(P BB/AERE) 2020453059
CHINA ONCOLOGY 2020 Vol.30 No.9

661

A

T EEFBMALTBEIISHHE S 5 E K20
= EMGC-8034 Bl p 158

X, OMER, & &, 5
1 RBEP A B B e, L R A8 067000 ;

2. R A B LR BB BLRL, b AR fE 067000 ;
3. AR 2B R ARSI Ly, b A& E 067000

[(HE] B=5BM: WHEFFBMALIR TR EW YIRS RIEZOIERS, W52 0T RE, (A3
FLAAE VLR A e 4 B . 3R TR FBMAL L B 4 B 5 (0 8 & R 55 @ik, Ak MARBMALIL
FI/NTHERNA (small interfering RNA, siRNA) BTN (si-BMAL1Z) , FRBEETFHMEXT I (negative control,
NC) @, i & HpTENZ%: (Western blot) IR iF4H M L o 3 i SR FHMIT TV T~ B B2 94 1 1 I Bk U 240 it (40955 7/ 14
BETE ML, SR FH Western blotil] 52 41 i 7 384 58 AH JC T %28 F eyelin D1 A /K LA K SHHAE 544 T@ % & I SHH, SMO. GLII
[R2IA20 4k . % I SHHAE S 3 R AT 1] 7526 [ A B BMAL L R 5 IMGC-803 41 Jitd, % JT] Western bloti #ll]SHH. SMO,
GLI1 Jcyclin D1EE FA/KF, SRASPARSEVA T ASE 30 A AN f s e e 8 k. 55 : SNCZAELL, si-BMALIZHANfE
J1358R, Aiffidcyclin DIFERIE [, SHH. SMO. GLIFJFRIAWE [ (P<0.05) . SHHANHIFPF E AT HEBMALL
FIMGC-80341 L f5, Ssi-BMALIZIALL, si-BMALI+AEfZZISHH. SMO. GLIE /KT, cyclin D1FF4K &4 #H
WAL, si-BMALR#E B 4 MG i i /R r g SR G pr i . 4518 BMALL R fgif i SHHAE 5 4% 2 id Bt 4 i) 15 JMGC-
8O3 It ¥ 14 5

(k8RB TERT: BMALL; 4H0E95E; SHH(E 5i@k

DOI: 10.19401/j.cnki.1007-3639.2020.09.004

FESZES: R7352 XEMREE: A XEHS: 1007-3639(2020)09-0661-06

BMALI influences proliferation of gastric cancer MGC-803 cells through SHH signaling pathway CHENG Yu',
HAO Meiling®, XUE Jing’, QI Jiemin' (1. Department of Pathology, Chengde Medical College, Chengde 067000,
Hebei Province, China; 2. Department of Pathology, Affiliated Hospital of Chengde Medical College, Chengde 067000,
Hebei Province, China; 3. Morphology Experimental Center, Chengde Medical College, Chengde 067000, Hebei
Province, China)
Correspondence to: QI Jiemin E-mail: gijiemin@126.com

[ Abstract] Background and purpose: In addition to its central role in maintaining normal biorhythms, the abnormal expression
of rhythm factor BMAL1 may also be involved in the evolution of various tumors. However, the mechanism of action has not been
fully elucidated. This study aimed to investigate the effect of BMALI1 on the proliferation of gastric cancer cells and downstream
signaling pathways. Methods: si-BMALI1 or negative control (NC) was transfected into the MGC-803 cells, and then Western blot
was used to detect the transfection efficiency. The cell viability and proliferation were examined by MTT assay and plate colony
formation assay, respectively. The protein level of cyclin D1 and the expressions of SHH signaling pathway-related proteins SHH,
SMO and GLII in the MGC-803 cells were determined by Western blot. After cyclopamine, a SHH signaling pathway inhibitor was
used to treat the gastric cancer MGC-803 cells with BMAL1 knockdown, Western blot was used to detect the protein levels of cyclin
D1, SHH, SMO and GLII. Plate colony formation assay was used to measure the viability of the cells. Results: Compared with NC
group, the expression of BMALLI in si-BMALI1 group was significantly down-regulated, and the cell proliferation was increased.
The protein levels of cyclin D1, SHH, SMO and GLI1 in the cells were increased (P<0.05). After treatment with SHH inhibitor
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cyclopamine, the protein levels of SHH, SMO and GLI1 were lower in si-BMAL1+cyclopamine group than in NC group, while
cyclin D1 did not change. SHH signaling pathway inhibitor reversed BMAL1 knockdown-induced increase in viability of MGC-803

cells. Conclusion: BMALTI inhibits the growth of gastric cancer cells through SHH signaling pathway.
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