HEF20204E3 HEE 11855 2] Orthopaedics, March 2020, Vol. 11, No. 2 +143-

- -
wH -

&

- L35 HF

VR SEE RIS ERIT N EL IS RN DT R E AR
YA TR 2R 52 W]

HEX AHE AN WFY FLE ORE X

g

(FE] B WEMITEAFET M siRNA JUEE LR 752 1K 4 (chemokine receptor 4, CXCR4) X}
H R ZE N, FE B IR ACE R AN R MG-63 EXIEUE R, 2R T o fLA R, /i =
2,28 AL A AT AR AL 338 A5 55 , control siRNA 2H LA control siRNA #4441 it , CXCR4 siRNA 20 1)
CXCR4 siRNA YL, R H Western blot #1145 41 CXCR4 B A 254k, PFAL CXCR4 siRNA HYL3iHE
2 B2 A4 9 SE 8 I B control siRNA 21 (RFIRZH) (IR CXCR4 siRNA 41 (BK&-41) .CXCR4 siRNA 41
(UUBRAL) AT, L) CXCR4 siRNA FE YL TR AR & ZH A AL, control siRNA %% L5 HRZH AN, #4974
FIA AT T Ab B, R FH S5 2 5B A iHRE SV (real-time quantitative polymerase chain reaction,
RT-qPCR ) Fl Western blot 504520 40 i CXCR4 #5725k, CCK-8 3l Transwell {2 28 SE A 54 L 5
MG-63 4l I35 il 1 AR 2268 1125k, BRI B ARAG IS S J5 MG-63 A R A fk . IRSMEE R
JCE S5 AR A R SR A Y J5 MG-63 21 ML SR FIAR B PR A KA L. 4558 CXCR4 siRNA AJ
LA R MG-63 4ifiiH CXCR4 AR IL . HUTHA CXCR4 siRNA A TR MG-63 41l 1 CXCR4
(22 TR IF-REA I MG-63 4 IG5 AR 22 , BV 40 M 1 T GOIG LI (P44 < 0.05) o RN SEER 45 R R,
NER 14 R KA 2L BUE PR IR R /N30 BR AL DTBRAL AT A, 2 A S a L (P <
0.05). BAAIARF MR T XA DU RIBVTAL, 2R A GTF B X (P <0.05), 456 #UTEC
R FPEDTER CXCR4 T R ST RURZE , AT AR — N R B PR B R 7R ik

(X823 B A CXCR4; Mg ; 758

Synergistic effect of hyperthermia combined with chemokine receptor 4 knockdown on proliferation
and invasion of osteosarcoma. CHEN Zhi-da', ZHONG Yuan-fu', CHEN Yun-ping’, ZENG Yu-zhe', ZENG
Wen-rong', SONG Chao', WU Jin'. 'Orthopaedic Center of People’s Liberation Army, the 909th Hospital of PLA,
Zhangzhou 363000, China; *Department of Oncology, the 910th Hospital of PLA, Quanzhou 362000, China

Corresponding author: WU Jin, E-mail: wujin1983@xmu.edu.cn

[Abstract] Objective To detect the synergistic effect of hyperthermia combined with chemokine
receptor 4 (CXCR4) knockdown on the proliferation and invasion of osteosarcoma. Methods Osteosarcoma
cells (human osteosarcoma cell line MG-63) were divided into three groups. The blank group cells were cultured
without any treatment. The control siRNA group cells were transfected with control siRNA, and the CXCR4
siRNA group cells were transfected with CXCR4 siRNA. Western blotting was used to detect the expression of
CXCR4 in each group and the transfection efficiency of CXCR4 siRNA was evaluated. The cell and in vivo
experiments were set up with control siRNA group, hyperthermia combined with CXCR4 siRNA group, CXCR4
siRNA group and hyperthermia group. Cells in CXCR4 siRNA group and hyperthermia combined with CXCR4
siRNA group were transfected with CXCR4 siRNA. The control siRNA group was transfected with control
siRNA. Hyperthermia group and hyperthermia combined with CXCR4 siRNA group were treated with
hyperthermia. CXCR4 expression was detected by real-time quantitative polymerase chain reaction (RT-qPCR)
and Western blotting. CCK -8 method was used to detect the proliferation of MG -63 cells after transfection.
Transwell invasion method was used to detect the invasion ability of MG - 63 cells after transfection. Flow

cytometry was used to detect the cell cycle effect of MG-63 cells after transfection. In vitro nude mice tumor
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formation experiment and tumor growth curve were used to detect the osteosarcoma cell proliferation and nude
mouse osteosarcoma growth after transfection. Results CXCR4 siRNA could effectively silence the expression
of CXCR4 in MG-63 cells. Hyperthermia combined with CXCR4 could effectively silence the expression of
CXCR4 in osteosarcoma, inhibit the proliferation and invasion of osteosarcoma cells, and block the cell cycle at
GO0/G1 phase (all P <0.05). The volume of osteosarcoma in nude mice treated with hyperthermia combined with
CXCR4 siRNA was gradually decreased as compared with that in control siRNA group, CXCR4 siRNA group
and hyperthermia group from the 14th day (all P <0.05). The tumor weight of hyperthermia combined with
CXCR4 siRNA group was also significantly reduced as compared with that in control siRNA group, CXCR4
siRNA group and hyperthermia group (P <0.05). Conclusion The findings suggest that hyperthermia
combined with CXCR4 knockdown can inhibit the proliferation and invasion of osteosarcoma, which may
therefore serve as a new effective gene therapeutic target for osteosarcoma.
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