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Abstract

Juvenile idiopathic arthritis (JIA) is the most common chronic rheumatic disease in children, with
chronic synovitis as the main manifestation, which can be associated with systemic multi-organ
functional impairment, seriously threatening the quality of survival of children. The discovery of
biomarkers may help in early diagnosis, assessment of disease activity level, prediction of clinical
remission and recurrence, and prediction of response to drug therapy, offering hope for rational
treatment of juvenile idiopathic arthritis.
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1. 518

AR R AT R QIA) R — A7 TR, [ b G B B (ILAR)RE I E N 16 % LR JLZ H745 6
JE RA AN B AT ) G i s R BRI B 52 BR[1] o AR L Bm IR B R ) 23 2R 0 BN A 2D R 4K
KRR FRAVEBATEZ G R . B MARARICOCT R BB IRTT 28 . & B PESGT RAR MK
TR JNA LUBPESCTT A O EERI, WIS 2 IEaDiae i, TR A B S (4R S e 2
T A S T E T RRE, A TR AR ST R B R R T, SEOCTTRY K DhRERERG, REIRIT
o, PR RIL 50%, 3 SEEURFTIE 70% [1]. RO R WIS Wr . B s s B R P4l . %
I3 52 R (R TIOR3 TR G SRR 2] [3]

JA BJUHEFRIAHZ, B S RE, K& Tk, JA BRI IS 7 B2,
AR R IR, DLTT ROB R YT 29I BR G VR TT SR, SINAEIHIFR. JAK HH 78 a6 )T 2
Wi, KRS T A BILIIIGRZEMZ, 2020 FERGH R K2 B “T2T 1697 77 5 Sk 51 ”
G2 BB BB NEIRIG BN, UMK ZHIIA 8 LR LAk 2 ) B FR([3].

EHEEDS T JA BB Z AT SE R R bRk S BB ™ AR . 2967 N TS RIS 24 fa R IR
B, DARCTROBRAE S H AORE, W& R 28 . E R TS EE A IE(MAS) . H BT PRH F VE s 200 75 30
JEE ) S8 28 8 b 2 21 40 VT % 2 (erythrocyte sedimentation Rate, ESR) % C J 3 £& [ (C-reactive protein,
CRP), H - #&HrmMAE, B RR R M. Foell Z[4IRIL, £ IIAEHAEREREHSEER
YN ESR Jz CRP HJoHA 25 5% o T AE bR -5 W0 0w DATE 4 b e By O 2 e e xRy i 4
ERBE I, AT CAE SO EAFRE, AT s SR, (AR AR AR S IR T s O T RELS]
U, IR BRSSP h SR T4 3 JIA IR RIZYT R R AL A

2.1L-18

IL-18 J& T IL-1 40N PRk, BTN, DS BEAMERHI, REES AR
RAFIRE A/KAME-1 (caspase-1)IFEH FHAL N —FhiFs T IFN-[O3E M40 B E 7, 8875 B 2R 540
J K B I s, 5 S MR AT RS « e BURLRTRE FR 4 M DR 1T R AEAE T . IL-18 AT DA LT
{19 N 240 gk S B P 4 A B Lotito S5 [6] K BT M VR (SF) RIITLTE Hh 1L-18 FAI7K-F- 5 3 0 ¥4k 3 A e
R HAMM . JA B IS IL-18 (kB = TX AL, HIiE i 1L-18 /KF5 SF Hif—Ff =,
JFH5 IL-1. IL-6. CRP. &z TidiE 2 IEMK. JEH, £5% JA B4 SF AMES 1L-18 KTz
T HAZEAY . Shimizu Z5[7]H2H, & MAS 14 528 JIA(SIIA) B LIMIE 1L-18 W FE W2 T . 24 1IL-18
MW E > 47,750 pg/mL 7] Fi MAS )% 4. Grant S.Schulert Z5[8]%} 18 %1 sIIA & - il i 5 A% 5 2 2k
TTVPAl, IR FL I S S v E BV R 1L-18 I FE S8 IR R A il A2 1 sJIA L1 - Julia E. Rood
EORE T —BIMEE T SUA SR AR B, B2 —FEXT IL-18 A IL-18 R R e BE b
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MAS-825 Y597 J5, LI & fl S0 A& It E e vk b 2 IL-18 FHiE RS 1L-18, LAK CD4 T 4ijl. CD8 T 4y
FE VRS 3L b, 3 BB H RSB, SEN B AT R BRI E s, IiThRefrfks

3. CXCL9 #&LEF

A IR 17 — 28 EH 4B 73 WA ) /N IR L 7 BB 5 B 1, A 5 3 B S S 4 e Tl b i se g, A
AR AG T 5 IR RN 7 A B 40 MRS R -2 5 9ORE A R DU AS BT 5K : CXC.
CC. CX3C 1 XC. FrAXEHE H#ET 5 G & HIEREMIE SR (TR N 1 32 44) A ELAE F Sk R 45
AW RN . AN TR TE AR BRI BE 2% A AR A T E R i o e AN Ak, R HORTE SOE B . R
JiE AT, IFN-y 1 TNFo 306 M1 B EREGNH, (40 MfRR 21k CXCLY F1 CXCL10 #fkF -+, W5l
Thl 40f, i SHBENEYERA, S5 800 KM [10] [11]. Mizuta 25 A\ [12] &8, MiE#LET CXCL9
7 SIIA & 9F MAS LR m, HACF SRS R IR, WNNZE R 1 Mg 7K1 r] DLk
BLXT sIA-MAS [ te41, Hinze S5 [131 & I R AB B HTIRIT A SV SIIA 35 FERL A 1L-18 HT IFN-y
KPR, CXCLY KTFHAE, H IL-18/CXCL9 Al IFN-y/CXCL9 LLfEilE, sIIA BRI BHHIEIT
SANA SR

4.5100 B

S100 FEH & Ca”" A B AZRKM—NT4; S 595555 dRaih. giiashifis. &am
SR IR, RGNS AR S A R AR ALAO AR I [14] . S100 R 754 R A 40 ff mig o 4 s 4 P R
J5, Ed 5 toll FEAZAK-4 (TLRA) MG IIREEAL 2 W 2 AR (RAGE) 45 &, S 5 RIER M. TLRA 275 R4
FHIE 3T AR 3 (PAMPS) R4 473 #H 5 73 T 15 20 (DAMPS) ) 52448, RAGE & 41 Jfd 3 18] 4311 S50 1 22 T Ak 1
7, TLR4 F1 RAGE J7E g4l R4l & e SM IR RIE, S5 G A JORE 1A (1) 4 &
S M [15] [16] [17] [18].

5 TLER (1 (CP) Rk v 675 25 11 8/14 B S100A8/A9, T % fif 4k (i b MR A AR, 4 K0 R 2B,
Bl S 1) P L R S T R P R R B, TR e e B A S S RO M i A i, S R
C(PKC) A L 20 i ff A F5 1l I (NETS) [R] 40, S Wt 1 G FB A7 A g A v A6 [19].  H AT, {45 2
HE O TURARAI, 1FARIE B A S . RN, 85 T8 A e SR LEE (018 1 X 1
o IR A S M SR S o H AT PR i FH R WU v 20 2 [ S 38 == Fhn oy C OBLEE FI(CRP), CRP F %
HH I 4E e JR R e e 4 B RIE I AR A, B2 2R R s, = R R E[20]. Altobelli 55 A[21]1%F45
TERAEN IA BV EDERIRAT T RALGRMEFE . ERER, 5 IA HHAMTE, E
TEENH JIA LU R AR BEAR L, FEBITE sOIA B3 S 85 LA A /KFIH &, oA Giith 2% X . Holzinger
EN[22]8 78 T 52 4] sIIA GR35 B IS 85 LA IR EE, DAMRIIBIR IS BN RE, 2500 A 5 R AR I 25 ik
1oy, SEREFW, ERORA TS SRS T, B PR ANMIEKREHE S, XEIRTT A RN S
F M5 E5 P IR R PR K. F. Remthangpuii Z5[23])5E T 50 42 Wi A JIA KIHIVE )L ML iE45 P& A
A CRP 7K, @i o 545 LA F/K S CRP RIS RIS VP73 (JADAS-27) ARG, 42k
WAL . GyAFEARE R MO 26 8 LIS ES LA 15 CRP F1 JADAS-27 2 1EAH(r = 0.418).

5. HMGB1

LR ARRE H-1 (HMGBL)/2 DNA 455 H H HMG SR i 425 A0, 0 75 M 1 SR e i
P EIR UL URE T 2 A AR PAMPs Sk B8 1 SORE S P K B R 3R 1 B DAMPs, - BLRGERZH 2345
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BRI S e R e B o 1o B T HAR R IhAEESN, HMGBL ik A& 5 R A= H 2L 1R F [24]
HMGBL1 j@id 5 RAGE Fl TLR4 S5 CHE s 2R AH HAE R, 25 SR 0 A i i #2[25] [26]. 4t
4h HMGB1 A A 5 RAGE — i JBUR S AEMIR 1 e ) M RE /). HMGBL 25 HIMUMAE . K7 . RSt
PEAL BRI SE 5] L 4 B I . ZHHEA HMGBL /K FAE JIA BB B SORE RN,  JF HLoT B2 98 RE TS
PERAEIbR EFNESTIEE f . Xu, Dan Z5[27]%) 64 4 36N 9.25 5 . Pt 2.38 4~ H (H
48.4% AL R ) LB AT T HTIE TR R 7T, R SR LA LA H L 3 AN A 6 AN A 5 REE T LR
A, SR R DK ORI I I RS SS9 S REARIEAT L. 0T HMGBL /KF, HRL s =
BRI ERASME, &I SIIA B MG HMGBL WK B2 THm, Hlk JA B3 1% HMGB1 /K- F
5 CIRMEH . YR E 5 IR R 2 [BFAE IEAH DG, KBS HMGBL FI 82 sIIA HH U T) %
AR S o

6. mMiIRNA

mMiRNAs J& YRR IES IS RNA, Sl 15 8 o gt 5 R 3 BRI AL R A H 5 mRNA 1)
iEPE. MIRNAs AN LA GG Rs 5 0 1) 7 SNk, i HOREAAE T Mipirh, 78 i mr ARSI 2
Ma Xiaolin %5 [28]i8 W 7T ML 2K miIRNAs 12 7RIE, KILIMHK miR-16 1 miR146a n] LUE A & 3 1
PR, FL P 5 K ST T BORNh4E 56T 9 REALHR AR VT 73 (JAMRIS) HH G

7. REERE

FE 2 A, JA BRITEUS T R Rk R, (4K 2 BB A X P 1) ) L 500 22 AR BN
—ANFTLASEEL) B bR . H B A X TR BRSSP VRS S5 A7 2 SRS IO 4R 7S, X T 2577 22 (1
EARI T A AL . ATSERIAR R W AE YIRS EYE B T BTG 30K, AP F7KF B AU
SEImPR b SUBRRER AR, VEASIRTT RS, TRINBIR MG Mk, TR AR R AR, e A BT
W2 T7 % Bk, A8 TE S R AE ) B AR bR DURE i 8 SRS BB RS I OB B2 R Rz, 0TIl
PREERR G 152577 R E R B REEN .. IEFR, CafRl T2 4EWhsEY, i S100. HMGBL,
MIRNA SEH B EE &, IL-18. CXCLY BfbHFrIEe N JA & IF MAS AL R IAFINZ &= . SR
FIHACALLE, b T ImRAE TR B, A BN IR E B . A, — S YIbR EMRIVE R B BT AR
GHillo L, ALBEFATIH—PIATL, RITETE 2 AN R B R A bR A R
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