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Abstract: [ Objective ] To explore the mechanism of targeted adjustment of miR-202 for EGFR mediat-
ed PI3K/AKT signaling pathway in the treatment of ovarian cancer with paclitaxel. [Methods] The hu-
man ovarian cancer cell lines -A2780 cells were selected as the research objects,and transfected with
miR-NC, miR-202 mimics and shEGFR. MTT and Transwell experiments were used to determine the
cell proliferation, migration and invasion ability in different groups. qRT-PCR was employed to detect
the miR-202 level and EGFR mRNA expression. Meanwhile, Western blot was used to test EGFR,p-
PI3K,PI3K, p-AKT and AKT protein levels. [Results] qRT-PCR results showed that miR-202 levels in
A2780/WT and A2780/PTX clearly decreased compared with normal ovarian epithelial cells HOSEpiC
(P<0.05),and EGFR mRNA levels increased significantly(P<0.05). After transfecting with miR-202
mimics,miR-202 expression in ovarian cancer cells was significantly higher than that in miR-NC group
and shEGFR group (P<0.05). However, EGFR mRNA expression in miR-202 mimics and shEGFR groups
were significantly higher than that in miR-NC group(P<0.05). Due to the overexpression of miR-202 and
transfection shEGFR ,the cell proliferation ability of miR-202 mimics and shEGFR groups cell were sig-
nificantly lower than that in miR-NC group (P<0.05). Moreover,the ICs, of paclitaxel obviously decreased
(P<0.05). There were less migration and invasion cells(P<0.05). Western blot results showed that EGFR
protein,p-PI3K/PI3K and p-AKT/AKT phosphorylation levels in miR-202 mimics and shEGFR groups
were significantly lower than that in miR-NC group(P<0.05). [ Conclusion] miR-202 target adjusts the
expression of EGFR to affect cell proliferation,migration and attack process of ovarian cancer,which
functions mainly via inhibiting EGFR downstream of PI3K/AKT signaling pathways and thus plays a
role in tumor suppressor,which provides a new direction for clinical treatment.
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W H HRHRE AL, JFAE 37°C 5%CO, fE i 3
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FEBE 7] 5 Trizol 1207 & WA SE FIb mt 38 = RA WA
W58 1 ;qPCR PowerUp™ SYBR® Green Master Mix
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1.6 qRT-PCR #&M4AAE miR-202 & EGFR mRNA
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202 mimics 20 Fil shEGFR £H 4 Jif 334 5 fi 1 8 15 3% )
24h 48h FI 72h J5 # miR-NC 21 ¥ B & PEFE K (P<
0.05,Figure 4A)

MiR-202 mimics 21 1 shEGFR £H i %% 41 g 50 7>
M (145.71+33.75) F1(138.84+25.86) , # miR-NC 41
(205.66+31.27) B &5 /0> . BLAh ,miR-202 mimics 411
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27.74) , W 5. /0 F miR-NC 41 (278.37+46.68) , 22 1
A Gt L (P<0.05) .
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Figure 1 MiR-202 and EGFR mRNA expression in
HOSEpiC and different ovarian cancer cells
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MiR-NC 4 A2780/PTX 4l il X} 55 #2 B 1 1Cso M
(33.24+2.01 ) pg/ml ;miR-202 mimics ZH F shEGFR 2
1Cso MU 43551 BAIG 25 (18.43+2.86) g/ml 1 (17.75+2.24)
we/ml, P8 it 35 miR-202 K 5% 4¢ shEGFR 4 Bh T
fEE A2780/PTX Xif 45 42 B 4 5B M (Figure 4B).
2.5 miR-202 @42 EGFR A+ § PI3K/AKT 55
WEREXEANRIL

B E B I 5 £ 2R 1 45 2R 78 ,miR-202 mimics
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S E B PER T miR-NC 41 (P<0.05) , # % 1k /K
AR (Figure 3)
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Figure 3 MiR-202 targeted EGFR-mediated expression of PI3K/AKT

signaling pathway-related proteins
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Figure 4 MTT detection results of cell proliferation (A) and paclitaxel

sensitivity (B)
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p-PI3K PI3K .p-AKT Hl AKT £ /K, 458 %H,
miR-202 it % ik Al # ik EGFR 8 F 3 p-PI3K/PI3K
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