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Abstract: The interleukin-10 (IL-10) family is expressed in various types of cells and has a wide range of biological functions,
and it plays an important role in the development and progression of hepatic fibrosis. Hepatic fibrosis is a chronic liver disease
characterized by abnormal repair of hepatic tissues after injury, activation of hepatic stellate cells, and excessive accumulation of
extracellular matrix. The 1L-10 family members include 1L-10, 11-19, 11.-20, 11.-22, 11.-24, IL-26, IL-28, IL-29, and IL.-35,
with similarities in structure and function, and changes in their expression levels are closely associated with the progression of
hepatic fibrosis. Moderate upregulation of the expression of IL-10 family members can help maintain the quiescent state of hepatic
stellate cells, promote the transformation of macrophages to anti-inflammatory phenotype, and regulate the activity of natural killer
cells, thereby inhibiting inflammatory response, regulating cell apoptosis and autophagy, and finally reversing the progression of
hepatic fibrosis. This article discusses the mechanism of action of IL-10 family members and their application in traditional Chinese

medicine and Western medicine therapies, in order to provide new thoughts for the treatment of hepatic fibrosis.
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JIFET Al 2 — i I , ORRIE 2 T N 2T 2 2H 21
b BEUUAR, ml kR O TP RE AL S 0 B o AR AR
FELIA L T2 Al 1 o A8 4E BT, © Rk 7™ gl A
SRR A 3L T A )R RV T AR R X P AT e AL
WFFE I T 5 25 0 Ji (L FLAf ) %) 2 9o ML o oA 52 4 B
W, A AR T T B A XA R A £ -10
(interleukin-10, IL-10) ZEAE A — K HAT 1z A )2 Y)
REAY AN A 7, FE P LT A Y A R e v 4% 28 G L
(RFE I TL-10 40 R 7 5 6 £k B R AR i
(hepatic stellate cell, HSC) . E B0 it . 3 2k A 475 (natural
killer, NK) 20l % 247 421k o 4 TL-10 KRB b1 9 R 15
AKF R, A BT 4E R HSC #% 1k 2 A0 A2 F B g 4 i
AL BT R F I T NK A0 AR K R A
T A2 E 40 6 00 T B 2 VAR AN A R
75, T 30 2 2T A . AR SC B TE RS IIA TL-10 K
JEEAE ST 4 Al A= e vh 9 VR FHAIL R S AR SC rh g
EEIRTT AL, N AR 4R A T R B S

1 IL-10 REEFFEL PR T RIS

1L-10 Z 0% fH 24 W 4R, 4245 1L-10 . 1L-19 . 1L-20
1L-22 IL-24 .IL-26 . IL-28 .IL-29 Fll IL-35 4§ , o [L-28A |
1L-28B Fl IL-29 3 Bk g T4 2 -A(IFN-N) ™ X 26 7
TESSFY D RE AR FEALE - BA AR, BAE E b
HSC NK 4l [l 55 Z a2 Rl vh 63k . FENFEF Ay &
AR IL-10 IR F B AWK T & A A,
25 1 R IKOF R D BB AETE 22 5, 5% ) JIF 21 2 b
Fio WFSE &I, RIRIEF Ak 0 I N BT R SR 1L-22
K FEW BAT TL-22 324K 1 RN IL-22 4545 46 11 i 26 18 7K S 5
PR AR E . TERP RS T, CCL IS IL-10
SRR /0N BRI M LB A RN BT ) ST AL, 2R
IL-10 76 M o b M A AT i fb b R 4R . 1t
Hh,—T5 Meta S BT H T IL-10 50 2F 4k Ak 35007 (9 TE 8 | &
B TL-10 3 (K 7 2 4~ 22 25 P67 05, 1T 8 -5 PR 1L 1) 5 Je vk
B A S HE— AR5 2 L v T bk B 200 i s

Fas BC A 5 (9 200 0 75 P A1 FH R 2300 TEN-y , 3076 HSC
A i B T 90K 4 B 17 4 A, DA T k3 I 4T 4
Ak, F W] TEN-y 75 JT£F 4 A0 3E 5 b B B9 1. i
AT DL, 4G IL-10 FRIGETEF AR defb rh e ik 4 5 0 HGE
JiE KA B TR 1 A 5 R

2 IL-10 KRR EF 4L B9 1E ML

2.1 AAEHSCHEAMNEAS A EHMAEZAUT,
HSC B30 I 4k ok 7= A 2ok 22 4 B S8 JE 5T (extracellular
matrix, ECM) ) LA 2T 4 40 0 , 2 1 5 BONF2F 44607
PRI, A R T T A A 1 SC B T4 ) HSC A9 1% A4
g AEHEEE T IR R BT R,
IL-10 ZE 5 B0 AE I 45 HSC AT Ry F 3 5 JIF 21 4 b vh &
PEREAEH ., Jiang % 25T & B, 4128 11 R L AL R G
0 o4 550 30 3 A B H3 5 27 v A R — P IR TE
TL-10 #EAE IR b A9 55245, IF 39 1L-10 B9 2 35 , DA T 410 6
HSC TG ARG G, A 0 200 B 0 1, el e St
& o- 35 WL 3H 2 1 (t-smooth muscle actin, a-SMA) 7K
R =i N AR O 1 ) N N 2SR T Ve 1 ORI U 7
TL-10 #0 ] LX-2 20 A i) 3 A 34 58, JF B g T2, 3R B
FEEALHE K - B (transforming growth factor-B, TGF-B) Al
Smad3 & A K KB, LA A Smad7 & 5 7K T
5 F1 a-SMA mRNA #65KOF T R BFEIES:
IL-10 RE % 111 ] 8 #55 HSC, R FFPTLF e L AE T o Wang
AV kb 2 TL-24 38 146 HSC I AL , e
1R & B% (thioacetamide , TAA ) 155 5 1 JiF 41 i 8 T~ #0 1F
JIE A , DT FLBT 2T 24k . K0, TL-26 AR5 2 A
Sz, FL3E 1 0% TGF-B1/Smad2 75 538 % , {2 #F HSC 1 L
YEBE AL T SR A AL BRI L (R,
[l IL-26 LR 2 AEAL T TENR Y T iR A . & BniAk,
IL-10 5 A 5% 1) I 4247 Bl T4 ) HSC Tk Ak A 5 H: 18
T e gefiayr e it 7 — A M BRI 51 .

2.2 AAEHSC B HWRTE HSC i 1k e 45 20 i A2
AR RER AN RS ShAE e m BT AR, 75
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HSC I fb it F v, A AV AR A9 2 2% . — D T, A Wil
(3 0 7T BE A 1k HSC 356 5 55— D7 T, W 99
T A BT FEAR o-SMA | T8 Jie J5 25 28 P 1 26 3k, I 08
D ECM PR I, 35 5 SO HSC [ W7 AT 2T 44k
WG AR T R AR AR . AR TEDRS A DGR AT 4 1E /N
BRBE AR i TL-22 B A5 11 I 40 741 391 3- Y 6 I N2 %
PRI OCERE [ WA DG AR A BRI AL AT, e Bl 1k LIRS 3-3
ity 2 114G B AN 7L 24 PR A B 2 FE 2K 11 (mammalian
target of rapamycin, mTOR ) , M 11 24t 3 T 5 73 RAhS
55 R, IL-10 38 12 HEA5 -5 5 5 R SRl £ 11 3 (signal
transducer and activator of transcription, STAT3 )5 mTOR Y
B AL, A HSC (1 F WS bh el A A8, I 14 m
WIS W) p62 B35, HE T ] HSC B9IE A6 edh,
Chen %5 22058 % B, 76 DL S 10 E kg B2 b L 1L-10
fiE %38 3 {2 F mTOR  STAT3 Fl p70 B WA TS 11 S6 1 i
B R AL, D AR G TE B, 410 i HSC 19T 4k .
RWFFE R IL-10 Z06 A 5 38 2o i 4% HSC /Y H W %
S I A i f = A Em R, L, 989 IL-10 R
FEIRFNTE M, AT B8 AR R 30 5 JTF 27 A A 1 1 AETR T SR
R ATATT HAE T T A A R I

23 AEHSC %A AR R AR R AT
WOIRZS o BEiE, 40 M AR R AC S e (R G50 . e T
YT T, B8 M0 HSC B H I A 7= A s il
HABHRE 1 T BEAYERAE , 3278 HSC (Y58 % 7] Bl —Fh (g0
PERUHD , A BT BRI 27 4 e e — 25 & J 2. 10-10
FEVE 1T HSC 32 28 5 T R 7 5 EH . 7E CCL % S T
AL S AL rh  TL-10 25 PR YT AT A3 R0 L 8 = A
SR A pS3 M F kKT S 16 LAY HSC #F A 5 &0k
A, NTAE HELF Ak 41 BRI 0 AN, IL-10 38 i
E STAT3 B R Ak , I 38 hin H R Ui 5 2 bR & 8 p53 F
p21 (R FRIK , T 502N b0 185 8 2 S 400 i AR 240 e o) 1A RELTY | 2
— S RIE R HSC 3%, T R R JIF£F (L 7R
BE SRR IE R T IL-10 5 AE HSC 382 5 v
(BRI AT T 4R A T8 8 4 AL AN
FEIRIT IR

24 R EEmemAL TR AL D, B R i
AR Ak PR A X o 2 i ELA DG BEE F . MIL 2R 5 s 4 i
38 H i1 IFN-y e R 3B R F-o (tumor necrosis factor-oc,
TNF-) A2 9 40 i FH 7175 3 , 3l 12 4336 [L-18 F1 TNF-a
S B, A HE HSC Y A6 AT ECM IT0AR, in i AT £ 4k 4k 5 i
M2 0 [ 5 240 e 3 T4 FNTL-13 25 i, AT i
RMHLBUE R B A BT 5 AL AL M, {2

I 2 ) M2 PR A 2 00 o T 2 T K T 1) G
e BRTE A, 2 B ER Wl T I A e
Ras [F] 545 1 A/22 45305 A6 2R 1 (ras homolog gene
family member A/mitogen-activated protein kinase, RhoA/
MAPK) 5 538 % , F i 1L-10 Fe35 {2 ik M1 AR AR, [ B
NN o-SMA B IR o (AR A2, T RhoA 410 i) 571
ALk — b AR A M2 R AE 400 LB 2T 2 248
B, B TL-10 AT RE 8 o 4 2 B W 4 i M2 BUAR Ak, & %
PUIFLAEARVE S oAb SMIRYE IL-22 R4 i M2 72
Kupffer 40 %05, v /b M1 AU S0 20 i 430 142 25 2k 1k
PR, O3 3 TG STAT3 38 s 410 ) 40 AR A1 a1 2 P ity
(extracellular signal-regulated kinase, Erk) -1/2-Akt 38} >k
/D HSC 1 Ak RIS J50 A R, AT F2E 22 I £ 44 Ak A2
25 BRI U B W AN A A B A IR ST AT dE L T
73, R 52 RhoA/MAPK G # , 75 M1 % i) M2 74 5 s 4 i
WAl H A SCHEVE T . RhoA 11 50] 9 7 FH A 2 1 3 bl
EGAR I AR SR A TR TE R 0 48 A A
L W A A A PT RE I A A i 2T AE AL RSB IR Y 7 5 s
2.5 AW NKagp g e NK 4 7E i S vh R 15
B L REGZ TH B3k 96 40 A s B R A AR . ZETRET
el K st B b, NK 20 BAT BUE R0« — 7 1h e i 4
I 25 14 53 U TF N -y 55450 21 A5 Ak TR 410 1) 2 2 A ik e
53— T T R X AL P A 05 . A S A
Yo SR I |, ) S 0 R T 9 o B RN e, m] RE R Wi
NK £ B 35 A A RS DRIt 33 B R 4 NK 2 i Y
PR T A 4Etb R B BT B2 S WEFE R 78
L 21 s 2 T B R v, TL-10 1 TF Ny 7P (4038 FE T
AT REXT NK 2 A 1T 94k T 40 i B ORI AR HT, AT s
FFB2 . Fan % HEAR RS PERR T PE T 26 (NASH ) B
TP RB, C-X-C e a4l X 5 BC A4 10 A4 23548 I fie F
C-X-CH P AT IN 32 1 3" NK 4i i ) IR (0 554 O RAF
Bifi & 1L-10 IFN-~y 55 20 Jifd 55 2K 19 b T, 35 HiK e
NAFLD ZF4EAL BLAT ORI . EAT £ H A I AU
75 YT ET 4 AN USRS rp e B, 4] 3 TIFN=y \IL-10
SEIKP T A8 NK A0S LA S5 RAE S, (B IS
190 NK 40 ) B8 32 2040 ), T B 3 S £F e Lt e
R FE A AR IE T IL-10 S0 AE JE 5 NK 20 J 3 4 Fi
S 5O A AR, 3R T TL-10 505 55 NK 28 B 335 7R 1)
PR AR dife b B E IR . i, RARR
TL-10 ZE % NK 20 0 14 V8] 42 AL o) B LA 36 7 T 21 4k Ak
AT LR IR 2, T RE N ARG T AT 4Rt e it — 1>
B .
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£8 B TL-10 Z0 5% A8 JIF 21 HEAL iR 7 b A
FESCHEE AR T, 38 5 52 ) HSC R B0 0% 40 A 1 47 R 2 41t
HORTT S o AR BIWTTOR B AR AL, 7 i
(T R SR AL BIE HEA

3 IL-10 REEHU BT A 4L B0 PR B2 (&

3.1 P EAENE KRR NE

3.0.1 PHBLR EFAAAIRITIIR D, 2R R
kB A A L PR30 3 S [R] 7 2R ) 2 3 R TR IR T U
Jo o PR o 4 5 TIL-10 K-, 38 41 Kupffer 20 i F1
M(IL-4) L Wg 20 B bs 25, T4l MRS 2208 ) 1 g 240
RO AF T, AT R A P 7 446350 24 0 22 W 5 3 %
1L-22/STAT3 3 & 31 il HSC 161k , 47 25 BHL 1 F 1 4 AL 1)
PEREO SR R R B b 1122 kK
Toll ¥ 52 A& 4/4% I F kB (nuclear factor-kB, NF-kB) {5 5
IO 1, AR T A
I B 95 Bk 52 AR INF -k B 1 STAT3-TFN-y {55 53 % , 12
Te S s R e [R]85 NK 41 i 2% 495 18 FH 410 il
HSC i Ak , T e 36 PR i AL HE RS o i 1 i 3k
CUG 454 1 14 1 IFN-v/STAT1/Smad7 {5 53 % ,
FEAR ALT  AST K-, /D a-SMA I ool 25 iT 2T Ak b
EWECE IR HSCIE AL, i BB T 7 4 fb gm0
2208 2 )38 3 4 F T0-10 F 3k, F I TNF-a . TGF-18 7K
S i AT LT AL 2 2 5 TGF-B/Smad 3
% FHG T IL-10 635, 9/ S0 A AR ), DA TTTT % il JHF 45
B3t ERBEIERW, KAR P AN D T AT e
G g2 S T A ML A ) HSC IR AL AR S {5 0l
PEAFHL, T TU£F A fb ki

312 wHAF WA, R A R
5 3 [ AT PR KT e LR AR B RS E R .
W, w7 T AR TAA S 1 505 R SRR B o 3
i ] NF-kB/TGF-B1 15 53 #% , F ## 1L-22 , a-SMA 5§
IR U SRRE SN, 98/ e JEEITC AR, DA T A6 U e 1) £
PE . LR N7 8 3 8 15 Janus Y4 1/STATG-
microRNA-23a 171 515 A1 # , FEAIK IL-10  TGF-B A5 7KF- {2 i
L W2 it M2 4 Ak , D2 ECM TR, DT 22 FE B AT 2T 4 Ak
RO, A, BT JEMORLE 1 98 1L-10 . TFN-y  TGF-B1
SEKE ) «-SMA S35 B FEATLF4EAL . b ikgh
FW, 25 52 5 T8 R 9 AR N AT A AL RE DG %, 76T
AR T R IEVER

3.1.3 At ELEFHIMOR = HL N A AT EF AR iR T
BN Ve . FERRAS S5 L5 T 10 I £F 2 b/ BURS

AU F A A O I 21 2 i 4 -1 (heme oxygenase-1,
HO-1) IR BE BET 42 38 % , 32 =5 IL-10 KF, BRAKIL-1B . 1L-6
TNF-o LA JF AR 254 ALT 1 AST 1 /KSE S [l o
B A i ek 2 1 76h B 5 I ) e R A A OC 1Y B I E R IR
FIK I NF-xB I HE . FaRZE SRR, i v] B
VRS G BN RN AR i 285 B o B A ) 27 Ak, AR 24
YriaTT PR TR .

ZE L i, v 25 FE R o 0 TL-10 K5 TE A
g A HSC & Ak A2 F M2 BY 5 10 240 Ji A A6 Fi 3 5% NK
M PR SF AL, X AR i AR B T HifE A . X stk Bt
NI LRI R BAR L T A M E (B IR T ARk
WG ], L HIE 25 2RI TT R I IR o
32 HEAE RS A ML
32.1 ARITH BRI R R A 4L
T R v Ty o 5N 38 A 2 SR DR A RO
P T E2 A TL-10 5 PR A3 BB 18] 78 J52 1 240 ot ) o 58
BH, 8 TL-10 2308 m] 41 P12 Al 5 4: T 7k EX4 4 it/ 5 e
2 A5 HSC & Ak , R8> TNF-o 35551400 45 s
7 (adenovirus , Ad) AR AE JE PR A% 38 A 77 7 Jey RV, ane
e R SRR B [ 4 A AT R | &g A ie RO, (HR B 6 5E
MR R T RE A Ad A5 19 7 R 2 TR s ] , I 1
Tl xR IR, Ad A SRYERIIAI A A
TR H I FE MR 5 TL-10 AR 0 3% T 2 e fb b BT 1Y
VAR VMR , AR EF A 6 P T8y Tl .
322 Fwmiekss ST A (mesenchymal stem
cell, MSC) 7EA& & JF-45 4 77 1T (W e ) © 45 201z BF 9 IE
S, Sungkar 25 SRF5E & B, B 1] 78 B T4 M (UC-
MSC) % A8 W] 38 2ok 55 43 W 1 4 8 TL-10 ik, 3l 20 i W]
JIR o3 b, T £F 4 Al A e o it — 20 iH R o,
75 5 22 B8 T 4B Ak 1 200 JHO R A0 B 7 3 7 I 47 4
fhrp BV g, HL s 465 TL-10 R 40 M AR B 7 B dl
J& AT AR TGF-B L IL-6 S5 323K, Il FF 4 M il T, A 3%
REL BT AT 2F 4 AL FR 0T e ah | A 280 T ) 5 T 40 i
(hPMSC ) 38 £ 4% 11 TR g 1/ 11 /Fyn AH G 88 1 I 20 IR T
fifg /42 K -7 E2 #1 2% A -7 2 (nuclear factor erythroid 2-related
factor 2, Nef2) {5 55l , P85 Th1 40 43 fk 2t A& p 9 TL-10
FTNF-o 43, 4 B F ik 35/ BUIF ARG, kBT
R, T AR Y7 i T PR TL-10 G L, FEPUF£F
AL AR R PR v R HEAE R, R LR b i 367 4R 408 T
ARLBIRYT RSN o X A PSR I T A T
FE VT G RN AV S AR & rh B 2R, SRk
I RIS, FH B A2 T 3
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323 iy WIS ER T IL-10 565 U FE BT
WFEF 4L 25 A Y7 P IV T . Wang 25 VBT R B0, 11
MR Ak TLR7 B mT 1l 18 11.-22 3235, Wi
T S5 IR AR A0 B 7, DT 0 ) 2 B S A L4
BE Ak v B SR G A 1 TL-10 AT R A 8 R Y
¥ (silent information regulator 1, SIRT1 VKA, E HO-1
FIk, W NASHARCIF B2 . e RS 45407 S0 T
LT YA R USRS oy LR AR 108 i 42 2 TL-10 7KF, S
TGF-B1/Smad2/c-SMA i % , U6l % JFF I 2 it AT 2k Ak 5
2Pl Hb , Kabiri-arani %Lwﬁ%ﬁ% L KNG A AT
3 R TL-10 25 KOF , S0t I IE S 3 TR A s 1, R
IR T AP LR Ak s Ty . iE— SRR RS
TG Al B L P 38 5 42 2 1L-10 K-, 8005 SIRT1/Nif2/
HO-1 {5 5@ 8%, F I «-SMA [ TGF-B1 /K, BG4 i
FACABLLFAEALAE . EIRTFSE R, LLIL-10 5%
RVE I 2 IR YT ik  EARRPLET 4 Ak 25 it 58 b L
A NS

gi Lk SE T E LT AR YT X iR T i it
A RO TL-10 M5 , 7 306576 JF 27 e A b e 3 B0
1o PRI, 7E IL-10 4 A DA 807K B T R AR GV B2
YBIT AT RE AR B LR AT 4R AL BB i A2 o

4 NESRE

TL-10 ZZ 50 3 30 HSC G AL 3658 e ik HSC I T
T HSC [ WA REE HE5R NK A0 TG M, 45 G e iy
VER, ey HE S AR A AR AR00; o TR A8 IL-10 Z 0% A
FEIFEF Ak () ELARVE FIBL 1 A 58 4 B B (5 2 A i
FEFEEA 3 PE Y TL-10 SRR 51 136 1, 7T RE N T2 2
FRIRIT R HLR A X LE SR WAL HE R R SR vh B 2l 4t
T GERYT /NG 25 ) R A A ) A T B
IL-10 ML, LIS BNAYT IR 4eAb iy By o SR, 3
SEYARTT SR e AW A RCPE R RACRAT 75 8 2ot i TR
TR HE— P I

F M 5T T RAIRT TL-10 FE M5 A 5% 76 A R 490 g 2k
AU (R SRR PRFE R, DA L5 M AR A 455 v At A48
HFHE 50 F I EAER . Ak 25 F IL-10 R AL 5
1) Z2 D RETE | NFRWLIEE %27 ff BE IR R TG Ak HSC e sk s
PN ARG, AT REHE 75 IL-10 G AE 1 2
BRI AR . B2 TL-10 40 IR 7 e I 47 Ak
AR FHBILIR S P AE o (02— B B A 5T 2 L4
B BEXT IL-10 S A DI RE A TR AL , A ST & i
AR YT RS, NI S AR b R 3 1 T
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