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Heat Shock Protein A1A Promotes Proliferation of Cancer Cell

QI Yumin'?, SHAN Kai'?, CUI Jing"?, QU Hongyan'?, WANG Rong'?, CHEN Yongquan™?>
(1. Wuxi School of Medicine, Jiangnan University, Wuxi 214122, China; 2. School of Food Science and
Technology, Jiangnan University, Wuxi 214122, China)

Abstract. This study was to explore the effects of heat shock protein A1A (HSPAIA) on the
proliferation of HelLa, HT29 and PC3 tumor cells and their underlying mechanisms. HSPATA
recombinant vector was constructed to transfect tumor cells. The cell morphology, MTT and cell
cycle after transfection were observed to explore the effect of HSPA1A on tumor cell proliferation.
The cells that HSPA1A played a role in cancer cell proliferation were determined by
immunofluorescence positioning. After overexpression of HSPA1A, cell proliferation of tumor cells
was significantly enhanced. Cellular immunofluorescence confirmed that HSPATA was mainly
localized in the cytoplasm. Cell cycle assay showed that transfection of HSPA1A mainly accelerated
the G1 phase of cell growth cycle, which was determined by Western Blot. Overexpression of
HSPAT1A up-regulated G1-related cyclin D1, CDK4, CDKG6, cyclin E1, and CDK2. It was speculated
that HSPATA might serve as a chaperone protein to maintain the stability of cyclin D1-CDK4/CDK6
and cyclin E1-CDK2-related proteins and accelerate the G1 phase of cell cycle. HSPATA can

Wi B . 2020-02-09

E&WHE: HET A EAH AT -IIE (2017YFD0400200) 5 [ 5 1 4R BF 5 5 4 % Bh 0 H (3177153900) 5 VL7544 T i i 98 K S 1 Xl
T H (BE2018624 ) ; F K — % 2= R W Bk 5 HOR L5 H (JUFSTR20180101) .

*BASVEE  MRACR (1962—) , 5 1+ 002 154 S0, 3= 22 AR 0 A5 1 AR5 98 0E #H DG OG R BPLIAIF 52

E-mail :yqchen@jiangnan.edu.cn

JOURNAL OF FOOD SCIENCE AND BIOTECHNOLOGY Vol. 40 Issue 3 2021



BB, S Ak LR G HSPALA A% 3 b 9% 4n 1038 55 09 BT 72

promote tumor cell proliferation and play a role in the cytoplasm proliferation. This study provides a

theoretical basis for the development of anti-tumor drugs based on HSPA1A.
Keywords: HSPA1A, PC3, HT29, HeLa, proliferation
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Fig. 1 Cell morphology after pEB (left) and HSPA1A
(right) transferred into HeLa

(a) (b)

B 2 HT29 %3 pEB =% (a) 5 HSPA1A (b) GRS
Fig. 2 Cell morphology after pEB (left) and HSPA1A
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Fig. 3 Cell morphology after pEB (left) and HSPA1A
(right) transferred into PC3
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Fig. 6 Cell cycle after HT29 transfection of pEB empty (left) and HSPA1A (right)
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