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[Abstract] Interleukin-23 (IL-23) has an important relationship with chronic inflammation, researches on I1.-23
are mainly focused on autoimmune diseases, some I1.-23 antagonists have been used in clinical practice. For hepatitis
B virus(HBV) infection-related chronic liver diseases (CLLD), most studies have shown that the expression of serum
11.-23 is elevated, and it may play a pro-inflammatory effect together with Th17 cells in HBV-related CLD. Current
researches on 1L.-23 and HBV infection are mainly correlation study of clinical data, there is little exploration on
mechanisms. This paper summarizes the possible mechanism of 11.-23/Th17 pathway in HBV-related CLD in rele-
vant domestic and foreign studies in recent years.
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1 IL-23 5 Th17 40fE

L1 L2 W EmALES# &z L2 /T
TL-12 B 40 Jfg PR 8 % AL B i 5 9 — R AR T1-
23p19(1L-23A) Fl 1L-23p40 W 3 40 i, 1L.-23 32 {&
45 IL-23R #1 IL-12Rp1., H B & B, p40 WAL Uif
B S T S B TR T U 3R A (p80)
B, p40 F1 p8O W IT S IL-12Rp1 e 1L-12 FI1L-23
F oo R R RSB . p40 o — A A B4R
P (SN N i DN R o 7 o 7/ I o i (S A IS
IL-12RB1 A5 MM T H M N 25438k, 73 5h p40 1
F AP AT T3 & -y (nterferon-y, IFN-v) 25 4 ity
PRI 20, TL-23 0 iy A% 58 R 20 Ml (dendritic cell,
DO | i 240 10 1B 240 i 1 P Bz 40 D 45 S K 4 3 240 i
O3 Wh o R 2% PR A T R 0 IR SROBE T 2 B 1
i 1§ Z ¥ (lipopolysaccharide, LPS) i 35 Toll #£
Z K (toll-like receptor, TLR)4 F1 3 24, M )l N
BHR 1IL-23 S 7, 1L-23R W F 2 AEC1Z T 4
ML H 2R R 0 40 I (natural killer cell, NK 2 fifg) Fil
6 Kbk ELRE 41 M (innate lymphoid cell, ILC) A, #
Bt B g Al DC rpt g /b,

T1L-23R 62 P4 AE il % 7 {H 2 A C-oR i X
WAL —MESEILF . 5 Janus 7 (Janus kinases,
JAKs) R BT A 2 & MBOE A 56 . TAKs Bl
Jei » CoR S 45 44 38 P % &R (tyrosine, Tyr) SR 28
— RN BERR AL S TS AL T 5
K G K F (signal transducer and activator of
transcription, STAT) . 22 43 34 J7 15 1k 25 B 4 B4
(mitogen-activated protein kinase, MAPK) #H H 1
PG AF 5 PR R R A% A5 5, 10 1% 2 1R o 1R il
SHP-2 bR 1k Tyr 5k 3 F1 40 il 715 5 % =
W A 7 (suppressor of cytokine signaling
protein, SOCS) 0] & 15 % 5 5 il % M il 5 5 1% % .
Horp TL-23R {5 5 1% 38 i JAK2 F 1% 24 iR ¥ g 2
(tyrosine kinase 2, TYK2) /%, FE#HiE STAT3
/NG A3 1) STAT4T
1.2 TL-23 f£ Th17 ML F Ao o e 4 5 P 69 48 A

Th17 4l & —Fh CD4 " T 4ii i A I 32 BEHFAE 2
I3 TL-17 RN IR Hr S Ve e s D 74 A R AH SC I
¥ 5% 18 vt (retinoid related orphan nuclear receptor
gamma t, RORyO™ . 4 4 40 g P + 58 855 1) A [
Th17 4 Ml T B8 23 %% 4 il Hfb T il B 4 40 fat .
1L-23 I GEsZ T 40 i 76 g i b 19 7% & . 72 HBV Al

S8 4 I 22 95 (chronic liver disease, CLD) Hp 11-23
XFERRTRES 52 Th17 40 M Ay 351 T ke 4
Jifl (regulatory T-lymphocyte, Treg) ) 4 ¥ S i,
IR R, W B DC = A= /) TL-23 {8 J8 I8 B 1 g R
HR AR IR T T Ok B 4 M (native regulatory T-
lymphocyte, nTreg) , \ T2 i Treg 40 i by

g3 50 TL-23 £E Th17 4 Hi i 3 5 1 ) B i 4 5
R EL EEMERT . W1k CD4™ T 4i i 4%
fb 4 K A F B (transforming growth factor beta,
TGF-p) JIL-6 ¥ 5 - 755 RORyt iRk, i — 4
fle sk 1023 F1 1017a B335, AT A2 2E T Th17 41
msrft . 1L-23 5 IL-23R 45 J5 . fff STAT3 #iR
b St KA BE T 10237 Al Rore WIS TE R T —
ANTE B A1 B A A T T A0 3T 0 g A 2
RAYBLIY 117a F Csf2 RN AR E Rk, T
IL-6 5 S S & [ 1 (activator protein-1, AP-1)
Besg 7 JunB, m]LUAR #F TL-23 4K 481 1Y 2500 1
Th17 40 2 &,

ST 4 R T ARk T2 200 R B X S Y
T1L-23 R 40 PR 1~ 3 B0 45 7 A 0 2% o DA T 7 i |
B e A L O 5 K 22 0 TR AR U

2 IL-23/Thl17 @ik 5 Z BB R m S HE X ERR

9T SR B E I AU B, HBY R $it 5
(HBV surface antigen, HBsAg) L) H & B 5% &
(mannose receptor, MR {K#i P4 7 A %A S IL-
23 43 b 1L-23 5 HBsAg R R b CD4™ T 40 i 43
fb 4 Th17 4 b A ™ . 55 4h, HBV #%
O Pr Jii C(HBV core antigen, HBcAg) W, 0] i i#%
mDC 43 11-23, WF58 4878 . HBV A 405t Al L) i
KR MR R/ s 4 O = 75 S TL-23 R Y
FIK LY IL-23/Th17 3@ B 5= A JF 4 300 . %
5T KB Treg 4017 W B9 40 ML X~ 1L-10 w2
FIHASS HBsAg H3# mDC 7 4 TL-23, 7] g &
HBV B v Treg 4 Jfd F1 Th17 40 L A6 B /E
K,
2.1 1L-23/Th17 &% & HBV 2B £ & A & &
PREEEEN  ZTIGEROE BN, 5 R
BERI LG L L TL-23 1L-17 /K J 1L-23 324k 1
ik & 7E 1S M 2 BT 48 (chronic hepatitis B, CHB) &
T

WF5E" KRB, A HBV & Ye iy S 35000 BT 5 £ 5
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B, Th17/TLA17 BRSPS 95 2 5 18 T 21 2 1k b ke
FEAEM, Th17/1L-17 FIK 8l — R 5 F 1, i s 5
{4 30 o 5 4 0 v R 40 A B A% 0 O 7 S T B
A1 JE A1 i TR TL-23 R TL-6 (1 3% 1 Ok A iF 48 A 0 21
AR . /N RS R L N B A0 i AE A 1L
12p40 BERY NG &0 F 2377 A4 TL-23p19, 1 A 77 A 7 —
R TL-23, %50t & BUAE 2 B 7 T DUAE F 9 B2
A0 M TL-23p19 By A= i, 10 40 it [8] TL-23p19 3 il
TN 400 20 i R 26 B 43 F 1 (intercellular adhe-
sion molecule-1, ICAM-1) Al Ifil % 20 A2 %5 B 4 F 1
(vascular cell adhesion molecule-1, VCAM-1) ¥ 41
Jif 2 T = E L DA 3 5T A A 0 B A O
BT, Al LLAE ) 11-23p19 DLk Th17 40 fg
TEAEHE HBV 18 M g gy v %5 BB 9 7B T JF 7T g
5 CLD WIE i VIAH G .
2.2 1L-23 #9 & &K TR HBY 484 1% hn & AT 3
3% (acute-on-chronic liver failure, ACLF) & R4
Wgc ) WoR . #8 ACLF % Th17 40 |k 1L-
23R WL 3R L IT 5 RAE R B DA S R B
IEAIX. BF5E™ % B, HBV A5 ACLF (hepatitis
B virus-associated ACLF, HBV-ACLF) 2 3# DC
) IL-23 £ B I 5, 35 % K F-«B (nuclear
factor kappa-B. NF-«B) il Jif g3 31 38 [H 1 2 7K AH 5
K F 6 (tumor necrosis factor receptor-associated
factor 6, TRAF6) Tt i AH ¢ . s 55 % 114 7™ o A &
M., 5 —HgrR k8, 5 CHB & & M L,
ACLF & i 11-23 3k & U] 2 88 hn . m i 3%
1L-23 &3k 5 ACLF 3% 1k 58 2 % U1 A K, 78
Ja 2N R ge h B Bk T IZ A e . %/ BRI &
B TL-23 A RIHT A AT i o 9 i 2H 21 Th17 A O¢
(89 2 1 PR 7 0 rh PR 20 i Ak PR AR S AR e T
TR R IR R R T 5 45 AR W) TL-23 W] BB AE Th17
A AR PR - A Al A 7 i 2Rk b i e 3 4 ik 28 1
A0 e E AR AR . 53— TG PR BIF AR R
CHB 83 5 HBV #H G 2 8 & iE 1L-23 Kk
Byma b AH P 1L-23 K F I B 2% 5.

R TEAE R (6] FT BE 5 I PR 12 0 1 5 1 X
RN BRI 7 A O T B 2 0 R TR AR AR AR IE
{BATA] A 1L-23/Th17 @ f 7 HBV-ACLF H f)
fER . IF B 1L-23/Th17 i #% 912 % 1E 5 HBV-
ACLF B = H AR L ARG
2.3 1L-23/Thi7 i@ % 5 HBV 48 £ I i I 7
MR WoR i TL-23 kK P78 HBV A %
4 T 21 B 958 Chepatocellular carcinoma, HCC) & 3%

TR . BT E AN AT B HBV AH OC A R
FRglpe s 1L-23, 8K )5 1L-23 Sl i 8 400 i 77 04
B 20 7 2B R A3 W I 48 N K AR K B (vascular
endothelial growth factor, VEGF), J#55 IL-23 i
PEJE . HBV &% 36 [ /N BRI /Y 7= 2k 2 0 b,
VEGFE 197 A o 3 /b, BF 58 45 2R W7 BB TL-23 %
PERT AR HBV 5% 35 R/ BRUFF 988 09 & A 427 18 1
HBV BL 5 JHFIE 58 0E B Wi 40 1 45 22 7 A= 1 11-23
A RE 2 CHB #: 4k y HCC By & fa 2% . B R 8
TG AR SUARSNE IR SR o B AT 3 in g AR A
e D A M9 ) A A R RS kL B J8C T 11-23 F
TGF-B HEGI6 Y7 7T 40 1 B W5 4 M 0T st % i 98 1 )
AR . 53 A0 TL-17 A B 40 0 4 A3 5 5 T 9
WG A RAH 5, TL-23 DA Je TL-17A 0] DU o 300
NF-«B{5 5@ g F 3 R4 B E A 9 (matrix
metalloproteinase 9, MMP 9)Z ik, MM {2 i HCC
A0 A AL A% R iR 22 RE 0 T TL-17 A AT DL i i
1 NF-«B/p65 {5 538 i B A2 7F i 40 i b 10-23
BRI gD BRI IL-17A K5 RF
I TP A AR I A R RS RN TS AN RAH O, TL-17 n] DL
Bk N - BE AR-52 4k 2 (CXCL-CXCR2) il i 5 1)
A8 A= BT AR 2 b e 3 e

TLR4 7£ HCC A7 Bly T T 48 1 i 96 19 A= <
TR . B IN . TLR4/8E & 4 4k 3 2
% B 88 (myeloid differentiation primary response
protein 88, MyD88) {5 5 18 4 nl fe 18 1 4 75 11.-23/
IL-17A B2 5 HCC i iy s fie i . oA wboe s
7R, 71 (geniposide) A] M 37 T 5% 55 H 1L 460155
K F-1a Chypoxia inducible factor-1a, HIF-1a), H
e i TLR4/MyD88 {5 5 i 12 Jf Bt STAT3/
Spl {K#itE VEGF 774 {H & LPS A] LLYE - H 417
il i) HCC 1M % 4k i v 42 i STAT3/Sp1 4 ¥
VEGF =4,

P/ BT B B v, O B T1-23 7 i o8 1l 34 458
drfie sk ILCT ) ILC3 #9704k, I HAR 2 7= B 4R
20 B 2 P firh % % Ak i TLC3 (lacking the natural cy-
totoxicity-triggering receptor, NCR-ILC3) #4914,
NCR-ILC3 fig 7 X} 1L-23 [ i HCC (i & Jg !,
AL NCR-ILC3 7 1L-23 333 5 JF 46 7 A= 10L-17,
FEad A #F CD8 ™ T 20 4 1 i PR a4 5 17 4
i CDS™ T 4 g S

MAERHE T, AFE 4 11.-23 Chuman recombi-
nant 1L-23, hrIL-23) i 15 34 i i 20 i b 1 40 /40
201 A1) 2 i 4 B LA B B Y 0 8 ik 20 A L )
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T2IF 5 oz Sl P A0 4= 28 7 o 398 o T 9 20 M % 20
Fevk. ALK AT RE & HBV AHC Y 1L-23 W] 58 1o ik
DI A% R T 4a(hepatocyte nuclear factor 4 al-
pha, HNF4a) o 3% 90 JHF 988 40 M 00 3 M 7. /D
FUR B8 B 2 78 HBV A9 K 300 8k U o] B8 3@ 2o 40 1
HNF4o 1438 35 10 45 A F o5 40 i 3 78 . (R Ay
JEEPT B R R L ZE R (protocatechuic acid, PCA)
T8 1 T A0 B AME S A5G I Cextracellular-signal-
related kinase, ERK)1/2 iE# 3 T i HepG2. 2. 15
Y0 i) HNF4a f1 HNFlo 80 HBV &l %
BEHPU R0 M. IR G R BoR, W6 T HNF4q
() 3% . B AT RE A2 2 JH I g 19 e 2B A ] e 38 100 o
o B VS PRI AE T X g R a] R IF N OF I o (H iy S
2 1R B TR A TR T FE

o5 —J7 M. TL-23 A7 M 98 3 20 B8 1 5%
F 50 3 W T dg 0 6 0 1) LR (32 B 2 FL IR
BB ) 34 9 1 A% 40 e/ B W 40 JfL F0 g TLR2/4
Pc A ) 35 g i 9 R Y O 8 A i rp Y TL-23p19 1 %
SR IL-23 y= 4, 3 HAE A 1L-23p19 FEE Y 2. 7 kb
57 E v G 0 3 17 BT 4 o LR U M DNA Joff.
AN 45 R B ROk I LR 1S R T TLR
BCAR A 0y TL-23 F ik, AT 80 IL-17A Rk 3
Jn. AHRPEA TLR P AR 58, FLIR to g DA 11L-23
PR T =X 4 R A A R BT AR e TL17A
Ao WFSESH R LR AE S AE A A AE R, T
T TL-23 ORI 70 3R A0 1 72 4%, DT AR 32 Jirb 988 Tk
W g M R AE I K

11-23 75 5L KV 19 728 S5 FEG S K1 1 30759
g HBV FH G AT o i & 4 ke, it
7R - 1L-23R rs6682925 F1 rs10889677 ¥ £ Fl i 4iE 1
KR HL ] o O R AE A, Horp TL-23R
rs6682925 Fll rs1884444 ¥Hahn 7 HCC KB, 575 4b
1 1L-23R ()5 2 F KX 3t rs6682925 f 75 S 46 fif
BEPH 5 P4 38 B R M R A oeR Ll E
B AEATE R HBV B H A (B, C) B & MiE 1L-17,
1L-23 {5 /K- T i 22 5. 59 oh, #F g8 R B, 78
HBV #{¢ HCC BE F K IEZ IS RNA 01152 (long
non-coding RNA 01152, LINCO01152) & 3% ik, 1M
1L-23 By ik 5 LINCO1152 #H %, LINC01152 ]
5HE 31 XA G Ak R SR IR R T R
55 &% .
2.4 1L-23 3544 a4k HBV & 340 % R is 57 F
w2 A HET. fEE HBV JEe iy 1w i 8 5
W A TL-12 B TL-23 540500 /Y f B AR 2, XF 7

IL-23 #5500 78 HBV e 2 h i 0y 2 e vk VA
Rtk Z B, A HREY FR, 78 HBcAb B
TEOLT o AT TL-23p19 $5 450 ) guselkumab TR
7 ME VA P B0 AR B R BR AEIR T o R R I AR
H I FYIRE S HBV AHOCHUE Y T A8k, 76 1
BiItEA HBV R L 5 8 48 TL-12/23p40
540 A ustekinumab 35 ¥7 # 8] & B % B E B A
HIV BR824 7 W0 R & 3% B & P iR 2wt .
gy — A GEN R E, fi T TL-12/23p40 $ P A
ustekinumab G ¥7 £ HBsAg H: B E N BB &
a2 ) HBV % 16 XU

H T, TL-23 550500 O 78 2 Fhoge s il I
— i WG R (B FE HBV A B0% S ff: HBV &
Y i) FoAth 5 v Al B HE I A A 1 A
FEEANE AR ARERME TR R R R R
AATE .

3 &ig

BAGS TL-23/Th17 il 75 HBV AH 5 IE % 9%
HRTRE RO AE A AL . B i T 1L-23 & Th17 4
PS5 ©F 7840 1 T R K 2 B0F 58 35 R
HBV 41 %#1J7 (41 HBxAg, HBsAg #l HBcAg) 1f
LA DC F0 B W 20 il 43 0 1L-23 , g 6 A8 07 Bt Ji 4
YN E TL-23R () # k. IF HOIL-23 2 ] %
HBV #3¢ Th17 40 i 43 Ak 2 A A1 20 ) 41 i 5 5
1L-23/Th17 i@ #§ A6 HBV J@&YeAf ¢ CLD i3] 11
WHAER . 76 HBV A 56 o & A= & J v, 1123
P& B 0 40 L 7= A= Fn 4y VEGE, DA il o NF-«B/
p65 5 53l % I8 MMPY By % ik, i@ 3f TLR4/
MyDS88 1% 5 3 & 8 7 1L-23/1L-17A i & 5 HCC
Y0 1E B RN RS . I EL L iR A B s R A
A0 i e 38 TL-23, 38 5 TL-23 4 Bl 76 . (H 2
HBV A 3¢ Ht J5t 4 fof 5] 38 1L-23 19 77 A=, I 5% Wl
Th17 48 52 i« 55 #b 11-23/Th17 38 % 3 5 W s
PL e HBV Y &2 i b H B v B A i ok 5247
ARERERE . BR IL-23 #55iRERIK N Hh 2 f
—E ML HTE HBV A OC I IE S 16 97 Hh 11L-23
FEHU A N A e PR A R — 2P I E S
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