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CKLF-like MARVEL transmembrane domain—containing 6 promotes the
proliferation,invasion,and migration of gastric cancer cells and inhibits
apoptosis through targeted binding to human epidermal growth

factor receptor 2
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2. Daytime Chemotherapy Center , The First Affiliated Hospital of Jinzhou Medical University )
[ Abstract] Objective : To investigate the effect and mechanism of action of CKLF-like MARVEL transmembrane domain—containing6
(CMTM6) targeting human epidermal growth factor receptor 2(HER2) on the proliferation , invasion, migration, and apoptosis of gas-
tric cancer cells. Methods : RT-qPCR and Western blot were used to measure the expression level of CMTM6 in gastric cancer tissue,
normal paracancerous tissue, and gastric cancer cells. After AGS and BGC-823 cells were transfected with sh-NC and sh-CMTM®6,
CCK8 assay, Transwell assay, and flow cytometry were used to detect cell proliferation, invasion, migration, and apoptosis. Co—
immunoprecipitation (Co—IP) was used to detect the binding between CMTM6 and HER2, and cycloheximide (CHX) was used to inves-
tigate the effect of low—expression CMTM6 on HER?2 protein stability. Results : The mRNA and protein expression levels of CMTM6 in

gastric cancer tissue were significantly higher than those in normal paracancerous tissue (P<0.05). The low expression of CMTM6 sig-

nificantly inhibited the proliferation, invasion, and migration of AGS
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invasion, and migration of AGS and BGC-823 cells and inhibited

cell apoptosis. Co-IP showed the existence of binding between
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HER2 protein stability (P<0.05). Co—transfection of LV-CMTM6 and sh—-HER2 in AGS and BGC-823 cells could reverse the effect of
CMTM6 overexpression on the proliferation, invasion, migration , and apoptosis of AGS and BGC-823 cells. Conclusion : CMTM6 is sig-

nificantly highly expressed in gastric cancer tissue and cells. CMTM6 can promote HER2 protein stability through targeted binding to

HER?2, thereby promoting the proliferation, invasion, and migration of gastric cancer cells and inhibiting the apoptosis of gastric cancer

cells.

[Key words] gastric cancer; CKLF-like MARVEL transmembrane domain—containing 6; human epidermal growth factor receptor 2;
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it f 98 9 R E AR ARG R S RE PR A R
H 1518 FEARHESE T CMTM6 fERE I I 5 98 1 &
KR

HER2 J2& J& T A3 J Az K TR 732 1R 50 1 5
1% R PR I 2 AR BEA% 38 i Ras— 22 24 RIS AL 2R 1
Tl A A B S TR JULIE 3 -3t (PI3K ) /2K i B
(AkO/MZL ) B A 25 2 L8R 1 (mTOR) 3& 2 45
YA YA RE . I K 224 s B KRS
FEREAL T 1 148 B2 B UIGRFR B B A
HER-2 FRik [T 52, 45 7R HER2 i %3k /&
B RA TG A RBMGER R 2. 1T 5 290 4
B R R K HER-2 i Kk 5 AW
0S B @ 41 5% |, [5] if HER-2 %% 35 7K *F- 55 Bormann 43
B Lauren 7325 | JRE o0 AL R B UK B 45 R 3 (R ik
RACFNIM LA AL DIAH S, FEAHF 7% o A& BAIK
35 CMTM6 BERE B 41 il HER-2 21k 7K -, 7RI
ik CMTM6 J5 g8 B W A i HER2 28 FH p9Fa e 2,
Tk HER2 25 I REfF . i — 25 SCBGHIE 5 CMTM6 B
g B0 ) 455 HER2 {1 T 968 40 Jf 1Y) 385 7 A= 28 T
%, UK B A i 98 1

25 ik , CMTM6 7 5 9 40 2R 5 s A vt
F IR, CMTM6 REREHI ) 45 & HER2, {2 #F HER2
A AR M R AR U R g AN Y G B (R 2B
TR, DUSAM G B A A8 T- . CMTM6 n] REAL A
B IR RS
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