g 242 2022 4F 4 755 12 555 2 1)
Anti—tumor Pharmacy, April 2022, Vol. 12, No.2

DOI: 10.3969/].issn.2095—1264.2022.02.09
NEHS: 2095-1264(2022)02-0197-07

miR-552 &3 PTEN/AKT E S1@ R{E 3t e/ R
BlifEE AS49 Ra AR E Y F1TH

F2Z, yER, O M, HmA, K A"
(LGB X FEFRIBHEERZASE SIA, L, 202150; *W AHEARER 4,
i, 2012005 B HESARER AR &%F, %, 201300)

HE. B K3 miR-552:8 i3 4% PTEN/AKT 45 5 il B4R 3E A JE /> 4 ROUA  A549 20 i v Bk A 4y 547
B AR RAE , FTiE @it QRT-PCR A i A 5 20 22 4 K Fo AJE /) 4w LA 8 A549 émﬂb% ¥ miR —552 ,PTEN
mRNA #) £ 38 H 0L ; i i3 Western blomng%/ﬁh PTEN,AKT.p—AKT % & 9 & £ H 2L ; il i CCK—8 # M miR —552
FA SF A549 40 fe 3G G AE Ay 69 % of 5 38 3E Transwell v F 400 miR —552 A &F A549 40 e iT 4% FedZ £ 46 5 69 R @
i % X 2 e R A ] mlR*"'ﬁfo X#As49éwﬂad%lf A Hra, BR miR- SGZ/Kiﬂff?Féﬂ,,\ﬁvAMC)émﬂﬂff’é’wﬁ
RREF P, ERE miR-552 7T B F IR AS49 MR 38 5 LA AedR g2, S Apd) aa R A o, ) LR GA M 2 R
rE ., HEFEEML, MEE LS P PTEN RiX R 5 T, k& nnR*‘%SZT’T_F'L)%]PTEN"&éJﬁxi A p—AKT
FGFk FART RO L, maph LA AN SRR, Fi8 miR—552 T4k it PTEN/AKT 45 5 i AL 3 A
e LA I AS49 fa e B A M AT

K miR—552; PTEN/AKTAZ 5 i@ 5% ; D @m i ; AS49amie; £k

hES£S. R7342 XEAFRIZAD: A

miR-552 promotes malignant biological behavior of human non—small
cell lung cancer A549 cells via the PTEN/AKT signaling pathway

LI Yuzhen', FANG Haiyun', YANG Liv’, XU Lijun’, ZHANG Li"
(' Department of Laboratory, Chongming Branch, the Xinhua Hospital Affiliated to the School of Medicine of Shanghai
Jiaotong University, Shanghai, 202150, China; * Department of Laboratory, Pudong New Area People's Hospital,
Shanghai, 201299, China; * Department of Laboratory, Shanghai Sixth People's Hospital East, Shanghai, 201300, China)

Abstract: Objective To investigate the effects of miR—552 expression on the malignant biological behavior of human
non—small cell lung cancer A549 cells by PTEN/AKT signaling pathway. Methods The expression of miR-552 and PTEN
mRNA in human lung cancer tissues and non—small cell lung cancer A549 cells was detected by qRT-PCR. The expres-
sions of relative proteins (PTEN, AKT, p—AKT) were detected by Western blotting. The proliferation of A549 cells was deter-
mined by CCK-8 assay, and the migration and invasion were detected by Transwell assay. The apoptosis of A549 cells was
analyzed via flow cytometry. Results The expression of miR-552 was dramatically up-regulated in tumor tissues and A549
cells. The over—expressed miR—552 significantly promoted the proliferation, migration and invasion of A549 cells, and in-
hibited the apoptosis of A549 cells, while the inhibited expression of miR—552 showed opposite effects on A549 cells. Com-
pared with the paracancerous normal tissues, the expression of miR—-552 was dramatically down-regulated in the lung can-
cer tissues. In addition, the over—expression of miR-552 decreased the expression of PTEN, and increased the expression

of p—AKT protein without affecting AKT protein, whereas the inhibited expression of miR—552 showed the opposite effects.
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Conclusion miR-552 may promote the malignant biological behavior of human non—small cell lung cancer A549 cells by

regulating the PTEN/AKT signaling pathway.

Keywords: miR-552; PTEN/AKT signaling pathway; Non—small cell lung cancer; A549 cells; Biological activity
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