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Liver involvement in pediatric rheumatic diseases
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Abstract: Pediatric rtheumatic diseases are a group of complex chronic inflammatory disorders, mainly including juvenile idiopathic
arthritis, diffuse connective tissue diseases, systemic vasculitis, and autoinflammatory diseases. Liver involvement is quite common in
pediatric rheumatic diseases. In most cases, pediatric rheumatic diseases with liver involvement manifest as varying degrees of abnormal
liver enzymes or hepatomegaly and may not have significant liver parenchyma lesions, and such diseases rarely progress to liver
decompensation. Only a few children with rheumatic diseases may develop severe liver lesions. Liver involvement in children with
rheumatic diseases may be caused by the primary disease itself or concurrent autoimmune liver diseases, but secondary factors are more
common, including drug-induced liver damage caused by drugs used to treat theumatic diseases, viral hepatitis, and fatty liver disease.
This article summarizes liver involvement in pediatric rheumatic diseases, in order to provide a reference for the etiological analysis,

diagnosis, and treatment strategies of liver involvement in pediatric rheumatic diseases.
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PRAE S 5 B BE PR 5 AR B 22 ik PN )35t 4% & J vk 2 5 88 4
JUEE AR 8 A 5 K4S L 41 EB s 75 L 20 i 2 119
5 R N2 W Q0 oK U PR 3R S 0 P S ik g 4 17 4 B
I TR AT 68 52 el JL B XU 9 A0 o DL iy JL B XL
I B HE 4 A5 45 & PR 1T R (juvenile idiopathic arthritis,
JIA) (R VESS AR AV FI R GRS A 55 . A —2
AHXS /0 UL B DAL 918 o 5, BB B 2E VK
(autoinflammatory disease, AID) ., JLEXIER L 245
RGP, T 2Ny 2 ARG R RE IR
i L2 AR A E AETE RS A2 Q0 JHE i JFIAS [ 2 B 1Y)
AR AR S e L3 KR 8L P B i UL . L2 X
o 4 BP9 722 1 Jirt PR A e ki A B IS, P e
S NG TT BB eI L (B i UL et B R oAt
Ak R LS 25 WP IR 5 o B PR R SO s
S o A SCKA B ILRE DL EE KRS 5 I ISR 22 19
BARAFDL

1 JIA

JIA 2 JL 2 B 008 DL g 48 1 O 7 48, 4 5 A JIA
(systemic JIA, sJIA) T 2 — DLk f2 95 ey
RMEB L RGBT JAE RN, TEITA
R JIA 1, sJIA A 37 I 52 B R o W, EZ RPN T
R AAF I e S o AN )RR BE B b G AE SJTA sl
WL, 29 25% 1) sJTA B LFE & 99 B i = L 2 400
P PR A AR S s TR — AR A
AT SJTA  (H A 251 PE A M Ak FL P RE 380 )
ik s 2 ARGE 2 sTTA BB LS WA i IF L 7T fig 5
FHBE R SR R 5 51 & IR AR AL A o6 . FEn HAE
S PRPT R 259 el 9 18 B AT 24 9 R A 0 590 (R 6
BT e ) e i AR B WA T I R
YA BE IS S T e o LAY JTA S5 A I
k32 BIFAH L, 2 K 259 Sl e ol H A gk & v R #E
S5,

2 SJTA S LA i PO SN ] Py ) PR S e s T
A, B AR T R R sJTA S O L M I Ak 25 A A
(macrophage activation syndrome, MAS) By H B L0 . sJIA
JEI T A T MAS [ XGRHR , IF D R0 /2 MAS () 5 245
fIEZ —, 2970% [ sJIA 5591 MAS 835 R B8 K, 30
90% i P11 15 55 2 i (ALT  AST) B & Th i, 34y i %
T fil B B L & A PET Ol RE 3 0T 7E 2016 4R WM
P RN B /55 ] XU 2 2/ T o L 8 XL T PR 3K
%2041 (EULAR/ACR/PRINTO ) 5 T sJIA & F MAS (19532
PRIET, AST>48 UL 22 Wikiie 4 H = —"). T ohfgds
PRI A A W SJTA 5 9 MAS [ BV S bRz —

2.1 JUE &%tk 4 3248 95 (systemic lupus erythematosus,
SLE) JLE SLE ELAZHESS M E Z B2 50 H Sk
PR R EERRIE R —Fh B B e N . LT,
JHFREAS & JL3E SLE fie E 2052 R E , P, e 22
LGN SLE 1953 bnifE o 4l AN W] SCHRH I8 , SLE 5 & T
HIE 5% 52 22 3 B0 ek AR 114 28 B8 T I T 55, 20% ~ 60% 11
SLE S A EAF DI RERE bR 5410 . 5152 JL % SLE T
% R Yihe S E 0y R E 2 (DSLESM H S
98 PR 3R 4 T B S B A A0 3 B PR A AR s P T
%5 (2) 5 A B e VeI B & S 20N 1 (3) 259
S AR B D T4 1 B ek I R RS
SLE JFIE S 22 fie # WL PR 2R o

ARV (4 A LT E AT i oA WA , 7T R S A MA
BURL /NI 9 FHARE IR P 3 AR AT R 1
JHRAEJLEE SLE i &5 5 1 AN IR, JHG i PR 3R 900
SRR AR SR AT RER I = ) G N2 R
ORI O AE . H R, AR R IR M JC G — 1Y 12 b
HE, TR 25 G e R I S50 35 A0 A S Mo B 2 A 55
WAL B 38 2 T R B RIS W R T IR 1 e
PR2FRFAR 22 R/ N PRI A, RTREA v e JH- 4 25 4 AR
HE N WT IR S A Pk T A MR ke = S . TR
PRI JE SLE SR TE S 45 51, TR KA
HFNGST S 2 RE S 5 RT B 2 5 A 2 o T k3, 8
ENTI=E u/ SR

TEEUEOL T, JLE SLE e S H S et Hw E S .
H B o2 Mk I 32 B 4G [ B S P 42 (autoimmune
hepatitis, AIH) | J5 % PE Ry 4 RE 48 R (primary biliary
cholangitis, PBC) 1 5 % 1 i 1k 14 RH 45 & (primary
sclerosing cholangitis, PSC), HH1SLE 5 AIHEZ T AL
UL, & IF PBC I PSC IR A2 UL ATH St — Pl 41k 48 i
PRI , 45 a5 R VR AE 20 vt 30 B B B AR L7 35k 2 1
AP TR HE WL A B PR UZBUR SO LT
T BTGRP BT B OB A S R B vl ¥ PR e
JEAUARSE . ATH A SR A o FE A0 720 358 A L2 IR 200 i
B SRR WA BRI LA, ATH
AL RE DL 2 R o, T a2 R Ay A8 e o 2 Al
ko AR5 4R GE B9 JL 2 SLE & 3 AIH B9 L) 22 5 5%
o Trving 2585 gk JFFI K05 BEIIE 52 9.8% 119 JL # SLE &
I AIH, B PEAT HTF- 3 LT A P, EL ATH 2 3 BT
SLE %% . Deen 214 it 228 f4i] )L SLE £ 3 ATH 1) [t
1124 1.8% 75 —TAN AT 847 15 )L # SLE 1 2 .0 i
G, 0 K FIE 5 0.8% (¥ SLE BRULA I ATH, Hp
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71% (¥ F.3% ATH % £ 7F SLE 2 Wit skis i 7 P,
XFFI2 W ATH 9 8L, 75 = B8 45 0% & Ol SLE 5%
L5 SLEEZM AR, SR F , SLE A I AIH /) IR
175 48 SLE A5 IR AR 1 T 50 5 ™ 5, % 25903897 1 SRR B
WUm g2, Bk, %) T BT D RE S i JL # SLE,
TEHEBR 259 351 RS R 2R B[R] B, I 75 2% T AT A &
G PR S AR DG BT AAR (R i A5, b B A7 305 G LA B Al A
JEMEIT 48 5 ATH fY S 52 12

JLE SLE ATy fig 58 19 fe i U I8 28 0 i SC ik
MG E 2, TR 2 N 2, W 28 AR SR 24
Yy LRGeS D) R HOR EE 25 A
FEVWE Rz 508 2% 51 A2 NG 7 Tt 7T S BT S i S 12
JEL R N5 I I 9 7 L 40 B 7 5k BB e 7 R e
IR R AT RS i LR RS R R R
BT S S 5 [ R D A L KGR 5 O
Z R,

AN, B A LIRS IR Tl BR300 o 1206 5 2 el B
TR BYHT Ro/SSA HLAA FIHT La/SSB $1 14 25 Jif #5146 Fir 55,
W ORI CORE VR RGN FEAZ 20T LT
25% ~ 56% M BT A LRI , F 800 JORE IR AT T v Je
JEE AP A 8 RN e ST 4 21020
2.2 #F E K (juvenile dermatomyositis, JDM)  JDM
e LR A PE A AME U rh R WA, ERER I X
PR 19 30 s LTG0 RN B S ) 28 o TE 2 BUR 23R YT I
JDM AL i BRI REFE A5 5, 41 ALT AT AST 7K
FhEs, TR RS B0 48 B S, 1hi & B T JDM LA 4E
R AN A 259 R R K IDM Bk A - S5 200 P 32
ZIEAF I, Z A BIHRGE . A PRI JDM A T
TARRIRG 191 , 208 B B 27 e i 2 . A 2
MDAS HL AR B G TDM gL H 30T K- BH 8 7 5, i
U 95 R 7 A e S A P B 2 JDM A I LA T
P75 225 1y T 4 e 2 A DG AR
2.3 IUE R A M T IR 4 A4E (primary Sjogren’s syndrome,
pSS)  JLEE pSS YA R L TR , A 05T s, pSS &
FrpLEAL L 1.3% 2 . )L pSS A1 AR B | 1R
TR B TH R 52 SRR DA RAS I 8, A bR R R i
PCREIR T A 5 1 o A6 )L pSS Hf T i A & UL , A5
5% B pSS # L2 33.3% AT T A pSS & AT
B AL BRI R AR TR NG 5 T 48 i 1417 1 27
FEIN B T HGE 1 5 pSS A G I IR AR 6045 3 B 4
SEPEITI A5 T M AR A T R SR, L DL PBC
ORI ELEE pSS P B Z A3 LR AR I B D)

3 AGEMEmER

JLZE Z2 Ge e A A 1 90 T 288 AR o o 50 0l T
BN, FLH TgA I 9 R0 1 06 995 76 L3 v a5 R o DL L AFLE,
IS JLE RGN M R A IR I A E I .

3.0 TgA s K IgA A R JLEE b de i UG I R
HH, R AT B A . R Sk
R TgA I 58 FF I A 32 22 R B I T =, 20
18% f4 #8 L BE AST FH57 , 24 9% B £ LAFAE ALT B GGT
THE, 2B IESC 2 7% BOLE TR BT, A
2 ) BN TgA I %8 45 I PBC A B4R , i R WL
o UE ST A

3.2 ¥ IR L RGN A & R RAT
KT LA I R A —Fh SbE 4 B PR R M., T
SRAAFEF AN &8 28 E . 2005 BRI
I RE 55 2 )R 5 LRI 2 — , UL T 40% ~ 60% 1)1
W55 £ LY A IR )1 08 1 e S A
Pk e BRI A S S R M T
BB 4 ) VRS FE 2 BT S 1 R A R

4 AID

AID & — 4 3 R 2828 S 80 AT o0 R S I 5
VLB 0 T ILE I . HAZDRHIE N i s Rk i R
i S o HR A L0 4 i R 37 B e ) £ 53 1, AT
O3 IL-1 5 53 BP0 . 1 A4 20  NF-kB 15 51 #%
PR A2 . L ATD U A4 MR IR A0 45 i 2 Kk
ORI A T ] RPN 4 R G B E
SUHALIE S 2R G, IR AR A WL, (1 2 B A
o DUFAAILAEEE WA ALD A 1 AR AR 1 1
4.1 K%M P E # (familial mediterranean fever, FMF)
FMF 2 —Fh 2t 55 [ N 55 % UL 1Y AID, i MEFV &[4
SRARGIE, JB T IL- 1558 B . MEFV B K 4 i 7Y
Pyrin £ [ T8 5 9 5E /MA NLRP3 (9380005 , Ho 3y 8 B
FENLRP3 RAE/IMA T BE1E AL, 2 1 1L-18 MRS, =
MR B4 B RAE N o A AT i 19 9 5 1T 33K
VERYREAR  HET 51 % 4% T D RE B AT (AN I £F 4 1k B
ZEGAE) o FMF fix FEERRAE 0 [ 5 KA B 2 $0ORN 2% it
%o AWGIRIE, 18.9% 1Y JLE FMF B & f7 72T DI+
HLE TR H 0 12.4%5Y 0 H A I HFEE T 9
KAl RE 5 A JF FE M FEAS M G , FMF (835 & IR 38 M AR AR
o, P S e T S R BRTERR S R, d A A
SCHRHRIE JLEE FMEF G 5 PRS2 200 HoAh 2 80, A5 B
JC R f B8 A L S VPR 1 B 7 T AR N 25 A AiE D
AIH%L%_”JO
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42 1RF#HER 1 EFRERE 4L Ik N B
530 T B4 2 (interferon type I ,1IFN- 1 ) {5538 %
AR ) — 2% , HRTE K 20 2R LA H &AL
il 5 R i W AR 5 H R 2 A BB B s B &
6 IFN- T 5530 i P 23k 2 F O USRS Jin (IEN- T {7
TP SR 2 T AT R R T B
G2 MERS  HE B B e B R 4 B SAE MR RT
M RGE Rk R E R Z B RS T
IS e R R AT T o T R R Y LB, A S
TR I, 29 44% 1093205 B OLAEEIFIEZ 2% Aicardi-
Goutieres ZEA1EJE T 1 BIT4E 2R A0—Fh , B IJLIFEE T
1 B LB R 3k 74.5% , HLAE /N K R AR R A R L R
ﬂyﬁ%m}o

4.3 A20 #43 #) & & 2 (haploinsufficiency of A20, HA20)
HA20 J&—Fh tH IR R F o 15 T 25 11 3(TNFATP3) %
BRI T i Bk e M 2 8 S B 1 NF-xB 553 B AR DG 9
LR 975 B F A A JE AT 20 NF-«B 3 B 76 1k, 12 28 40 i
PRI 2ok B 23l , ITIT 5 | 4 B PR SRRE OV . HA20 I R
LR, 5 1SS ML Elhani 251075 BE 41 SCkH2 8 1)
177 {5 HA20 5 PEAT 2007, 45 9 oA 17 6 3 (10% )
B IS B ek W R IR T R o oA SCHRRGE T
U LA ) HA20 8% 4 96 ATH 9 02 B4
WA T HA20 5 - HFDIRE S8 IR R FIF£F 4Rk 1)
TR RE AT 8 9] HA20 S5 1R R BF5e
A 3G EBRF AL 2 IR B R I EF 44k 4
FELA5L 45 F1 T 4 s

4.4 Blau%44E  BlauZEG1ESE H NOD2 3L H TR 4R
PEGRAR G [ 1) —Fh NF-xB {5 53 A CHB% . BlauZi &
TR B R AR — B AE 4 2 2 /0, i BR8N JE ik AR
BRAISETT H B PR ZERR RS . PR ZERR R AR AR T BB
FFE T U 0 O 5 A R 2 . BRAE Z S8 HGE T Blau
CEBAE A T T IUE P 2 B o 28 g 494 IR A s 2 PR
A ZE R S SO R AL T RO

5 INESRE

LB KR 5 I I HE 28 AN 28 200, i IR L5 1
AN [ RV A 2 10 v AfE 32 SR TR 9 20 5 2 5. H
BT, 5% LB XA 55 JTF I 722 194 9 2R A3 A7 — 25 1)
A AR RE— PR o () LA B8 - 17 2 )L E K
P B T I 72 1 9 PR BIL A 1 R 52 4= BB 5 (2) 12 W7
PRUEANGE — - JLEE KR 3 I T A2 Sk = AH 5802 Wy
P, 2Ol RAFAE IR 12 RIS 5 (3) 167 R 1Y
AR - BT T L KGR 5 I I I A2 5iR
I J2 BT T XAE 16 97 R e G e 1 i 55 AELAS [

RILBIR T RBOR 22 5 50K, B 73 (8L AT 8 BL 25 4k
T4, ke = A AAR Y67 J5 58« R B i o L
WIRSIERE R RE R e R A 22 BHUME ,
SEZ S RRS T HBA o % LB KR G I IS 22 f)
DRI AL O e S R R AR I 5T, e ¥ i PR BE 7 %
I AR T e — 0932 W R AR v AR AR AN ) A
AL R A ARG T7 S, BT B 232 W7 1R T 1Y
HERRTE o

FZEHRER: AL RAAAETH 5P R
&
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