5532 4 45 11 ] HEMREFZEE Vol. 32 No.11
2022 4FE 6 H China Journal of Modern Medicine Jun. 2022

DOI: 10.3969/j.issn.1005-8982.2022.11.008
XERE : 1005-8982 (2022) 11-0044-07

ELK1 if#= PI3K/Akt 15 518 IS {C i B A 4R i
tEsE N HALHEIA R

BAE, 4, LR
(RRFPCER 16—, 2805, KE &1 712000)

HWE . BB FITE264 % B -F 1(ELK1) 832 PI3K/Akt 12 5 B I4 5 19 95 40 f3 Fh Ak ) 69 % v R R 45
VER T RebLE) . J7i%  Western blotting #- ELK1 /2 B 1 /% 28 ftL & U20S., MG—63, HOS & EH B 48 it
hFOB11.9 W 4948 F R ik & BFA KL FRHWE A @I &3 47 ELK1 siRNA # 4, 54 si-NC 4.,
si-ELK1-1 %047 si—-ELK1-240; MTSARM A 2AmAnsg sh &, AR S I% 52 5ot R-20 fm i S IETH AL 77 5 Western
blotting #-i &40 41 i, PI3K/Akt45 5 il 9% % 42 & & pPI3K A= pAK T #9485 & A ¥ ; KA PI3K/AktfZ 5@ 55380E
#SC79 5 ELK1 siRINA [ B 48 22 B 14 983 2 BELJG MTS iEAR M B0 4m B3 gt s, A 5 I 5 B i) &40 4 L 32 16T
RAES ., R HEE AR, ELKIAR MG mIE A b east Zia 37t E (P <0.05), £U20S@ T
# ARt A T B (P <0.05) ; U20S % it 4 4 ELK1 siRNA, Western blotting 45 & %77, 5 si—NC LA,
si-ELK1-141. si—ELK1-240 U208 288 % ELK 1 69483 &% F (P <0.05) 5 Hsi-NCAE, si-ELK1-14
Fersi—ELK1—2 28 U208 %8 JL3G 78 FFm 52 T AR A 3 AR (P <0.05) , 2P pPI3K Fe pAke & & 9483t FGA T 1
A& (P <0.05) ., SC79 4 ¥ si—ELK1 40 U20S 285, BLK1 siRINA %28 I3 75 Fo 55, 1T %, 48 A 09 4 8045 T8 8,53
(P <0.05), £ ELKI1EF W@l P skik, @i 80 PIBK/Ake /2 5 18 34T 3 B 1 9% 4m oL 38 78 0 Ak
ELK1 TR A %477 B M B e it e 5 o

K - BAE ; B263RAT1; ¥ ; 44 ; PIBK/Ake

FESYZES . R738.1 SCHRARIRED . A

Function and mechanism of ELK1 regulating PI3K/Akt signaling
pathway to promote osteosarcoma proliferation

Yong-jun Xu', Shu Dong”, Hao Wang'
(1. Department of Orthopedics 1, 2. Department of Orthopaedics 4, Xianyang Central Hospital,
Xianyang, Shaanxi 712000, China)

Abstract: Objective To study the effect of E26 transcription factor 1 (E-twenty six transcription factor 1,
ELK1) on the proliferation of osteosarcoma cells by regulating the PI3K/Akt signaling pathway, and to explore the
possible mechanism of its role. Methods Western blotting was used to detect the expression level of ELK1 in
osteosarcoma cell lines MG-63, HOS, U20S, and normal osteoblast hFOB11.9. High-expressing osteosarcoma cell
line was selected for ELK1 siRNA infection and divided into si-NC group, si-ELK1-1 group, and si-ELK1-2 group.
Western blotting was used to detect the expression level of ELK1 in each group of cells; MTS was used to detect the
cell proliferation rate of each group; plate cloning experiment was used to detect the cell formation ability of each
group; western blotting was used to detect the effects of PI3K/Akt signaling pathway-related proteins in each group
of cells. PI3K/Akt signaling pathway activator SC79 and ELK1 siRNA were used to treat osteosarcoma cells at the
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same time. MTS was used to detect the cell proliferation rate of each group. Plate cloning experiment was used to

detect the cell clone formation ability of each group. Results Western blotting results showed that the expression of

ELKI in osteosarcoma cell lines was higher than that in normal osteoblasts (P < 0.05), and the expression was
highest in U20S cells (P < 0.05). U20S cells were transfected with ELK1 siRNA. Western blotting showed that
compared with the NC group, the expression of ELK1 in si-ELK1-1 and si-ELK1-2 groups U20S cells were reduced
(P < 0.05); compared with the si-NC group, the proliferation rate and cloning ability of si-ELK1-1 and si-ELK1-2
U20S cells were decreased (P < 0.05), and the expression of pPI3K and pAkt proteins were decreased (P < 0.05).
After SC79 treatment of U20S cells in the si-ELK1 group, the inhibitory effect of ELK1 siRNA on cell proliferation

and clone formation was weakened (P < 0.05). Conclusion Interfering with the expression of ELK1 can inhibit the

proliferation of osteosarcoma cells by regulating PI3K/Akt.

Keywords: osteosarcoma; ELK1, protein; proliferation; metastasis; PI3K/Akt
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PR E 6 fLMh, 430 si-NC 41 (%} R ) | si-ELK1-1

. 45 -



EBREAE

4324

2 (ELK1 T4 siRNA J¥ 51 1) J si-ELK1-2 4 (ELK1
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JP22 AR SR H Western blotting £  ELK1 A9 5 15
XF 5 PR 96 20 PI3K/Ake {5 538 [ A 52 ), 45 3R
T ELK1 B9 RIA S5, B PAJE 48 i PI3K/Akt (55
i % 5 Bt B 1 pPI3K Fl pAkt 5 [ 7 ik FEAK ,
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I3k — 25 R H PI3K/Akt 15 5 3 [ 384075 751 SC79 #E17
IrfE [l 42 5256, 45 3 R SC79 WK &2 si-ELK1 26 3 4
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