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Research advances in heat shock 70—kDa protein 6 (HSPA6)
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versity, Luzhou 646000, China

[Abstract] Heat shock 70-kDa protein 6 (HSPA6) belongs to the HSP70 family and is a partially conserved
inducible 70-kD protein in mammals. The HSPA6 gene locates in the human chromosome 1g23.3 and contains two
important structural domains: the N—terminal nucleotide—binding domain (NBD) and the C—terminal substrate—bind-
ing domain (SBD). At present, studies have found that HSPA6 both inhibits and promotes the development and pro-
gression of tumors; meanwhile, it also plays a variety of important roles in the pathogenesis of non—tumor diseases.
HSPAG6 is becoming a hot spot of research, but its mechanism of action is still unclear. This article reviews the struc-
ture, expression, and function of HSPAG6 protein, the research advances in the role of HSPA6 protein in tumor, and
its possible mechanism of action and prospect.
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E-H5 R 26 1 () 235, 118 N-45 K5 25 14 F1 Slug (1) %
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EC B UG 78 TCCA KUl 1Y 182 4 i REAS
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lel reaction monitoring, PRM ) 73 HTiIE 5L 5 1E 5 % HE41
ARG, P T AR OCHE 1 2 8D, Horp HSPA8 \HSPAG
ITGB3 . YWHAH F1 PRDX6 A [a] 72 & #1 i . KEGG
B AR R T A DG 155 PI3K-Akt {5 538 [
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PA7 .HSPAG . HSPH1 F| HSPA4L % [N 7 {dt FE A 1A 1
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MMP 5 (1 B AR 256 MR A K F (re-
combinant human proheparin—binding EGF-like growth
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JE 1T MMP2 £ 906 /R L J& HBEGF ZE AR
U8 95 T 6T 1), A B G SR A AR A A H AR
TSR B ARG, EX ) B A iR )= 2 G
e

5 f B 28 JE B AL S U L, PR ZF i HSP 2[R Y
FE35 W E BN (P < 0.001) . HSPAG6 7E A 2 Jih Al LPS
A B I 240 i v Y R R /KT B 8 T, FLAETE B
st A B ek A I, HSPAG B S5 AR A A8 1
J& , JE AT RERRRE T R [R]AIIf RES SR

it BREAN AR WU B (M) 8 255 19 103 v % 30
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