68 « il E

DLV 32 o N B CRE R 1Y)
ARG M PEIR A 17

I, XAV, FER BT, B &, WA, 2 (0525058

B2 — I B B e BGe ), 722 710016 )

WE: RGMAMRIE (systemic lupus erythematosus, SLE) 1F N H & 5% M 50%
AN 4 B B4 B I AN RV AR B B A, I R AT B O D L o AR S IR TE 141
PSR S 9 9 1 ROEIR IO SLESR ], il 73 B B 35 19 B S, FHH2H 209 B A
flf R R IL, 455 2019F RN Pt A2 B PR (European League Against Rheumatism,
EULAR) FlZE[E X 2%4> (American College of Rheumatology, ACR) K& #iffJSLE%>
FArHEII TSI o
XHRIR): SRR, REMEAPER: RO

A case report of systemic lupus erythematosus with acute liver failure as the first
symptom
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Abstract: Systemic lupus erythematosus (SLE), as an autoimmune disease, can cause
different degrees of damage to various organs of the body. However, severe liver damage is
relatively rare. This paper reported a case of SLE with acute liver failure as the first symptom.
The diagnosis was made through the analysis of serum autoantibody detection, liver biopsy
results and other clinical manifestations, combined with the latest classification standard of
systemic lupus erythematosus published by European League Against Rheumatism (EULAR)
and American College of Rheumatology (ACR) in 2019.
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B 1 BEERMiERTLE
VE: BEMLEGIRAF A (prothrombin time, PT) ZHA{E VU 9.8 ~ 12.1s; HEIMAGE G (prothrombin time activity, PTA) £ {H i [H
84% ~ 128%; HEIMLAGE I [H] LB (prothrombin time ratio, PTR) Z#{A i [# 0.94 ~ 1.24; D 5k (D-Dimer, DD) Z#1{H [ 0 ~ 0.55 mg/L,
YT AR RME 4 (fibrinogen degradation products, FDP) Z#{H i 0 ~ 5 mg/L
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¥E: PUXEE DNA $iifk (anti-double-stranded DNA antibody, #T dsDNA) ; FiiZH{k P & HPifk (anti-ribosomal P protein antibody,
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antibody, cANCA) ; &R P MR 4HEPIIA (perinuclear Antineutrophil cytoplasmic antibody, pANCA) ; 4Bk H A (immunoglobin
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