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Research of bortezomib on oxidative stress and apoptosis in RSC96 cells

WE:BH IR (BTZ) Xt 7 40 i S A0 R0 S (A5 47 0 4t it g
FIZI LS . ik (RIMEFR KB RSC6 il /7 4, FASIRI vk B iR oK b
4 RSCO6 AL, e Sy AR A K45 473 ) RSCO6 4 Jifutp 2 R AR Y , CCK - 8 J&4a
AN g, B B S ISR A5 AL AN B 2528 46, DCFH - DA il Hoechst Y4,
A5G P AU R I 2 S5 B LB A2 20 I 3 1 40 (ROS) 7= AE 7K, T JC - 1
FEHREHT S A I LR A B FL (S (MMP) | FH ' S8 A G A e e (3 5 1
e FLIT AR S (MPTP) &5 Ca® " ¥, Fi| Annexin V — FITC/PT XUFR T B 46 T 400 Jitg
JAT K, JH ELISA Bk S PE [ TNF - IL- 18 X IL -6 &4, &R 5
1EH RSCO6 A AR Lt , A [m] v B A2 A K Ab B A5, RSCO6 4 il 7717 % 5 7| & 4R
REPEREAR, 20 A R B 0K, B30 BH Sk A 4, A2 R T R, A
KR HAFE 5 5 RSCO6 AN AT 1k UM &, b A I e (7 A Ak, 4T Ca®*
2R PR B T LS, RSCO6 MR TR B 2 F . &% MEk
DK AT VS EAL R — ORI — A0M R Tl (OMAA) fid & it 7 4t M 725 1
FOTT, A R 2 A 453 475 1T R O 0 1 K | A 0 L B ke 1 SR AR AL,
BIPN (4 48 fia] T~ T3 42 (LB 4 251

SRR« IR MK e T 20 5 Ak N 5 SRR 405 5 IR T

DOI:10. 13699/j. cnki. 1001 —6821. 2025. 19. 008

HhE S R733.3 XEkFRERD: A

MEHE 1001 - 6821(2025)19 —2741 - 08

Abstract .
molecular mechanism of bortezomib — induced mitochondrial oxidative
Methods Rat Schwann RSC96

cells were cultured in vitro and treated with different concentrations of

Objective To investigate the temporal association and

stress and apoptosis in Schwann cells.

bortezomib to establish an in vitro model of bortezomib damaged RSC96
cells. The assessment of cell viability was conducted by means of the
CCK - 8 method,

group of cells were documented through inverted microscope analysis.

and the morphological alterations observed in each

DCFH - DA and Hoechst staining were combined with fluorescence
JC -1

staining was used to detect mitochondrial membrane potential level, and

microscopy to determine the content of reactive oxygen species.

the degree of mitochondrial permeability transition pore opening and Ca”*
concentration were detected by fluorescence microscope. Annexin V -
FITC/PI dual labeling was used to detect cell apoptosis. ELISA was used
IL - 1B, and

In comparison with the control group, as the bortezomib

the viability of RSC96 cells decreased in a

to detect the levels of inflammatory factors TNF - «,
IL - 6. Results

concentration increased ,
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concentration — dependent manner. The cell gap increased, the number of cells decreased significantly, the
nucleus solidified, and the cells exhibited typical characteristics of apoptosis. Furthermore, bortezomib induced a
reactive oxygen species burst in RSC96 cells in a dose — dependent manner, resulting in depolarization of
mitochondrial membrane potential, cytosolic Ca®* overload, continuous opening of the mitochondrial permeability
transition pore, and a significant increase in the apoptosis rate of RSC96 cells. Conclusion Bortezomib has been
shown to induce programmed cell death apoptosis in Schwann cells by activating an axis involving oxidative stress,
mitochondrial damage, and subsequent apoptosis. This finding suggests that oxidative stress and mitochondrial

damage may represent pivotal mechanisms of bortezomib — induced toxicity, thus providing a novel target for the

intervention of BIPN.
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