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Study on Expression of PD-L.1 and Resistance Mechanism on Glioma U87 Cells Induced by Cisplatin

ZHOU Hongjian, LI Jun, XIA Jianguo(Department of Neurosurgery, Hangzhou Xiaoshan District Hospital of Traditional
Chinese Medicine, Hangzhou 311201, China)

ABSTRACT: OBJECTIVE To investigate the effect of PD-L1 expression on the cisplatin(CDDP) resistance of U87 cells.
METHODS U87 CDDP drug-resistant cell line(U87/CDDP) was established and the cell viability was estimated by CCK-8 to
verify drug resistance after treated with different concentration of CDDP for 24 h. Then the U87/CDDP cells were transferred
PD-L1 shRNA, and CCK-8, BrdU staining, flow cytometry was performed to detected the proliferation and apoptosis.
Meanwhile, the mRNA expression of PD-L1, Bax, caspase-3, Survivin was detected by qRT-PCR, while the protein expression of
PD-L1, Bax, caspase-3, cleaved-caspase-3, P53 was detected by Western blotting. RESULTS  The result of CCK-8 showed that
U87/CDDP was established successfully. After treated with same concentration of CDDP 24 h, the proliferation of PD-L1
shRNA-U87/CDDP cells was decreased and the apoptosis was increased compared with non transfected U87/CDDP cells.
Meanwhile, compared to the control group, the mRNA expression of Bax, caspase-3 and the protein expression of Bax,
cleaved-caspase-3 and P53 was significantly increased, while the mRNA expression of PD-L1, Survivin and the protein
expression of PD-L1 was significantly decreased in PD-L1 shRNA transfected and CDDP treated U87/CDDP cells.
CONCLUSION The tolerance of CDDP on U87 cells can reverse by down-regulating the expression of PD-L1.
KEYWORDS: glioma; U87 cells; cisplatin; PD-L1; tolerance
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Fig. 1 Effects of different concentrations of cisplatin on the
vitality and proliferation inhibition rate of U87 cells
Compared with control group, "P<0.05, 2P<0.01.
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Fig. 2 Effects of different concentrations of cisplatin and PD-L1 shRNA on the proliferation of U87 cells and U87/CDDP cells
Compared with control group, P"P<0.05, ?P<0.01; compared with PD-L1 shRNA group, ¥P<0.05.
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Fig. 3 Effects of cisplatin on the proliferation of U87/CDDP cells after transfection of PD-L1 shRNA
Compared with control group, PP<0.05, »P<0.01; compared with PD-L1 shRNA group, ¥P<0.01.
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Fig. 4 Effects of cisplatin on the apoptosis of U87/CDDP cells after transfection of PD-L1 shRNA

Compare with control group, "P<0.01.
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Fig. 5 Effect of cisplatin on the expression of PD-L1, Bax, caspace-3, Survivin mRNA in cells of each group after PD-L1

shRNA was transfected by U87/CDDP cells

Compared with control group, "P<0.01; compared with PD-L1 shRNA group, »P<0.05, P<0.01.
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Fig. 6 Effect of cisplatin on protein expression of Bax, PD-L1, P53, cleaved-caspase-3 in various cells after PD-L1 shRNA was

transfected by U87/CDDP cells

Compared with control group, "P<0.05, »P<0.01; compared with PD-L1 shRNA group, ¥P<0.01.

4 g

2 s TR e S N HP DL 1 I S
g, B S RPE RS, fa MR a4t
CDDP J&iA 77 ki e e & F by 7 254 , e &5dm
il G Fs2 I8 %) A JEE L T iR Al LS CDDP () i 24
PRSI PRIATT A9 — RMERRI121 0 BT R, fh
i R P N R PR R, RIEPLR E A AR
TG TR 411 T 2550 40 %) ) 358 A B o B g S L, A
1 & A e ki 314, IR £ B, PD-L1 S50
T 245 1 A s SR AT L 2R o A A A T 4
LW, U87/CDDP ZUAEAYEFEIE N, JHT-F#AL,
%YL PD-L1 shRNA i) U87/CDDP 4l ifd fit 54 i [
%, JETSROI, BB PD-L1 K325k 4 i 5o 40 i
ZXF CDDP MU ESE N, PD-L1 fEIAY UST
Y i XT CDDP B9 S 2 7 AH G .

AL, PD-L1 AYERIKN 5 B o i s 3o 2 A7
USRI, I AR A A R A R R S S
25 168 S5 98 1 Wk E R S I B 1 B L TT BE A T

-1160 - Chin J Mod Appl Pharm, 2022 May, Vol.39 No.9

SR RPEIRTT . BN 2 R I e e iR YT I &
B A YEREDU, MmN IEYE PD-L1 &gt
20 SR I g R e e ARG, AL EE T
U87CDDP Tt 25 ik If 4% Y4 PD-L1 shRNA A
5% PD-L1 X Hwi e Bossg i 251 /e A, LAk 3] —
FfnT L3 2 IolRg s 2 M i i A o

SEF BRI PD-L1 Y23k 1T 8 2 10 4% b g
Ui 25 PR HL 2 — o PR A 9 TPl i
Yedsy T — A %K PD-L1 shRNA (1) B CDDP
PD-L1 YA, RYEHFIREA . brifT- 2L M 4%
5 e (4TS 24 WL A SR P0-21 s 2 e R T
K ZZFpPAT- R AT, 0 B 32 R s s
QL R o = N ;211 e S ) Ay W
ZIEEW AT KPTAT EA R T REE, A
W5, qRT-PCR F1 Western blotting 55320,
CDDP #b¥# U87/CDDP #4iffi#k, PD-L1. Bax.
caspase-3. cleaved-caspase-3 Fll P53 B3R5 TC B &
54k, MY PD-L1 shRNA ) U87/CDDP 4 jitutk

rh E AR FH 252 2022 4F 5 45 39 555 o )



21t CDDP 4b#)5 , Bax. cleaved-caspase-3 #1 P53
(2eR/K 45 B T, PD-L1 Al Survivin [ 3£35
KB EWAG, Rk, PD-L1 Al 5Ead i 1 AT ARG
Y2 AL R 1 ek R i i UST 2R AT 2447k .

R, sl AT & B, PD-L1 7R 2457 Us7

MR s, HOREE UST Ry 2y iy i 24T
A, ML AT RES U T R A A K
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