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Abstract

Ulcerative colitis (UC) is a chronic, nonspecific
inflammatory bowel disease usually associated
with recurrent attacks. Intestinal bacterial trans-
location induced by intestinal mucosal barrier
dysfunction may mediate abnormal immune re-
sponse and chronic intestinal inflammation and
therefore play an important role in the develop-
ment and progression of UC. The GH-SOCS2-
IGF1 axis, consisting of growth hormone (GH),
suppressors of cytokine signaling 2 (SOCS2), and
insulin-like growth factor-1 (IGF-1), is involved
in the injury and repair of intestinal mucosal
barrier. The research on the abnormal regulation
of the GH-SOCS2-IGF1 axis in the pathogenesis
of intestinal mucosal barrier dysfunction in UC

has attracted increasing attention. This paper
will briefly summarize the respective role of GH,
SOCS2, and IGF-1, and discuss the regulatory
role of the GH-SOCS2-IGF1 axis in the patho-
genesis of intestinal mucosal barrier dysfunction
inUC.
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I 4E IR X (ulcerative colitis, UC)Z—FP R
B EAEG R B R 6 By 18 AR AR K
JEVERD A, M R BB I 2 AR5 R AR M
Wb “iami HAia” TIHFH% ok
B Feo g il K EUCHI X A 5 KR+
REEEAARN. BFRARE®, A KikE
(growth hormone, GH). #a At I8 13 5 3¢ 4] &
& -2(suppressors of cytokine signaling proteins
2, SOCS2)Anfik £y & AF A& ¥ B F-I(insulin like
growth factor-1, IGF-1)48 Z4F & % s GH-
SOCS2-1GF14h, A5 RS 6 414 5
158 1342, M 2FGH-SOCS2-1GF 14k #9832 5¢
itk T B0 W FE BB I 2 A AR5 £ UC P
a8 % %P EE KL EMGH.
SOCS2. IGF-14& # &9 A 4 % % 5 A % GH-
SOCS2-1GF-14hxFUCH) £ J5 5[ 49 38 0 VF
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DSTAN B ) o 18 P AR S S RE PR s . AR
B3 V) 7k LY & 1R ENEF SEAWE
I o R R U8 M ORE AR RV M A L, KT
HHELRE KM S BERE RIS 7, A5 A0 R VA i
V6 AT L M M A R L AR A g A e A
R H B, AW DI AR AL NG A W, mT
RE L RCHL . il k. . BT RLRS
AL BRAE Z 07 T R AT G KRBWIFIERW], I
BB B S UC R AE . KBS DM
KRB IR, BEA R LR AWIR N, AT
AL Jn o N2 e B 453 405 ARG 52 1K) R o A K
#(growth hormone, GH)-4 g Xl 15 5 Wil &
[1-2(suppressors of cytokine signaling proteins 2,
SOCS2)-J# & # ¥ 4 K K- 1(insulin like growth
factor-1, IGF-D)fl R EEAEH, CHEZEIA
TSR, FRATTE B 1 3 4ok [ A AR AR 56 3
#R, 5 AMGH-SOCS2-1GF-1HIIXUC &b 15 7 b 1)
VR X — A e AT IR

1 GH. SOCS2HIGF-18Y= )= ZR
1.1 GH GH: H i 3 {4 i -8 1 1 240 1 20 1
R E19IANEEERR, XS 3 T B 22 000 kDa
B — IR ) 2R DR . GHIRIRREAS [A) L 45
Koy LA AT AN, N2RGHAE 19142 KR4
Jil, AN 4> 1 i R 21 500 Da, 547 WA itk
() SRS . GHIW A R 73 iih 32 2252 R e i 2 K
W B B0 2 (growth hormone releasing hormone,
GHRH) M A KR B 6 R (growth
hormone release inhibiting hormone, GHIH)*{
FPEH]. GHRHIEHGH MM K 45 1, GHIHAM ]
GHRHMI& ™, P BIRe 5 BAR AT Ry
PEsZARES & BbAh, N ARIRE . 123 AR A
IR UL R AN MEI RS . S A A T BEGH R 4y
Wb T v OB 90 2 T A PR D T SR GHLFR) 40
GH— U i3l i A 5 40 o o 3R iy S 1k 2
{4 (GH receptor, GHR)Z5 &, TS 21 o 1 R 35
AW S T A O i o
LA AT A8 B JB B A AR A~ (insulin like
growth factors, IGFs)™ i [ & 4% I A4 2 54 v
GHR/ iZ RiIE PRSNGSRl
N RIS B E S . BFCIE S A
JiE b e R AT R RS R
FIEVLEUZ FA 2 P AAE KR GHR, GX 28
R GHR SRR &, Aeg et i R ik 4h
L SKE 7 0 T e (¥ E5 DR R I, s 40 B A% 1
DNAFIRN A A A/ s i O A RN AT
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T, 30 A A A SR T K
BIEWE. Harr iR, KRR m
RIS AN M A 22 5y 403D, I T BT T PR R
WG E N1 40 J i 25 1 da . S R 4y
AR S T, K, BRI R, SR AR
IR AT B Y. Ak, KRB
WFFT A GHEAEA /D Wi I 4h i R Py 25
ERAL, SPREATAT Y, i e an e e A
()22 PR At B )R T REAT R, AT S 1)) TS
PIERY 1 .

1.2 IGF-1 JBi & 25 FF4E KX 1 (insulin like growth
factors, IGFs)A&— M PRl L 2% (W) 45 44 15 )0 It 25 AH
1B, fit 55 IR B 25 S A R B R AR A G, PR
JBE 5 =R A 24 M B A 2 K. IGFs A PIANTE
T RIIGF-1MIIGF-2, 2R E LK 2 —.
HPIGF-1 XK R, Al 125 Qe Ak ki
T (R R G 1) 5 A 70N SRR, A 41 i
7 649 Dal) FRaEm P2 Ik

IGF-1 [ FENLA K 2 B 2 30k, FAE if
W Z LA A B UAEAE, 101 % LI 25 T8
NAFLE. WFIC R, HE. R S5 4R # e A 1k
IPIGF-1, T2 G5 70 WIGE-11 2
T, 3 R LG F-12 K5 T GH 5 40 A ¥
GHRE A AR A A = 2 SLAb 1 2V Fa 3 41
20, e A 2S5 R R 55 40 WA R 1 4 A TR TE 5K
1E JRi 43 WAIGF-1.

FR 8 2 WA AN AN ), TG F-1 1 i 45 7 o
AT A A 7). TGF-1 3 Bk 5 40 i Jis 1=
[IGF-1324K(IGF-1 receptor, IGF-1R)4f &5 K %
L2, HIGF-1RJLFAAAE T3t B4y
PR, AR EHE. . PR
EEZE e N W (N () RV 1 LR v
IGF-1R. IGF-1 R¥#EAEH B Z 4L, 20
SO R VS E B S D R VL IR B - N
YEH. BEAbh, IGF-1IAEW 2 E - L KIGF-15
IGF-1RZ5 & 1A 300k BE 52 e i3 2R AR K R - 45
£y 8 F (insulin-like growth factor binding protein,
IGFBPs)[1 A7, L ELF5E, IGFBP-3 1] #F— & f
E FRTIGF- 1 A g 4, IGFBP-3 ¢ &
A, T B IGF-119 2 IGF-1%F 412 44 F lt o
MIGFBP-3% & i, Wi S IGF-198/b, HXT4121)
1 F AR5 5.

Ohneda 5! il ok i 5L IR /5 Bl sz 56 IR,
TG F- 13k FIA ] i 18 Fob M 1) K J5 0 2 25 1 R T
SN IR =¥ 8 NSRS/ & SUESuy N ES L Y
P B RE ML EE N B A K. TIGF-1r 1R H T

AT B A 5
SOCS2#4 8 ¥ 45
JA I T AT A AU
B LA AR
RRAFAE. KA
Fok K F A iE Y
URATH 27+
ik % P A A
B . B S, dedT
i@ ¥ GH-SOCS2-
IGF-1 43 A
& B AKX GH.
IGF-1, 1 3} £UC
9 J F5 R B 1 AR
1 045 o5 d R
A T B4 A%,
H A JE B R —
ANTr .
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Wi £ BE

IsomakiZF i@ it x4
(RA) % & R F) 31
4£SOCS2 mRNA
Kok WL LN,
SOCS2 mRNA £
RAZ R iR B
P 6y A 2
LAY A
A ) AR

NBEE b R A M TGE-1R, {23 b K 40 i rry 184
B 4MELLZDNA. RNAG M, HAR B 55 40
JfSEFEAE F i T AR, RO b e an oy
PRI AN AE KR INTGF- IR RE S 13
S0 5 A L, TGF-1003d B 3R v R 2 5 i #T
A Je RS S A= 5 S AT YA DA R
IR AR R AN, TGE- 1 n 1008 iz 285 A 4 i 25
2 bl PR PR 2R A R DR 4
AL, BN SLIGIE S, IGF-1RE FA% /S U 3l
(RIIEZ 1, B bR 40 i D e 1 T g,

1.3 SOCS-2 SOCS-2K ik, &l Z Fh 4l
FLDR 75 5 = A . LK 40 i R 15 5 s
ARG ERE A ST EKIEEEH
SOCS1-7 K& CISIX8A™ B ba 20 ki, A SL IR 2y
RF A2 R A A — AN SH2 5 Rk, i iX—
SER AT DL S5 5 46 S i A R SR OE Y (signal
transducers and activators of transcription, STAT) ¢,
G 4E 5 N IR T 32K L B R AL I B R R 3 C
KU — B A0 Z LR A B, A4 K IL AT,
e BE R SF IR 41, FR “SOCS®” , 5
AW RN (Janus kinase, JAK) Sk % 2
TR IR A A 5 (ITAK2IIKEY Y) AR5 AEL, NA
Ui A B AR PR ). 324 A 1k, AT SOCS K %
FSOCST. SOCS2. SOCS3 M CISHITIFT4L
%, 1 H R ILH SOCS27E il /7 T R A4 e h
HEMER.

SOCS2H 1982 AL IR 2H Jl, FENA Sy AH %
B, KRN 50-75 N s IR W AL SOCS21H
mRNATEARSZ B RE . R0 ifi 40 i 55
SR AN A R 2RIA L H 2452 21 41 i A
T AR5 S, SOCS mRNAZ L2
RPZI i, FER B AP AR RE B b 52 3 i 8 A
TR HLEA R 5w, Shah, 401 o kb
PR/ B 2 A AR BE 23 52 SOCS mRNA
(k. TsomakiZs P il o 2 KU P 2 48
(rheumatoid arthritis, RA)E & AN FFEAZSOCS2
mRNAFIE ML KB, SOCS2 mRNATERA
TV E AN R A B AR, ARSI
AR .

TWHAED R, SOCS26EM L HEGH. 1GF-17E
W1 2 Rl gl B R B R s T, LR AR R
AT T AK/STATE 5% Sl s A 0E . Sl =k,
SOCS2 3l 1 ) 4 f 5~ e A 45 5 e 3 ad
FEREAT I R FEARRL (¥ /E . Tannahill%52
RILSOCS2HE R RS TATS HIBEMRALAE T, 1EX5 41
WA M5 P8 15 P (extracellular signal-regulated

kinase, ERK)BERRACAE HTZ 0N, b e,
SOC S5 5 46 T (M HI/E I T fig 2l i JAK/
STATAR 51 TR A2 K A IE 1.

SOCS2EENUAR AL KR & Hh ke T B 45 1
1. Metcal 2P 13 4 SOC S2(~/-) /N BRI WT ST
RI: 24 /N RAK A B = SOCS2IN, HA: Kk
KR RIS R IR R /MR, BRI K
LSRRIV IR NEZ (A= 0T AR LI EIRw N

Greenhal gh%5P¥ 1) & BLSO C S2AEAK K -3
i B BRI L WG S IR S, R R
R AR, T2 R B — s R I SOMCR T 6
FLE N AE, AR, X5 R B R
SOCS2n] BeA X ) 5 4E H . ek 2 i 51
FH]: SOCS25S0CS1. SOCS3 [ A7-AEAH HAE
Fl. SOCS2fIHISOCS1ELSOCS3 ik,
SOCS2fEIE it Nt SOCS3 P MR BEIL-2FITL-345
5, N TH AT A, 25 BB PET
R ELGH S Ay ).

2 GH-SOCS2-IGF-13 2 [B)BvA8 B #20a{ER
MR RN R BIGH STGF-1.2 7] (128 HAE .
KEMFFRERY, fEKNGHSTIGF- 1l i T ik
GH/IGF-15lnii A ¥ 4E 1. — 7 GH S ¥i40 -
(RIGHRHIZE 75, JUBTHE K B IGE-1 1 A %,
IGF-UN L HAE H T4 41 i, /S GHIY A F2L
N, SEITGF-1864 GHIY b TF i & 5 — 71
MIGF-UA 5@ AP, Ath ] LA A4
BP0 K A7 i 45 GHIF 4336

Tsshiki %55 Ia ik b SR 9 oK BLIKD B/ BR
RNAZEATDNAGLE B4 1 A0, K B AR Tt it
Wik B RIE RSO C S2 BE Sl ik 7 11-p66S he fr 2
T MR IRI VTR IR AR, E— 2D T
IGF-175 T ERK M0, I 2 X TGF-1RA
S EAE H AEIER. B4k, idsocs2
SRR/ B — RS, AT I/ AR
Bt = SOCS21, /N4 I — R Y GHAIGF-1%k
VR R e R IR, w] WK B PR R I PRAIK,
JRER L R I il A IETG F-111) 3 22 LA
T B IR J5UR ) 2. R RRIF YR 1, SOCS2
Al REXTGH-1GF- Ll i A5 R E . |
SOCS2 - ARAAN M HIGH MIGF-1 {15 544 5, 1
XFGHAR 5 7 3 T e WEAE . AWK,
SOCS2i ik (/N BRI A B A K BB,
PRI S KT B AR /N B, HEMIS O C S27E ARk
JEE IS T S0 G HIRIAE L, 1 e A 5 B D) ] 3 i G
(RT3
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Huihik, AMIegw2iliH8GH. n. TRIEE, 26 JEvE s X4, bz g oA A7) me 25 A

SOCS2HIGF-1Z 8] i) 5w/ FH, AR IX— 5%
WV = AR LRI IE AN B . H T o i 5T
#£ W, GH-SOCS2-IGF-14m] fig 3= Zil il JAK2/
STATSAE 51L& 33 18 2K R FEAH T 52 w4 I (7).
GHEHHZL MR MGHRE &, S8k
TR, T DAL A R A P T DX
I S P i B L T -box LA A 45 5 4 T 5 TAK2
FH SR IR ALY, Mk T AKAEGHR
P Sy DA R — 645 5 i 1 119 S OB 1 PR
R R FEBE IR ALY, TG A L5 T AR 2/ 5 5
5 M STATSH B AE N 1) 2 P s Sl k. 150
GHRSTATSHAL T 452 7 £, STATS %4k
T P S 6 2 5, AETAK2 IR HEAL T R A TR A R
IR AL T TS AL, TSNS TATS 532 1k 4y B8, JF
KA Bk, STATS — SR ARE: A7 HE A%
W, SRS 3T ERISTAT RNV oA 45 A,
AT A B AL FES O C S2 75 P M B IL DR i 5%, 45 1k
[1ISOCS2 it ik SH2 X L5 1% 4 11 4t Jfa [K] -~ 52 4
(T R A I MR IR IR 5 4, SE 4 RIS TAT )
GEO B A2 A IS TATS: &7 5, M4
STAT) it — ik, (E1FTAK/STATAH 5 i v id
2 AW, 3 T IGF-1MGHI Thfg, K 1%
B AT VE .

3 GH-SOCS2-IGF-13XU CRAZIRFIEINAERY
WTER

UL AEke, FEXTUCH AL 5T R I,
R AN T ST S AN IR A
A SUR L A S B o A A VP&
B [ 9D S i S o R R o B I i S
WAEUCH R A E R i mEAE . 1M GH-
SOCS2-IGF-15l1Z 5 W RN 5t B D Re (1) 4%, Xt
GH-SOCS2-IGF- 1l 7 5 & k1 F S i &
5% B Th RERIG AEU CHP R 52 4 F 2 H 2552 3
IN([ESES

3.1 3 pp kg dm e T AER i bR 4 P
JEREAR bR A P, A5 i b R T P R
LI RO [ A2 3 (R A B T R R AL
Bk, AHRAS TR, W b 40 M e es 91 B
AT R -0 -T2, 1 (R 45 i 4l M g 1
KA AR LR ZE. /EREDRET, L&
0 M 3K — 1E BB - A - U8 T T e O
IR, TwamotoZ5 il i WG SN I UCH b e 41 i i)
ARG KB, WSS ITUCKR il b sz anfa oh, 9
A b e A AR IR AR AR B BT b R A R Tt
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KOG, AT I A — 2 A 1 4 g
VT AR B . b A R T S A
A5 BH G4 S )  R REE LB B B e IR, AT 3
ESCiE ) L RE LT

T AT B 0 i 3 v T T 0 B
JEAE 5 B T 8. GH-SOCS2-IGF-14—J7
A LU GH. IGF-118 7-EH, 121t L
A0 ) oAb S5 AN 5 T TG F-14%
A R W aa S 77 51 R R A e
bl b S 24 M TR0 G AL RSP A I, O
WA ISR E, ZHMEE B E P ES.
3.2 stk oF 4 m L6 B AR UCIHIERHE 1 6
UAE T 45 b R ki ) vz I B R A 2 1
RAEMAZ. Sz B, WA 2 LR N
Y MIAEGH TGE-1IIVE ] N 204k A 5,
T 328 58 Ji 1) Rt 2 i AR 45 1 . {1
MGH/NGF-13IK 1T FEI, J) 25 {12 A 40 A 434 5 43
A0y RE Ik s, A i UL R ) 5 40 P gl 5 A=
e, IR AL ZU BETRR, NI 5 B0 38 e e A/ a8,
Ui, mEHMIpEEAR R, B, AR R
SO, SOCS2 R HE L S S Bt VR H, i
X GH/IGF- U5 5l i A& 2 146, FHGH/
IGF-1[ZRIEKF, Al2 YK TE 5 K, i /b
XTUCHA BB 458 7.
3.3 SUCH ZEIEFIE S sk a9 AT AR A KR
UESE, f i bR 4 Ak 3 R e i b SRk B
Wie 2 7 3 97 AL 7 T LAY, MR T W
Al N EDR PR (R AR, B
I BUBP VRN G 2.
R AL 7 B &85 K R Iy e AR 45 S HE T, R AL
Hi BT 1k fls A B0 PR AR N, dERE i TE A
B AR e, BRI R R, k2, 4
I7E- IR R AN S ES O N E N
R LR E, 51k — RPNV GP RNE RV, 1
— N b B A A R

WEFCR I, % s ot B 3 7 () 22 )2 U C
RIP I DR 3 22—, 1T Y Ak o e e 1k )
B0 S5 R b R 4 i i T e DA R g
4 it 7] ' %5 3 (tight junction, TIYSZH1* G %,
GH-SOCS2-1GF-1fliid it % Jizp b 5z 41 i (1) 9 1
LSS EAT IR, A A3 b R A O T/ L
WA IE A, T R0 3% 1 B A, AT sk 2D B0
PEBURAZ N LA B gk v 980 303 1k A=, el itk
G flf 1 R I B Bt ) 0 — DB . S — 5, GH-
SOCS2-IGF-14illid GH. 1GF- 14} i ()78 77

AR, F
kR, BEL
> AH—EHF
RHE.
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PEFR (Rt B M i (¥ A= K, 73 P I v
BEXETIN, Bk ERE 2, X520 W A AT 15 2R R
PER. kA, GH-SOCS2-1GF- 143k nf fill #4 ik
JRPURPO, al sy 24, AR T UARIE K, 1
KRR, ek 2 i R ) i

4 &g

IR, M4 ihiBIGH-SOCS2-1GF- 14
FEVR YT It 9z T 4 W 96 ik R b W T 2%, GH-
SOCS2-IGF- 14ty ] 3t 1o B A1 o R a2 Pk, e ik
5 8 RS 400 PR 23 A« 180 R S8 B S A 45
R, 25 R b b s S AR (HEIE
IR 2 kR, WML INGH. IGF-17E/R K
(I FIAYT R, CHUS T — & TR R,
GH. IGF-11yid i 1A 25 5 30U gy 1 Jo i A1/
W 2 S A 0 DRSS K, 3 i 2R B Dk — 243
3. BeAb, BA KRB SRAIE 9 SOCS24 GH
IGF-UAAAE S St 15 VR L, (HSOCS21K i 9
F LT RpopL) R A, LR R [RRAT
AN ZRIE AR AT E A 2 5 2 )
AR IR, PR, WAk GH-SOCS2-1GF-1
B LIS R IAGH. IGF-1, HAEUCHI
R0 L B B 453403 PR A 2 5 T R FEAE AT RE R A
A JEWF R —ANJ5 . H AT, #FATGH-SOCS2-
TG F- VAW U CI Rl 5B 5 Dy e 1o 1 15 78 i 4z
Fb, B UIHLHI M ANTE 28, B 1X 7 TS
ANBER N, 0K o] Ji Rl B 5 e Ty e 1) 9 4 AR
AKX UCHGIT B 4 B e SRR
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