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The Role and Application of Heat Shock Protein in Diabetes Nephropathy

DENG Xiaozheng, LIU Ling, WANG Wenhai, WEN Shaojin, ZHANG Wanting*
(Gansu Provincial Hospital of Traditional Chinese Medicine, Lanzhou 730050, China)

Abstract Diabetes nephropathy is one of the common complications of diabetes, which is mainly due to
the long-term hyperglycemia state leading to changes in renal structure and function. HSPs (heat shock proteins)
are a class of biomolecules that increase in expression under stress conditions and have the function of protecting
cells from damage. HSPs play an important role in diabetes nephropathy, and are expected to be used as biomarkers
and potential therapeutic strategies for renal diseases. Research has shown that heat shock proteins can play a role
by reducing oxidative stress, inhibiting inflammatory processes, and protecting kidney cells from damage. It can
improve renal function and delay the progress of diabetes nephropathy by using the antioxidant, anti-inflammatory
and anti apoptosis mechanisms of heat shock protein. This article reviews the research status of heat shock protein
in diabetes nephropathy, and looks forward to the future research directions, including in-depth study of its molecu-
lar mechanism, development of new diagnostic methods and treatment strategies.
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EYIMP . BT DNRR RS A i 418,
HMeLLTIN HIE RRER %, BT A FR B i E i — P K
6 DNSE RS HE R A VbR B4 SR TT 3 L. 4
R 7% 2 1 (heat shock proteins, HSPs)f& —411E M i %%
PR SRR R 5, (E4ERFAH I N AR SR (AR e E
WA 2 ) A B T e S O TR FE B AR B B
WEAIRN , & 1% I HSPsE DN R A R J o
HHEEEH. BRI, f£DNEERERHL S,
HSPsFRIE K23 AR . 13 i 1 5 HSPs /)
FIXEL IR T B A B T TR BiiE ST DN AR A
AL T IR ANBHE FE , AEIX R R S e I ACE
I 3R AL T B oA A A B B . HEAR E Z IAY
)R ZAA B T8 75 DN AL, i B Ar
e TR ATE 7T DNFR AL 3T (0 SR mE A 7. SR, A7)
5 B 2 [ T R IR ANAR BT H 7 40 1) 7+ WL A
EIT

1 AkEER
1.1 DERERTFR

R 7> 78RN SR AT REE T 7325, HSPs
FHA[ 43 AL R JLKRZE: HSP110Z % HSP1005K % «
HSP9OZK %« HSP475Jfi. HSPT0ZK Ji. HSP60XK
% CA S /IN oy 7 #K 58 & 1 (small heat shock protein,
sHSP). 1 —KH# A H AR E 1 45 14 A D g i B
HSP110M) 3 FHE U2 H B A — FhoivRE 1) 8 1 T 45
AL, 5 ATPEERIEE S UM G . 1% E R
% 5B (ribonucleic acid, RNA)IIN LA H
JR A R AE 2 FE . HSPOO I &5 My 4 A 4%
— AR LG T EE KRR .
FLBhW IR ol A B RN B TR B S AR ER A
5 HSPOOH & # V% &R . HSPOO 5 HoAh 25 )5 )
FHEAE FH 32 B 8 Ik AR 1) 45 A S SR I, I
SEA AT DL 2 Rl B A A IR 4R R RS E 1
FAHREAAET, HSPTOX K, HRyEIhAE, 74 A4
Jf )5t B HSP72 A0 B2 075 5 8 HSP73 55 I A . iX 46 VF
AR ARSI AR, (A 2SR R
A FEORSF (1 ATP RS &5 M 80R — AN BE 5 9 A=
R BE S5 A B R M 45 A e, 76 20 0 3 A% s R R B
HSP707] LAV 32 45 1) & 4 & R e Al 1 e
Bt E B, HSP60 2 28 K4 Py —Fh 3= i) HSP,
XFAE R R AR R AS AR B, JUHLAEIE MR ) A
AAI R, EAE R AR R A S T TR E T

FHEAE T . HSPOOF RIS VF 2 AR AR A,
FERR A FRAT E O ) 45 4 RN Th REAF A LAIE B A
A A FEPREE R A 3R e sHSPAZ 4 T 85 /N HSP,
FEASE a- IR E A B-M R A AR BE A
o EANTEA —FEERR I ZE R, B —A B oS iE 4 AR
1) rp e GE G IR AN — AN H BT B AR S . IX &S
PSR ATTAE CRAP B 1 5 4 52 e il 5 | 2 ) 4 Hh R A
HEEHI,
1.2 £¥ZFTIhEE

ANF K HSPSTE 2 AR & a3, %%
18 DL B A M 25 R D Re 4R 4 55 5 T 4 A A
Ak, EATE eSS R R . PUEAN . PR
TR R, TR Al S S 5T R s B
HSPI0EEZ 5 EAMMITSMARERE. EMN
Xl i, HSP1104 Bl TR 37 40 B 85 (1 o S 52 40
fio AL, AR R IS R A0 L A8 D e R R AR

HEAEH M, HSPOOXS T4 A K. b A4
HRREE, ©50 2 K EAR, B G S

SE A IR TR0 R A A A ) R AR
SE IR . HSPOOTE M il « 259 &5 e JI I,
REME (R I7 9I B 40 32 4545 U2, HSP70/& HSPsHRIHF 7L
BN Z I — AN . B E A P R A A R
PEAFEE TR RIEREE/ER . HSPT0IE A
PUIE TR CR A 40 B 5 52 B R T RE . BeAh,
WRe S5 R A APLE 2B M, HSP60 &
B TLhiA R, 580K N & A RIS
YHAE TR . e Y R R A Th e AN 41 P B8 R AR
HTHREEEEH. s, HSP60E KA Hra Ll
LR I T RE . SHSPAE 20 M P F H4 S 3 I8 H
RAFEEAEH Y, sHSPREWS BT 1F 2R (R 4, 7
P 52 N . R4, sHSPIEZ 5 40 il N
SEESME TR, HSP100EE S 541K
KA FEEVNRELFE , Wk i fif 5 F0 5 5
WAL e T A R A A 45 A RN T e 5 T R 4 AR
o 64k, HSP1001E 2 5 R B A1 8 1 o B i ot
FEUS, HSP72 B A B T LRI 40 o 52 B B
i Thie. HSP72i8 682 55 40 Mu i 42 1) 25 B A 4
MM YR . HSPT27EAN MM AEK . b A
TE PR AR EEAEH U7, HSP72 80 (547 4 i %0 3%
i AR R e, RS 5 EA M
A R 2 72 . kAt , HSPT2iE 2 5 4 i B 2
HNGE i R
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2 AR EB KRR BRI

DN AIEALENE 2 MR R . & L 2 DN
FEF I, U 2 5 B8 I MRS ) 2O
R R FLAN AL S o A, RAER L 8% )
R L A KR WA e S 5 DNI R i f2 .
LB R AR BAE S BUE JE 0 M D REREAT , B
25 )KDNPI,
2.1 MELRIHIER

AR DNAKE K ER R R, &
JE& T RR 2R A e RIDIR 35 3 B0 N I PR A B 2
(reactive oxygen species, ROS) LGt A LA, F2lk
HHEEE RIS 2 . X B ROSHH | NI
JUAN RS ERREE )1, SEEML S HUEA R
BEATRE, TSR BRI E Rt — 2 7
HEEF . JRFUM DNARH%, N DNEJR1E 7,
HSPs B A HHIFFRROSIRE ). BATRE 5ROSE:
B, MR HN 40 f & B 40 3 . HSPsiliid 5 £
FIBR S5, DRAP A P ) B 2 1 5 o 52 SR A S I8
B . EATAMN TS Bh4ERE B B i RO AR 2 R A D RE,
HReRT I AR A REEAAE Y, b B
BT LS EAIRE T, X AR AR R
FET M . HSPsid i #1098 T AH ¢ 8 3 A PRk
RAFGURTAE R, AT LR B I 4 4 32 S8 A0 L33
45405 . HSPsRE 8 1 4% H1 S8 A0 Bl s S Ak P sAe
fif(superoxide dismutase, SOD)- i %A ft & ¥ (catalase,
CAT)SE 3R IK o IX Be T A Al 2 40 i P9 11 35 22 9y
MBI RSB , BEfS T FR ROSIH- ORI 41l % %2
AP HSPsZ 5 B MY, IOR Sl
YA A, SRR BT AL BT EE /) . FEDNH,
XA B0 5 A SO B 2 TR 2 4
HARPMEE AR, JbAh, 280 NS T, 40
Ji B W e — Bh OR 4 PR B 40 i S B . HSPsHE I (2 i3k
2 1 VR PR A, T B2 L R S2 A B o A
N s, dERFANIA) IEH DIRECY . 25 BRI, IXLeEH]
LRGP IE S 2 DN, et Z A 12
B,
22 MRIEA

DN S S B & — N B AL R, W 2 2
S (a0 E WA . TR B 55 ) RN 98 RE A SR (Ln 4
MR &R 755 ). fEDNH, SIEN R, Wig
Wi 7 TNF-o. IL-1B. IL-6%%, #{LKF MCP-1.
CXCL-155 A 5 IR 3R 25 B R L K 8 T a . 1X

e 58S A RAE B IR B R RIE RN, SEE
W45 R B Thie T %, ik — 25 i DN 1 B2
NF-«BAE 5 i % & 4% 9 5 A i 3208 (1 S R 42
HSPsH DL i 5 NF-xB [ #0 il 8 1 IKBAH H.AE A ,
O NF-kB RIS, AT 40 1) 28 A A Joft i 3Rk 133,
HSPsit A DA 58 5EAH G B R 204, dnid i i 1y
TNF-a IL-1B%5 3¢ AH G HE R 3 207 B 1%, 4
1) 30K S R P 0, AT K 2 8 SR A Jol 7 A 127
MicroRNA & —ZE4 % RNA, 7] DL {2 & K i 3=
ik . HSPsA] LLIE T 3% microRNA R ik, FHH 4
JES R FR1L . DHASEEPIH 78 K I, HSP60 ] LLidE
1T microRNA-2 1 HINF-«BA5 53l 4 5 25,
M PHITL-6/) R . 22 24735 1k 2 I (mitogen-
activated protein kinase, MAPK){& 5 il % & 7 —4>
HE ) RIEN R RE . XIANGZ P 7 k 3L,
HSP27 ] LLIE L 4] MAPK {5 538 1 s v, Il
TNF-aff) 7= A FIRE I . HSPs BA Sy R 1EH , Al
DLIE 3 1 7 G 2 A0 L P 1 AN TR, S0 SERE AT
215 . ZENGEEPIW TR IL, HSP70 R LA E R
YA TR E A PR 25 G 28 A M PR35 A, I S A T
=
2.3 RIPIIE M 40

DN —F i T & 1 & BIR 2S 5 800 5 ik
WA, AL PR A5 497 A W BRI I A I ORE 1 B
B BBy, AT S B @ E N AR T K
HSPsH] DLORY ML P Re , ol I P B2 i, s
A @EEN, A BT 4R 1B M EEs . =R
BN, M0 Y B 4B T A B R I 3 R Y
BEIRATT, JAYASHREEZ: PSR 5t R B, 1] LLIE i 4
H1YE T AH DG HL 1 Fas i 1 AB0E , AT 00 161 5 4 A 07
T, PR I 9 R R S s2 40140 . SR RO B SR v
M P AR (R 4 R 25 . HSPs B HLAaAL AR, 7T
DL 4] A RO SR S 1, 8D S AL 1)
AL, MR L P B AR e 32 B A R A5 e A 0E
SN W R L I R 1Y) B ML 2 — . HSPs
A] DLFN ) 9 5 AH G/ T RIE, IR SORE B, AT
LRI I PN RS2 20 A 10 LA P 2 4 4D 45 ) 2 1 o
=N YA S N e s I
Ji 45 44 %2451 - HSPs 1] LA 3k S 2544 88 (1 Jo A ELAE
WEEATERIT & A2, 4EFRA0 IR IE S5, A
PRI LA P R 4 Y BgR R FRTEAIR N 2 5
LR AL I N . ZEDNHY, HSPsTH] DU i 5 e f g 2k
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T A ELAE F, A A LSO DGR e E, TR
EEAL I AR R, DR LA P R 4
24 FIEATHEXERRIE

DN — /> E ZRRE & A T F 4
TAT- 0] SECE /NERREAL . B /N 8] 5 2T 4 10 S5 B
Ak, PN E S DhEe i . 7TEDNH, ZF0 =
U AR S i IV 55 AT ik 6 4 L o 11490
TEDN A, HSPsith it 22 Fiids 42 18 42 20 B 0 1 A0 DG 2 [A]
Fih . HSPs AT DL o 1 1) 8 145 5 368 12 o BH 1k 41
MU T, PRASADZE Mt 5 & B, HSP70W] L5 1
oA 2R EE A Wi caspase-3 A0 EHLAE H, $H Hym v, M
BH (20 B T . HSPsid ] LA 5 20 B T2 AH 5G]
221k, EATAT LB 5 DNALE A, oML A 4%
SOMERRE, A A T A SR R #14 . TESCH
SEWIEF T R B, ZEDNFR, HSPOO 1] LA 5 55 35 [K T p53
FHEAER, SEma e AT 1, AT R 4 L O 1 AF 5%
SR IE . HSPsH] LUl I 520 miRNA &3k, 1
— DR A T AR SC R R () 15 . TRABULUS
USRI, HSP70 R LA miRNA-let-7H K15,
T R 425 B R A PR TS . HSPsib v] LS5 P T4 2%
FEEW B2 caspase K EEM BAEH, '
TS, IR T 2 . HUASE IR 5T
I, HSP100 7] LA 5 caspase-34H H.AEH , #If H G
M, BHIE4H P T,

2% FFTR, HSPsTEDNH R IE B ZAEH, 258
SUIETTIE =K CANA G TN | N = AN fr it R
SR 45 8 T2 O JE R I 55 T Ak B A A
SR, H B 55 T HSPsAE DN AT AT AR N, T
B BRI L ELR 1 2 AL RN R 42 X 45

3 RAREERERKRFSHREDF
=HIMER

DN ¥ 3= R A2 B /N ER B8 0z T b L8
FRE L A SR E RS . — S @ s)
YRR A2 ) S 56 & I, HSPs I #6i4 /K P #E DN &
AR, I HLIX AR AR B 5 ) 7 R R AN i
PIAR G 19200 g ok W PRI v IUARIR 25 v 5 250 4
AT S AL SO B TS A S R IR T o e,
Y1 2= 3d 11 HSPs IR IA SKALPLIX L i 7 1419200,
FZEEE RUE TN T 164451 5 B IR PR 0 AT 5T
ORI, IRE IR 1. WA AL HSP72M1K
SEAERE TN G M B - PRI . B R

R BN, UE B HSP727E 2% DN v B
BIME. X, 7EDNH, B/NERFNE /NE b R 20 i
SR MRS e I s 55 22 b DR 3R R 52 e 1T R AE 43
. ZHANGZEPI FE R W, X Ee4i 4 w] 5 5 B e 4
MR B AR E E, JCHZ HSP70R HSP90, 1X 46
HSPstE B JIE 40 i o 1 20575 B T8 Pugn it f, 4
Frm M RE . TGS PR FH 2R Gl s S — R il
i) v B B 22 251 e A RO A I 26 1451 2288k R
B[P HSP70-2(+1538A/G) 2 K 2 A5V 5 2 AU BE JR 9
B IOC R KL F BA IEAHK KR, LAk, fEDN
SR I MELLZArR ) ST B SR G 988 I 2 A2 B Sk 1)
TR FE . WEFLR W], HSPSAEIX —id F i 45 i 28
PER B9 SR AT DAAE D f 0% 20 B K B0 711, 38
A LMERAE S0 T8, 25 50E IR SR 4
2 N A U T Y R AR A R P LA 28 Tk
TR I, DN B E2H 2 HSP47 (1)t B 3Rk
S I B AT R 4 T 4r e N b B KD T, 2 528!
DN B /INERAEAY % B /N T8 ot 1 4 AL B T B

4 H¥EHSPsTF DN

PR AE . s SR BRI PkaR.
DR R4 MEFE R, DL 249 358 3 A0 P A 3 K 46 )
JNIRTTDNIIFEAS . MER YT I AR AR, dih b vk i 4%
HSPsfI3Rik, F B TiA77 DN, 40 Ak, HSPs
(158 KB GG SORE R BRI RS 2%
DIAAo<. Kk, % HSPsi ik, WiGJ7 DNB, 78
5WIRYT T, B HSPsRIA I 25 ()4
H, HFBAE LS @ 25 HSPs R IE, 1
SR AT BT SRR T, AN AR B S 4 A B
Sz i, TrESEWIHTERIL, HAKL
A 0 PI3K/AKtIE B, 351 0 #1 HSPOOR) &
ik, AR PGC-1al) 3R, RIFPLR AL YEAAE
AN 22 i DN o 1715 45 A 94 56 VOO 98 R B, 5 5 s
A5 S DNA ALK BUE 414U HSPT2 [ s ki, ]
BEAI% Smad3 S £F 442 (1 IRk, 1T B0 DNVE
Wo PLAZGYMEFAMLE: 38T H05H] DN B 1A P 1 %
SR T8 % (BT, ek S IR T IR RE TS, B A HSPs (1)
SRR, T HEERIES . JrE L FIE LS Al
FHPCEAGT AT DL B A 9 00 B B, SRR AR
o 4 M (045455 , M 9061 HHS Ps ) 238 BY; 3 i 18
T R G INRE, FMIHSPsIYRIE, MIMTiAFVAIT DN
(0 H . a4 P S ). AR S 2e Y,
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] H0 9% ZR G0 () P T, VR 9 BT U )
TGP BREE S5 DI T R I 58 SEBE AR K ORE 47 4%
V& B 00 AT A 0 ) MAPK 14/HSP2 738 4 H 0
R ES SIS NE AR T AR . Ak,
W FEN GUE R T4 AR TS A A3
FEE A A e T e, ad I i T o A B T AL
RIZE RS, I HSPsHIFRIE , ATk 2367 DN H
E(J[54]o

5 45iE

DN R 2% H 38 BT FFash, 4Bk AIL T
PSSR T R Ik . HSPsTE R4 I 126 4
TE RLX % i R85 7 o R % ZE AR . A
SC45R T HSPSTE DN (I /E F AL R, LA
S AT [ B 9 9T 10 R0 #1 F0FBL B . HSPS Y
22157 W SR 5 55100 2% 1 L SOR 40 AR 5 AR
FLZE L) 1 3R AR L b AR B T ek
HSPs 157 I 7E DNV T o A — & (078 7. 83
F HSPs (26 A 8% E | 7 LA M08 5 DN 95 #L ik
2. BORH RTAE IR IT A TR By, (B
I PR BT ALEEL (33025 R R BRA TSR T —FOR (03697
WS R K I U B 2 Ml D T e R R —
U HEAT R 367, AT B 725 5B 10 2 375 e A
BT . SR, RAGTRA X HSPs7E DN I A
TR TR, AT VR £ i B A AR . 5t
HSPsE DNA [A | B [ AR FIML A4 2 dfe]
T M 42 F P o R 1 ) 2 R e DL B B 9
PR 38 ] R B T — R AL
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