FOERARE 2023F108 305 F 10 1 851718

R E -
MACC15 c-MetBERAEBEREALPHNRERTEEN*

XRE B A OBRER X B’ OF A TwE F OE FoR
&R A O E B AT RERRRE R SR — IR X (G173 S&PBR 471000)

(BE] BN RAMACCISc-MetBERERBBARFHNRERTAGEE N Hk MARBALELNERAHMACCIFC-Met EHMNTIAER, SHitFHMMACCL
Fc-MetRIXK TS IGRBEFENRR; DARNMACCIF c-MetEEAMAPHTEIFN, HENSRIEMACCIS c-MetIMALREYE, BIRNAT
HRAIFIMACCLIRIE, 48HERART-PCREEANMACCIS c-Met; DRIRARAARMN. KREE K TranswellSL+eN T /EMAMMRAOMRRIE
. BT, TRRERENNTL; RARBINTEONTFREHAAMRIMACCIS -MetZEAT K, HHE—FHABXESBERNET K. HR MACCL
Fc-MetEAERBREALTNSTERAZTIEM(P<0.05), BEREMELBNESRMBENES, HREEHHEFMEM(P<0.05). ERNATFILE,

MACCIFlc-MetZE B &RIAK T ERAL A BFHE(P<0.05); BMMIEE. AMRIBNERENIPEEMN, AEHTKARES, I+, THEMACCL

RIAME T Notchl, Heyl. Hes1%NotchfE SEREXEZAKRIA, FEAY, p53. MDM2ZFp53(ESBEBMEXEAREEBENET., Hit ERERET,

MACC1#ic-Met@#&ix S B2 AN M BB EIIEX. TRAMACCIAILUNRIATEANKA. REEMARAEE. IHMER, RFEARET, &

EIHNEIRas/ERK. NotchLAKp5S3{E S i@, MACC1Mlc-MetSERAMERNRERBREYIEX, AIEAFIMTIREE BEMEMNERERT.

[%5#i7] MACC1; c-Met; BERRFEE

[FE5H2S] R576

[XERTRIREE] A

(B ] AEdERRRERRITRIME (202102103)
DOI:10.3969/j.issn.1009-3257.2023.10.029

Expression and Prognostic Significance of MACC1 and c-Met
Genes in Pancreatic Cancer*

MAI Er-hui’, XU Tao, ZHANG Shu-jiao, WANG Xiao, LI Ran, DING Fei-hu, LEI Ting, LI Si-giao.
Liver, liver, pancreas, spleen, and Hernia Surgery, Luoyang Central Hospital, Luoyang 471000, Henan Province, China

Abstract: Objective To explore the expression and prognostic significance of MACC1 and c-Met genes in pancreatic cancer. Methods Immunohistochemical
method was used to detect the expression of MACCI and c-Met protein in each specimen, and the relationship between the expression level of
MACCL1 and c-Met and clinicopathological features was statistically analyzed. The expression of MACC1 and c-Met in each cell line was detected
respectively, and two groups of cell lines with high expression of MACC1 and c-Met were selected, and the expression of MACC1 was inhibited
by RNA interference technology. After 48H, the expression of MACC1 and c-met was detected by RT-PCR technology. Flow cytometry, scratch
test and Transwell test were used to detect the changes of cell proliferation, apoptosis, migration and invasion ability of the two groups after
interference. The changes of MACC1 and c-Met protein in the two groups were detected by western blot, and the changes of related signal
pathways were further studied. Results The high expression rate of MACC1 and c-Met protein in pancreatic cancer tissues increased significantly
(P<0.05), and their expression levels increased with the increase of tumor stage and lymph node metastasis (P<0.05). After RNA interference,
the expression levels of MACCI and c-Met protein were significantly lower than those of the control group (P<0.05). Moreover, cell proliferation,
cell migration and invasion ability were significantly reduced, and cell apoptosis rate was significantly increased. In addition, down-regulation of
MACC1 expression inhibited the expression of Notchl, Heyl, Hes1 and other Notch signaling pathway related proteins, and at the same time,
the expression of p53 signaling pathway related proteins such as p53 and MDM2 also changed significantly. Conclusion In pancreatic cancer, the
high expression of MACC1 and c-Met is closely related to tumor stage and lymph node metastasis. Down-regulation of MACC1 can inhibit the
expression of apoptotic protein, the proliferation, migration and invasion of pancreatic cancer cells, promote the apoptosis of cancer cells, and
also inhibit Ras/ERK, Notch and p53 signaling pathways. MACC1 and c-Met are closely related to the occurrence and development of pancreatic
cancer, and can be used as important indicators to judge the prognosis of patients with pancreatic cancer.
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