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RhoGDI1 promotes cisplatin resistance of osteosarcoma cells
by inhibiting apoptosis”
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[Abstract] Objective To investigate the effect of inhibiting the expression of RhoGDI1 on cisplatin re-
sistance of osteosarcoma. Methods The expression of the RhoGDI1 was inhibited by siRNA in the osteosarco-
ma cells (si-RhoGDI1-1 group, si-RhoGDI1-2 group). The CCK-8 assay was used to determine the effect of
RhoGDI1 on the osteosarcoma cell proliferation and the cisplatin resistance of the osteosarcoma cells. The
scratch test and the Transwell in vitro were used to detect the effects on the migration and invasion of osteo-
sarcoma cells. The flow cytometry (FACS) and RT-qPCR were used to detect the effect of RhoGDI1 on apop-
tosis of osteosarcoma cells. Results Compared with the si-Control group (transfected with unintentional se-
quence) , the proliferation rate and cisplatin tolerance of osteosarcoma cells in the si-RhoGDI1-1 and si-RhoG-
DI1-2 groups decreased significantly (P <Z0. 01), the number of cells migrated to the inferior chamber de-
creased significantly (P<C0.01). The scratch test and FACS results at 12 h and 24 h showed that the cell re-
pair ability of the si-RhoGDI1-1 and si-RhoGDI1-2 groups was significantly weaker than that of the si-Control
group (P<C0.05,P<C0.01). The apoptosis rate and the expression of Bax of the si-RhoGDI1-1 and si-RhoG-
DI1-2 groups were significantly increased than that of the si-Control group (P <C0. 01). Conclusion The
RhoGDI1 promotes cisplatin resistance of osteosarcoma cells by inhibiting apoptosis.
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1.1 Z@he X7 BALE

N PR R 2 M 2R 143B5 (G K 2 o [ LR 8
TR L) LA (P [ Selleck 28 7D , 7 46 5 %
W HT. RPMI-1640 £ % £, 0.05% [ A B (3£
Gibco 24 H]) G4 ML3E (3£ B Hyclone A #]) . PCR 5]
Y GRIIHERIEPRD , LipofectamineRNAIMAX 1 TR-
Izol (3 [H Invitrogen 23 7)) , 5% 57 354 57 & F1 3L B 2%
g PCR(RT-qPCR KA & (KREEAEY THRA
B , CCK-8 i3 & (H AT AT, %6 K K
A5 & (32 F Promega 23 @) o 40 M 98 T4 A ) &
(£ H Roche 24 A]) . Transwell /M= (3£ [E Corning
ANFED .

1.2 CCK-8 x5 ik &

143B 40 FH e g s Ak J5 B TR EE I & 10%
G4 I 35 B RPMI-1640 3% 32 Wi v, ¥ B8 4 000~
5 000/FLAN 4 Fh T 96 FLAR P, B FL 100 pl, KF 3
24 hJE AL A 6] e BE 00 4 L A TR R IR R 3
AL W B 435 0,0, 02,0, 05,0.1,0. 2,0, 5,
1.0,2.0.,3.0.,5.0 pumol/L Al 10. 0 pmol/L., 4kLEH%
F% 48~72 h J5. &FLINA 10 pL. CCK-8 % ¥ (0. 5
me/mL) HLEME 2~4 h, F AR BB K 450
nm b B BE CA A, 21 0 il e B2 (1IC50) 38 i %K
PEEATAE L LA RS, A MBI E R 3
W, WA R = (LA A -2 HE A {E)/
25 IROA IR =1 AR R,

1.3 RNA F# %%

EEULHT 1 KK 143B 4 ik 5 < 10" /ALEEFPF 24
LA e S K 5 pl LipofectamineRNAIMAX
YR F)4r 915 50 nmol/L siRNA-RhoGDI1-1 (si-
RhoGDI1-1 41). siRNA-RhoGDI1-2 ( si-RhoGDI1-2
2H) F1 siRNA-control (si-Control )R G, ¥ B A
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et Ju i ) 1 B G A R A SR 25 6 B4 (Blank 41, &
RHE 5 min J5, 585 24 fLARTEEE IR A LR
RAW.F 37 °C,5% CO, M THFE 6 hJ5 . 8 IE
W R BT IE S 0 h, A BIAESS 48 F1 72 h 5 H
TRIzol YL HUE RNA, #EYLHT 1 d, 143B A LL 1 X
10" /FLAY % B AP T 96 FLEF SRR (40 B X 380 , T 37
CL5% CO, M T IR 5 Y K, He b A e B A e
siRNA-RhoGDI1 F1 siRNA-control, T+ 37 C, 5%
CO, M3 6 h J5 8 IE % KR 3k, lerkie ok o
h, JFWI7E 24,48 F1 72 h J5 ] CCK-8 #6: i 2 ity 4% 5
BETI.

1.4 8% k%% PCR(RT-qPCR)

2 24 AL SRR TP R R R L AL A 200 pL
TRIzol A R AL )E . 7R 2] 1.5 mL .08,
A 40 pL =& B R 2R % IR A . F iR ERE 5 min
Ji 12 000X g B0 15 min, FH DML ECGE 1 2 -
W RO T, I ASER R 5 N B, JF B 2 i
BIFEMRA) . E IR E 10 min J5 12 000 X g B0 10
min, 1] 700 CBEEGE 2 K. IR TEMA 20~
50 pL Jo RNase /K i I € RNA W, SR )5 #i IR
YL IH 4 47 — 8% cDNA & B fl RT-qPCR., BAX-1F
M. 5'-CAC CAG CTCT GAG CAG ATC ATG
AAG-3";BAX-JZ [ :5-GCG GCA ATC ATCC TCT
GCA G-3' ., 31% & :RhoGDII-IF [i] 5'-GGA TGA
GCA CTC GGT CAA CTA-3'; RhoGDI1-J% [i] 5'-
GCC TCC TTG TAC TTT CGC AG-3' , RT-qPCR
A 294 °C 30 s394 °C 10 5,60 °C,72 °C 20 s, %
N A0 AEIR 5 5 g e il 28
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TERIREE A IE N .
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W BE Y 25 W, v BEBE B 4 5 CA 0 pmol/L. 0. 625
pmol/L.1. 250 pumol/L.2. 500 pmol/L,{ % 2 d,F
R HEBEFLAN 1 mL 0. 25 % WY Sl R A7 9 1k . B3 R
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e A
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A B E 0, W 3A, RIJRSEE 8RS si-Con-
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RhoGTPase J& T Rho /N G EH . ZFK
40 4% Rho Rac fil Cdcd2 W5 , 76K 25484k L 40 i
12 B 040 3R 43 4 45 AN T i b % 5 35 T EAE S
[F¥F % Rho Z % B 5t — Ff . RhoGTPase A LL1E 47 1%
PEW) GTP 456 8 =0 LT 4 1 GDP 25 & 8 K 1] i
A7t e, W SE Ao R YT U R RN R 4 F R AR OT
KA . A PR AR AT N R T RhoG-
TPase WG AR 15 . GDP/GTP 28 # & M & ¥E 0%
VEF 0 2 R i 25 30 ) I F (GDP dissociation in-
hibitor, GDD il it F #2 45 & #] RhoGTPase I il il 1
TGP TEA BT RhoGTPase IE55 5 GDP 456 18 1k
H4 W RhoGTPase, il il RhoGTPase ¥ 745 i GTP
gE AT, T A AL T 40 B8 B A RhoGTPase B8 £1 ¢
LG TR A UL | RhoGTPase 5 GTP 454
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