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2.4 IBD B &M CTLA4,GPERL K FFZiEE  fEEEMCE  IBD B3 1L CTLA4,GPERL K



ERHhESLE 202545 4 A% 46 %% 78  Int ] Lab Med, April 2025, Vol. 46,No. 7 + 895

- 55 XU T FL IR AT TR AR B 2 IEAH G (P <<0.05) . 5
J BR T A T L I RE T L SR TR B 2 A G (P <
0.05, W4,

x4 IBD &# MmiF CTLA4 .GPER1 7k 70 7 &

BEHHENHEEE
) CTLA4 GPERI1
i H
r P r P

Jo 2R T —0.442 <<0. 001 —0.441 <<0. 001
J AT B —0.520 <0. 001 —0.565 <<0. 001
1 1 T —0.511 <0. 001 —0.610 <0. 001
XL AT T 0. 386 <0. 001 0.431 <0. 001
HUFF T8 —0. 454 <<0. 001 —0. 440 <<0. 001
FLRRAT 0.511 <<0. 001 0.463 <0. 001
TR 0. 157 >>0.05 0.218 >>0.05
TH AL BRI —0.142 =>0.05 —0.103 >0.05
303 it

Z A AR W A P g b R AR R A 4 A
VAL EC TR 3 - e AT A B 8115 19 07 U AR DAY+
FER AR, S IBD Bk R5E K EME k1 E
PRI 58K K L H B A BF 53 0E 32, 1BD 4% 5y vk
NBEH, RAE VT BE 2 B X i 38 A B B D G
BE SR 51, JLFF IBD #1565 J& 3 1 15 1 5 X i 18
P VA SC X R IER S5 T 1BD &
TRALE . FE IBD 3 400 b Bl % TR A 22 R T B [
IS HUR AN JERER T D WD R RN CRIEETD
B X s K ] B S 2O B e v AN Il ok
YRR B R BRSSO 55 IBD 19 & 2E % U) AH
O, T B B 2N IF fCAE W R A R RE ARl IBD 7 4 B
s IR T A

CTLA4 2 —F & T CD28 # % 5k & 1 W 5 % 1
M vEZ A, EE R T MM £k, CTLA4 MLk
CD80 #l CD86 i # £7 75 T $t Jit 5 326 41 Mi 3% 18, A A
S5 G 05 7 A SR e I ) sz, R, CTLA4 2 T
20 it e A R B R 27 ) TR T RS — Ak
TR G A A L TR B A9 VIR I SR S iR T R
SHUE T B TR BE S & (UC)
B G RIS Bl i) 25 7 F B CTLA4 mRNA 7K
T X CTLA4 R %Kik 5 IBD & 191G K W
R LUFHEM G, W g2 5 UC B &R ILENS" .
CTLA4 M A5 1R ) B8 A 4 76 i 7 & M R IE M B s
(VEO-IBD) & F R BN 2 M % » TRAN 251
A X VEO-IBD #4750 A B9 38t 14 K 2, &t
g Gy B RN B Abatacept (—Ff
CTLA4 S8l #E47 #1034 97 7T g 23 W B 3 i 25

AHEFE AL KB, IBD B T CTLA4 /KFF [, i 3l
1 IBD A B8 i 0 B v CTLA4 /K TG, 4
MR CTLA4 RikmT el SRS & T T
Y MRS IR 9 RE TN R A AE Bt 405 I AN 1S . )
BRFFEHE L 40 A 2 (T1)-23 2 12 7 48 F 1 95 06
M EZA FANRIT AL E BN R A SRS
WRE Z L LAY ER . WiE Y 1L-23 o7 LU
T 3 ZH S R TR M (TLC3s) o CTLA4, i )3
T RAEIFS IBD B9 5 BE U8 35 A1 3¢ . CTLA4 Rk iy #1
] TR T 200 T O R b R Y B AG A Y A
WEoE L W6 S IBD f 5 45 5% i 109 A8 3 TR R 0 A A7 A
B 2 Ak, DL L R KT T SUIBE T T R A 36 i A 25 T B
R0 DA BR A T TR A AR 3R L 23 BU TR B
R, HR L CTLA4 KF 54 35 0 8 2 1E
AHIC , 5014 B0 T AR 2 TR DG, X S AR L A AR
WV S B IR 5 1 CTLAY B3R S e
Jo B, 3800 5 A S I R R SOf O R i D AR A TE
5 R 0 R R

GPER /& —fh A% MW R 32 K (ER) FH P MCF-7
2t R S A Ok 1 5 PR AZ AR, 9 TR B 288 SOR R
15 A DROH R I D A R e & S BOR P I R 5k
Ak, GPER BYTEMEAAL3Z 173-ME BRI, 8 2 £
Tl &1 Sk T 40 0 38 22 ) a0 193 A 4 R K B R | I PR
AH LI 23R 97 70 () Gn b 555 2% R R 4 /B A
A A GPER 268 Bl ik (Bl an G-1.G15 # G36)
W, SRV Z AR A E s T
GPER & 54 F¢1EH e R 50 5 5098 5 0% A R e
o A ) et AR L Ay TR R AR OG5 s R I R e 8 TR T 4
6T R A4 0TS A I PR AT L N BB S 5
g5 oK, GPER (00 38 1 O/ 47 B 4 i ok BHL 1k 45 2R
W TR 40 15 5 1) 20 P 465 i A% 3¢ I L o ) 55 5% 400 M 9
T PR R 20 B G AT 4 o 28 B 5 B 3 R R
4 R 2 30 41 4 PN ) 9 S B . GPER A 3R
R B8 i 98 T B A YT B A L SRR R R 4N (DSS) i
SN I R 2R YT R S5 K R E R R
Fr -0 -5 IR CHPA) 1 i 28 0 3005 380, 25 80 %6
HIEfL PVN #2204 38 T 8 AUMEW 3 GPERL %2
M1 GPER1 @ BR /N BRI # PVN GPERT i B /)N
B2 o 6 W) W Ak, X SR S5 R R W] PVN GPERT FH 44
M2 TTHE DSS 7 5 145 I R R0 0] R B A IR Th R
X AT AR A TP R 2 R G i 1 0 ) T 58 RE DL SIS
AL LT L BN, GPERL St 46 5 % 5 f 1 A
RN HZ5 T IBD & Wi . miR-155 7 g
it GPERL 8 ¥ i i & V™" . AW 58 th & B
IBD B & 17 GPERL /K FFEAL, GPER] /K V-5 84



+ 896

ERARESSE 2025 F4 A% 46 %% 74 Int ] Lab Med, April 2025, Vol. 46,No. 7

BN TR B S 2 gl =R = 7 i T I |
GPER1 35 F 1 5045 21235 Ui ] GPER1 KRR ik
AFITIEE R R fa S 47 . CTLA4 f1 GPER1
FEIR MR IR T RE 48 B IR L TR 48 RE I TT RE
SR & B Y3 56 AL 2 BOR 1A 093 00, AT AT RE 52
M 1BD Yk .

Zi L PT iR, IBD 4 I CTLA4,GPER1 /K%
BIREAR . — 35 7K1 5 BB AT T 7L R AT TR i 5 1E A
XK, A ERTE AR BETE BURT R AR 2 A OC,
SR 4 B 40 18 11 770 8% CTLA4 ., GPER1 4 Ji] ) 1% &
T, AT RE T LG R A 5 2L 2 1 R o N A
it

S % Uk

[1] BRUNER L P,WHITE A M,PROKSELL S. Inflamma-
tory bowel disease[J]. Prim Care,2023,50(3) :411-427.

[2] QIU P,ISHIMOTO T,FU L,et al. The gut microbiota in
inflammatory bowel disease[]J]. Front Cell Infect Micro-
biol,2022,12:733992.

[3] CHAO G,LI X,JI Y,et al. miR-155 controls follicular
Treg cell-mediated humoral autoimmune intestinal injury
by inhibiting CTLA-4 expression[J]. Int Immunopharma-
col,2019,71:267-276.

[4] SHAO X,LI J,XU F,et al. miR-155-mediated deregula-
tion of GPER1 plays an important role in the gender
differences related to inflammatory bowel disease[ J]. Can
J Infect Dis Med Microbiol,2020,2020:8811477.

(5] AR BE = o WAL IR 2% 03 2= S 0E 1 W s = 4. RE M 1 s
SNRRIG Y L LRI, A 2 1 i i 4% 35 2020, 4 (3D
180-199.

[6] ZE&cde, T sy, mhgils . 5. IBD & AR I i & #f 4r 1
FEAE K 5 1fl 3 TIRPCs, MPO, CYP27B1 /K F 19 X &
[ R g0 B 2 2% 3, 2021, 42(3) : 334-338.

[7] QUAGLIO A E V,GRILLO T G,DE OLIVEIRAECS,
et al. Gut microbiota, inflammatory bowel disease and
colorectal cancer [ J]. World J Gastroenterol, 2022, 28
(30):4053-4060.

[8] NISHIDA A,NISHINO K,SAKAI K, et al. Can control
of gut microbiota be a future therapeutic option for in-
flammatory bowel disease [J]. World ] Gastroenterol,
2021,27(23) :3317-3326.

[9] YUE B.YU Z L.LV C,et al. Regulation of the intestinal

microbiota: an emerging therapeutic strategy for inflam-
matory bowel disease[]J]. World J Gastroenterol, 2020, 30
(26):4378-4393.

[10] VAN COILLIE S, WIERNICKI B, XU J. Molecular and
cellular functions of CTLA-4[]]. Adv Exp Med Biol,
2020,1248.:7-32.

[11] CAMARILLO G F,GOYON E I,ZUNIGA R B, et al.
Gene expression profiling of mediators associated with
the inflammatory pathways in the intestinal tissue from
patients with ulcerative colitis[ J]. Mediators Inflamm,
2020,2020:9238970.

[12] TRAN N N,SETTY M,CHAM E,et al. CTLA-4 haplo-
insufficiency presenting as extensive enteropathy in a pa-
tient with very early onset inflammatory bowel disease
[J]. JPGN Rep,2021,2(3) :e099.

[13] CHAO G, LI X,JI Y,et al. miR-155 controls follicular
Treg cell-mediated humoral autoimmune intestinal injury
by inhibiting CTLA-4 expression [ J]. Int Immunop-
harmacol,2019,71:267-276.

[14] AHMED A,JOSEPH A M,ZHOU J,et al. CTLA-4-ex-
pressing ILLC3s restrain interleukin-23-mediated inflam-
mation[ J]. Nature,2024,8018(630) :976-983.

[15] JACENIK D,BESWICK E J,KRAJEWSKA W M,et al.
G protein-coupled estrogen receptor in colon function,im-
mune regulation and carcinogenesis[ J]. World J Gastro-
enterol,2021,30(25) :4092-4104.,

[16] DONG H,ZENG X, XU J, et al. Advances in immune
regulation of the G protein-coupled estrogen receptor[ ] ].
Int Immunopharmacol,2024,136:112369.

[17] WANG Q,LIZ,LIU K.et al. Activation of the G protein-
coupled estrogen receptor prevented the development of
acute colitis by protecting the crypt cell[J]. J] Pharmacol
Exp Ther,2021,376(2) :281-293.

[18] JIANG T,WANG R, YIN W,et al. Hypothalamic para-
ventricular nucleus neurons activated by estrogen GPER1
receptors promote anti-inflammation effects in the early
stage of colitis[ J]. Acta Biochim Biophys Sin (Shang-
hai),2019,51(12) :1216-1222.

(197 BR/ME. MiR155 i@ i GPER1 4% 1BD 14 31 22 5 (1 B il
WFoE (D], T PR« Bl 45 %5 B2 K5, 2020.

(W B 91 :2024-08-25 &[] H 1. 2024-12-03)



