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[Abstract] Gastric cancer is one of the top five cancers in global morbidity and mortality,and its occur-
rence and development follows the Correa’s evolution model, while the intestinal metaplasia (IM) is a pre-
cancerous state in this process. In recent years,another metaplastic state, spasmolytic polypeptide expression
metaplasia(SPEM) , has been discovered. The reversibility of SPEM in animal models suggests that this meta-
plastic state may be an earlier event after gastric mucosal atrophy than IM,and is closely correlated with gas-
tric cancer. Among them,the inflammatory immune-related cytokines play an extremely important role in the
transformation of SPEM into gastric cancer. This paper reviews the role of specific inflammatory pathways
and factors in the occurrence and development of SPEM.
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K 2 (trefoil factor 2, TFF2) .26 &E H 2 (mucin 2,
Muc2) . TFF3 F % % 11 13 (mucin 13, Mucl3) % #5
oY, SPEM JEA7 1 T B 9 Wi A8 #Y 58  ROR [ E
W OR e O T S R S O SN R N NS =)
RE LR LW T 35 TFF2 1940 M0 (TFF2 i % =
FR T 35 30 20 i 4t DD L Bt S B 98 N B AR BRUB B vh
BT SPEM™, 1t , TFF2 Al SPEM 4 Jifd £ -1
R . 2588 H 6(mucin 6, Muc6) ,JKi# iE&E H
5(Caquaporin 5, AQP5) FI4H il 2k B 43 F CD44 48 14k
9(CD44v9) % FHYE SPEM AH4k Bl & B, KZ 8
FIN N SPEM H BE 40 ffg 2Pk % 2R B ifs 3, W 5 3l 1
AT T 20 M R AT 4 e A A X — o AR VD A
Jit % A 2% fige AL 200 i A O K DR 353 B A 40 i
W, LR BN i, SPEM AT fE 7 B 6 25 4 o R
& SR E RS IM 0] gt K & SPEM b4 i R 1Y
2 oAl (H BARBLE i AR, A=A
IM ] g4l 37 F SPEM., fie & 5 30 7] 1) i A2 45 )5
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TROP2 Fric A TE 4 IM R RS IC  (H 7 58 4 IM i
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Ak, FH B9 A 2¢ B 4 I (tumor-associated mac-
ropnage, TAM)-BrdU #zic 4 '] #2 4T 1 Chelicobacter
pylori. Hp) B %) B 25 I 40 it , W22 bR ic 4 B e 56 2
WA 5 784k BrdU + SPEM 40 Jifd % 2 5 il J5t i ks
(enzyme progenitor cells, ZCs) B¢ FH Xt Vi 2> & A —
", H N F (gastric intrinsic factors GIF) & i
PR RE A Ak 3 L GIF-GEP fric 19 B 14
JE K 20 L X 45 A SPEM bR & 5 GS 1T CD44v9
TFF2 il GIFA #B 5 FHE B0 78 v 5 - 3 4 &
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TR IX 1) 22 3 o Ak it 2 rp 7= A rp ) S A M A, PR,
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W B A AR
3 BMRMREE SPEM E M4 #E L i X

SPEM & EfE B H 0. SR Hp B iE 5
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il
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7 B — AT Z RS BMP 78 40 i N 14 47
N EE bl R M Smad (receptor regulated
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FUE i BMPR I 5 BMPRII 2122 f& — 3, 5 — {7 firt
& T Smadl,Smad5 1 Smad8 M) #i 1k . 7 R 1k
B, Smadl .Smad5.Smad8 5 Smad4 £ — 4~ R IR
ZRIKE G A G I AL B 40 M A% b TS BMP
PEAT LN B ot B B DY A, BMP2,
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AR T BMP ] DL R A 1Y K2R o
U5 R TR A RN S h AR I R SR R AR . Hp L Y
WL B R, BMP2, BMP4 1 22 3k 88 =0, B 5t &
WL 7E /N RUE o i 3 X 3R 3k BMP 30 57 45 876 o
41 v 7 20 B S F 5 08 T B Cextracellular signal-
regulated kinase, ERK) , M 1 5 2 B 40 i i & ok 2D,
I B 230 i 3 B 0 A % 2R YR A e R D 4 L Y
k2, S5, W BMP {55 1] 58 5 2 R 40
JL o3 Ak e A R 2 AR AL, 3 BUE IR AR R TFF2 19 7
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Z R UE Y,
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