DOI: 10.11844/cjcb.2024.11.0012
i E A AEY) 2424 9] Chinese Journal of Cell Biology 2024, 46(11): 1961-1967 CSTR: 32200.14.¢jcb.2024.11.0012

MR EBEERESERVLE
KT SR g it 53 it

QAN RN ORREYY BUME REY K-EN RBET AR
CHR B2 R — IR EE 2257, 224 730000; 2H 748 N B ERG T G, 224 730000)

WE  #UK L& G (heat shock proteins, HSPs) & — K i KA T S RANEAO K. I
9% tm e 2 Kt E b e beak A KA B 40 it R IR 50 69 AL E A4 BT L HSPs 89 R A K-F R EF 5.
R AP, HSPSE A MRt R £ R EAS R IRYHRIEAETRNA L, HSPSEE_%ﬁém}]@é‘JW
W, A Fedt b B ERAEA . Bk, HSPsE AWM 697697 ¥ LA B A A ANE, @+
HHSPs#) R IX R I8, ST VAR 2475 A% a3 78 . it B Aadt 25 1, R B3GR 40T zxﬁi#
B0 7 38, skl HSPst R AL H M o4 T A2 5 Fo TS B 40AR &, S 7T vAVE S B M9 5 17
Fa G T AE 6y A AT E Y. PTvA, t— RS R HSPsE A M & F 69 mE AL, A TAHA
M s 04906 7 A BEARAE B B R, B BE, A FHSPsYE h B M & 69 2 AR &40, A B A B4
W TR Fe TS -4 RAEHT 69 77 iE Fe TR

KR ARSEE R MR, B, MU T

Research Progress on the Mechanism of Action and Intervention Strategies

of Heat Shock Proteins in Rectal Cancer

BI Xinran'*, MA Yugi"*, ZHAO Shuangyan'*, DUAN Xiaoyu?, FU Yawen'?,
ZHANG Yisu'?, HU Tingting®*, CAI Hongyi’

("the First Clinical Medical College of Gansu University of Traditional Chinese Medicine, Lanzhou 730000, China;,
*Radiotherapy Center of Gansu Provincial Hospital, Lanzhou 730000, China)

Abstract HSPs (heat shock proteins) are a class of proteins that are highly expressed under cellular stress.
In tumor cells, the high metabolic activity, rapid growth, and unstable intracellular environment can significantly
increase the expression level of HSPs. Research has shown that HSPs play an important role in the occurrence, de-
velopment, and treatment of rectal cancer. HSPs play an important role in the proliferation, metastasis, and drug re-
sistance of rectal cancer cells. Therefore, HSPs also have potential utilization value in the treatment of rectal cancer.
By interfering with the expression or function of HSPs, the proliferation, migration, and drug resistance of rectal
cancer cells can be effectively inhibited, while enhancing the efficacy of chemotherapy and radiotherapy for rectal
cancer. In addition, the expression of HSPs is closely related to the malignancy and prognosis of rectal cancer, and

can serve as a biomarker for the diagnosis and prognosis evaluation of rectal cancer. Therefore, further in-depth
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research on the detailed mechanism of HSPs in rectal cancer can help provide more effective strategies for the treat-

ment and management of rectal cancer. Meanwhile, utilizing HSPs as biomarkers for rectal cancer is expected to

provide new methods and tools for the diagnosis, prediction, and prognosis evaluation of patients.
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