ 2002 %F - Fautrel 1 Hi — BT B2 ENZ
# (Fautrel criteria) * B =M EFTAVIER :
FEEE R (ferritin) ~ #EILFEEZE R (glyco-
sylated ferritin)'®
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2. EREREEEIN - A0 RLBEMEIRIE (systemic
lupus erythematosus, SLE) ~ {E& B i RH Rk o ms
(mixed connective tissue disease, MCTD) ~ #5&i%:

Z kA (polyarteritis nodosa, PN) °

3. INEFIEEA © 40« FHRYE (sarcoidosis)
SEFE ICHE (Crohn’s disease) ©
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JE %A [&] B% 26 15 & 2% (non-steroidal anti-
inflammatory drugs, NSAIDs) : 7E 82-84% M5t
SoIRHE S A A REERIER - HA 20% &
TEEERITEN o KIIESE —FR A %E - (HR]{E
R 2 B IR 09 SCRF 88 B e A [ 5% SRR
EEMPUEERZEY) (disease-modifying antirheumatic
drugs, DMARDs) B HERRIRF AR

FEH AR MEEELEEE (indomethacine)
TER BT IR

SRR MZEMEEE 0.8-1 mg/kg/day
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(—) RZRE¥EERZ (corticosteroids)

HR 65% BR AREH SHEHIER « A
FE i B A s B R A 0 AR &
il & methylprednisolone REPRHGEEIRHR - i
A ] B2 A RO AR R - BN R EOR -
AL 4-6 [EBREFAMGIEI R - —FAAGHEE RS
= (>40 mg, 0.8 mg/kg) B EAHLAER
BRRAR - HIESREIK -

(D) 1E8hin AR EY) (disease-modifying anti-
rheumatic drugs, DMARDs)

A O R hydroxychloroquine 7EY,
NI S RFEZ 38+ {H methotrexate /552 fix
W RS AR DRI EEY) - K 2t AE A
HYET AU - i 40-70% FHEIFHAKFERIRA
RIS GAIE S  [KIBL » methotrexate FE% 5
FHA R s A el R AR R -

(=) BEIEH REZEIXKEB (intravenous immu-
noglobulins, IVIG)
#J 4-43% Y FB 3 AR IR B R % Bk R
H o R[S BEARREAY BB R R SR A
PR SR IR 7K o DRI 3 A R ST B £
HIREJIFEZEESE -

(P) &4tz

1. TNFa-blockers: etanercept s 25—l B# i
I HTHE S - HG AR - Infliximab 78
2001-2004 £y = fli/ NYBFFE R IREFHIFTR -
3 17 R0 P B T 1 ) B e IOE R R
HARE H A B EERY

2. IL-1B antagonists: Anakinra > JTHFHH—
iR SRR » 1E 28 i AU BE i G IOE R
BERWIAE EEY G I IE 18 28 [EREHE » 16
I B E A FFE A A anakinra > T E ARy 12 f83E
58 2=4%# (complete remission) © & B Y%
Pt 1T PSR -

3. IL-6 antagonists: 1L-6 7Lk AU 5 FL LG
EHREEE BT DA Ry —EE G RIE
FEEEE A e N AU SR 5 R H AR o — 28/
WFFEER tocilizumab A RAFAYFE R < 2011 1Y
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—fEF5E - 14 ZEFEHEH tocilizumab » £/
WA ®AE 7 HEEERTEER - 122013 F
FIE S R o 11 4 EEE T Rl A TR B G BGOE
H tocilizumab 12 flil H % » 8 #4EE TR BE KR
FREREAR 152 - 12 B Ry SRR BN -
tocilizumab £ 18 4: B 8 28 RY Ay i A HY sk 5 G IG
iE R SRR AT - LA R AR Pt
TR

P M AR A FF & Fautrel 12 %E () {5 75 - 22
fEEHE 1245 [ HERR M IR B RS S
ER STy RN &1 Y N e N
iE o ST IIRERS 43 0 R A KA E BT & B
7 Ml o i3 B Ly A 1 il AR 2 AR 5 1R ik e
ST K PR B R - RS A 1T E B K
ol o AR b B I AR R 3R ~ ol - PUBREE B
R H LR U2 I DD RE 25 Mk LUK LR IH
VE R fERE - BRI LB G B s 22 e 45 B 1 o
THFIEY o HAe ks R IR RS R IGRT -
IH 7S FE - Ty B i B A B IR P A 1k B W AN 45
(ALT KR IER LIRMETA65) - #ILFIiaEE
W R I A R B B B FE 2 B o T A S [

fit 52 methotrexate FNIE IR » BEE AR BH BA SR
= HEAFohRE MR IR (EF - (HBARE gk -
A am

HFThRE L 2 AR - HERRH RLIR R4 %E
V)~ REMERT R BRI - B RIE R
K~ JEPRETERE AT 2 - S OF S5 - WRIBE
SRR K A B B G IIE S A B T2 B -
Hs B Z I oRe s —BAA ] Ry AST/ALT /]\
A AAG RS LRRE - B RBE AR/ O 4y TR
BLH LR R S E T DIRE R E - RIiaH 7 =0
52 o Bl A Y 51T G FQIE R DR i 1 T 5 R B
—#¢ H BE » methotrexate Fy 5 —#¢ HEE » #HhR
RN FHRRBUEAR S A S OF 8 5E 5 pa o F
TNFa  IVIG » tocilizumab Z £ -
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Adult-onset Still’s Disease Presenting with Liver
Function Impairment as First Manifestation:
A Case Report and Review of Literature
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Adult-onset Still's disease (AOSD) is one of the differential diagnoses of fever of unknown origin. The typical
manifestations of AOSD include spiking fever, an evanescent skin rash, and arthralgia. However, impairment of liver
function may also be the first symptom of AOSD. Due to the lack of appropriate laboratory examination, the diagnosis
of AOSD is difficult, and with abnormal liver function being one of the minor criteria of AOSD, it is difficult to correlate
with the disease. We describe the case of a patient with abnormal liver function who was first diagnosed with non-
alcoholic fatty liver and finally with AOSD. Through this case, we could learn a lesson from the manifestations of
AOSD, which are different from other common causes of impaired liver function. (J Intern Med Taiwan 2019; 30:

402-407)



