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CCKS8 #i 2m i & 77 ; Tranwell 52 34 20 fof3 & An s A 4k 71 5 A X e R4 4m i 08 ¥ 45); qPCR 42 miR-572,
PTEN f= AKT2 # k2 3, 58  miR-572 fo AKT2 /£ B J 26 2 HGC-27 (6.97+1.62, 498 +1.34), AGS (7.21+1.32,
539+ 1.14 ) = SGC-7901 (5.97 + 1.44, 4.02+1.02 ) P4 IEF & 465 £ & 20 i GES-1 &4 7% (1.00+£0.24, 1.00+0.21)
PTEN &k B4k (0.49+0.16,0.39+0.11,0.54 £0.33 vs 1.00 £ 0.13 ) , £ F A %t 5 &L (:=2.727~3.197, 3 P < 0.05);
5t pg ks, # 4 miR-572 inhibitor &, miR-572 A= AKT2 #& AGS ¥ % i Fifl (P < 0.05), PTEN 4 ik L (P < 0.05);
CCKS8 %2 3 25 3R 2 7 #% 4= miR-572 inhibitor /&, 5 & B 20 L 4% miR-572 #p4) 77 48 28 e & /) 4% (P << 0.05); Transwell 52
IR A, 5B bR miR-572 ] N 20 40 I 6947 2 A i A BE ) AR (P < 0.05); AR R AN, Hatmeita
Yo miR-572 k) 1) 40 4m B 6 8 T BL B AR (P << 0.05). £5i8 T miR-572 T4ph B /e fesy A, 12424, L
) 7T fe A8 L PTEN/AKT2 43 5 il % .

KR B AUARIREE; ANBEUNTS; dNBHGE; AiERS

FES2ES: R735.2; R730.43 SCEAARIZAD: A XEHS :1671-7414 (2022) 03-157-05
do0i:10.3969/j.issn.1671-7414.2022.03.033

Study on the Mechanism of Down-regulation of miR-572 in Inhibiting
Apoptosis, Migration and Invasion of Human Gastric Cancer Cell Lines
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Abstract: Objective To investigate the effect and mechanism of down-regulation of miR-572 on the apoptosis and migration
of human gastric cancer cells. Methods qPCR method was used to detect the expression of miR-572, phosphatase and tensin
hmmlogydeleted on ten (PTEN ) and AKT2 in HGC-27, AGS and SGC-7901 gastric cancer cell lines and GES-1 normal
gastric mucosal epithelial cells. After transduction of miR-572 inhibitor in AGS cells, CCK8 was used to detect cell viability.
Transwell was used to detect cell invasion and migration ability. Flow cytometry was used to detect the proportion of apoptosis
cells,and qPCR was used to detect the expression of miR-572, PTEN and AKT2. Results Compared with normal gastric
mucosal epithelial cells GES-1, the expression of miR-572 and AKT2 increased in HGC-27 (6.97+1.62, 498+1.34) , AGS

(7.21£1.32, 539+ 1.14) and SGC-7901 (5.97+1.44, 4.02+1.02 ) gastric cancer cell lines (1.00£0.24, 1.00+0.21) ,
while the expression of PTEN decreased (0.49%0.16, 0.39+0.11, 0.54+0.33 vs 1.00+0.13 ) , the differences were
statistically significant(r=2.727~3.197, all P < 0.05). Compared with the control group, after transfection with miR-572 inhibitor,
the expression of miR-572 and AKT2 in AGS down-regulated (P < 0.05), and the expression of PTEN up-regulated (P < 0.05).
CCK8 experiment results showed that after transfection with miR-572 inhibitor the cell viability of the miR-572 inhibitor group
reduced compared with the control group (P << 0.05). Transwell experiment found that the cell invasion and migration ability
of the miR-572 inhibitor group reduced compared with the control group (P << 0.05),and the results of flow cytometry showed
that compared with the control group, the proportion of apoptosis cell in the miR-572 inhibitor group was lower (P < 0.05).
Conclusion Down-regulation of miR-572 can inhibit the apoptosis, invasion and migration of gastric cancer cells, which may

be explained by directly targeting the PTEN/AKT?2 signaling pathway.
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miR-572 CAGATCTCTGAGGAAAGCAGGAGGA GCCGAATTCTCGGCACAAATCTTCA
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41 M Bk P AY miR-572 (£=1.411~44.087 ) F1 AKT2
(=1.328~26.911 ) Fik &M &, 1 PTEN 14
XfFE iR AL (=1.504~3.197) , ZREGI
HE (B P<0.05), DL AGS 4028kl B2,
ARSI LI AGS AN 0EFT 5 S50 56
%2 miR-572, PTEN, AKT2 EAREMKPHIREE

HEH GES-1 AGS SGC-7901  HGC-27
miR-572  100£024  720£132  597+144  697+1.62
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