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Abstract

Heat shock proteins are widely present in various organisms. When organisms are stimulated by
the external environment, they are expressed in large amounts, helping the organisms maintain
the homeostasis of the cells. Recent studies have shown that heat shock proteins have a function of
promoting cell migration during wound healing. By injecting heat shock proteins into animals, the
healing process of wounds can be accelerated and unobstructed in a hyperglycemic environment.
This review compares heat shock proteins with traditional growth factors, describes the function
and signaling pathways of heat shock protein 90, and summarizes the advantages and disadvan-
tages of heat shock proteins in the treatment of wound healing, providing ideas for future re-
search on new drugs for wound healing.
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1. B

B A ALAUE S — R MRS b L — AR RUEHAT TSR OB, (IR R0 RO
(A AT F B 180 DB A iay T IR, ARG O A ks 7, Bk, — R
M A IR R A AT, 23 B4R IR ORI RS0, LA B 7 3R B R 25 9 A
RUNNE . A8 E KT AE S I AR RIT I H I XA G R AT BT 0 R B 5 1
(5T Zd%577, H1F BN LA WA AR o 3R A R, 3 — R R DE B 4 7 RS
SR A KRR 1] [2] [3]. 9 NZEBHE A 0 785 R (28 4 11 S (0 2R T 5 1

2. RAREARNLN

1962 4, R RFIF}F=K Ferruccio Ritossa 755255 % R AR B AE =il N PUALRE SN, JF HAv kb
TR R K . hHERTX R “RZIK” BLGOR HT 52 A ik DR O 5 50K 8 R Rk D P S
A% B8 4 iy 44 N R 50 2R [ (Heat shock protein, HSP). #VAK T8 8 (T 12 FIAAAE T 5 i AEAR I, 75523
SRFIREE AR, AR N PR R B R ERIL[4] [5] [6]. MR EARAE I T8I, Hrbfh
PR3 H H 90 (Heat shock protein 90, Hsp90)/2 15 73 F &9 90 kDa ] Hsp FK IR - B MAE T B AR T 2
SN A AEYMAN . FEFLEIYIY, Hsp90 FKkFEA 4 ANRME Tt . Hr, Hsp90a A1 Hsp90p AT
M5, 94-KDa %) BB 15 8 H (GRPIAFEAE T b, IR IRER 132 R AH R EH 1 (TRAP-1)AF
ETZRAR T . Hsp90 A 2Z V2 A BRI T @A T s 20, andm i =, 25 1 BT 2 A0 A LA
JAE TAL 35 EAELER B A T AR GE | (R dE i o (e AR B h B S B E A - AR SR B, Hsp90
EG AR R A EEAEH : Hsp90p 1157 45 & 1K % FE G 1 248 AH X B H -1 (Low density lipoprotein
receptor-related protein, LRP-1)f 0 HAE A MR A2 s Hsp90a #4732 4H M S J5 77 A eHsp90a),
5 LRP-1 ZMHEGIFRNE S, (REtdfizs), E0 0 HET7].

3. R4 % KA FHRMR 14 AR BB a6 O & & B0 T B R B RU4FE

ZHER, WEZERREAMFTERRE T, FERENBZARMAM NG T ML 722 AT — BN [A]
B, NTESRAS A K R T AE GRS 1 P& 7 T R G O AEH - (EAR G A KR T TR 5 1 22 11 1) R
M/ RATA A K K F B (Platelet-derived growth factor subunit B, PDGF-B)& H il A 1k ME— L T LAE A2
YHER M AE K. L PDGF-B &A1, AR a0 D& &7 AN e . Bk, Bk

ik

DOI: 10.12677/hjbm.2019.92010 64 VR


https://doi.org/10.12677/hjbm.2019.92010
http://creativecommons.org/licenses/by/4.0/

Trint &%

155 1A A T SRR I A RO A, B 2 R T e 4T i R At 5 P9 5 4l R RO B 3E % « PDGF-B U S 5 e
() LB AT 2 A M (P R 15 B, X A2 DR A TE A IR G4t M A0 P9 B2 4% PDGF 5Z244&[8]. FIX, TGF-p
(R e B e ANTEAE . R BLAEAS 1 TR ) TGEB-3)IAELE T PDGE-B Bt A W22 1% TEAR K[ 8] [9]
[10]o X—KRIfER: T N4 PDGF-B #EiE H1 ) PDGF-B W (100 pg/ml) i 5 b AARAEER o A Ra 257K 1
(5~30 ng/ml) = JL T . it F T4 1 3k 2 PDGF-B Al 8 it A3 N AR AR ERAL, ERARER.
=, AKF 1T BEAE R S B A N S B BERS, G bE PR 5] I v AR (8]0 1 ] R R A A
Gt A= KR B e i A Y

RS, SBE N AR 25 m R B R A D AR, EEAFREMER. BAERKG0
AFIBLEA LT REME: 1) B FE 2 A A 0% B4t i (FH T 7 B R Ay, N e g 127 4
LAY BORTET B IR B TE O AN L R AL A A B2 AR (H T A AR ) i3z 3 s 2) ANpll b =F & 1) TGF-
s 3) EAEIEH MUBEAD S R A S BB 2 R R 4) e — PR SE 4 LT A% 1 R, (RAS W]
R 5 U R AR R 225y 2R T

4. ARREREGORATREFHER
4.1. Hsp90a {RBERE A AL AR, TR ARET4E AR I & A B 4B AR E %

2830t L 1%k 22 FeT e R HE A VG RS 4 [11] [12] [13] [14]. BT I H &G f th #vk
T8 SR Hsp90a: A2 AT = 32 BER AU (1 A4 52 kA i i SE R B R 22 [ 15]. 1f H., #EAFAE TGF-B 3
(PRI AN S MR EE T, Hsp90a (1588 REA RCHIAR 3E BTG = Fh 2824 1) N B2 JRA PR IFIIT A% o EIG IR DG
A, Hsp90a 85 H AN AR 1 cm x 1 em &2 200 DS IR 14 K455 3] 12 K, IF
BRI NG D @A 35 REEMEE] 15 Ko ML N, PDGF-B BEACTEIRIT S E IR 1 & 7 i
BB PRIS) [16]. SR, SEZIGEHERI T Hsp90a Al TGF-B3 £ J kit ik /K TG 24 [ k3245
I, 52 BB R, AT Y R AR i G 1 [17]. EiZ I B, BT TGF- 3 e, 1511
TG B R AT 24 200 e AR L R AT A P B A0 BN RS8B40 R (18] 2 )5, 3L I A I TR 4 M T 46 7
W Hsp90a, iKF|— iR 5, Hsp90a H I TGF-B3 FFNHI/EFH, 355 40 Ao A Rl £ 4 41 i W 18l f 45 11
DGFEIG IR R, SEEEN SR N E A 1, B8NV B AR Py R 4 it 2 8 L [ 19)
[20].

4.2. eHsp90c: [B)¥E{E i3 4018 5E

SHERKETAME, eHsp90a X REMEIANMIA S, A EILMCHGALIGIH[15] [17]. ERBRATEHHHILA
ORI S 1) BRI i T LN e 26 A1 JSOR AR ILAE A%, 110 J LR i 44 00 281 3 B2 4R ML P g N2 5 2) 4
IR B[R ASRESE S, S 2 759K 3) FE0G L@ & 3 B 4RI A% S TG E s 4) AR 1S i
FEL VI8 5 #0H 4 TGEB3 Ml A2, £ 32405 K BB T i iy e 5 R A 8 5 2 5 F8 21 B IR DUAS L& &t
AVt T TGES WIAfFAE, 4 DR B AR A REsg e . (HA2, (E05 Diag g HRER s,
EENS NG B T2 i (T2 XSO R 245 X, TGFA3 & BIRMREARR), T
205 20 1] ) A ) ST I 2 2 T R A PR K R A T AR e . DL, R B AE 5
A A 2 R R 7S ol AT I A A AR X A TR

4.3. eHsp90a T =25 FH18

WHFHIE R T — A BAIELE : eHsp90a SRA/NRIEH K E . KHER /K& 41 Hsp90 & H#
R THBRIHER . DAERSER T, Hsp90 HH 2T N inf] ATP 45 &0 mif1 ATP BEBA N2 e Sl
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1B FIIREMIThREAL &L N T HRFT eHsp90a (R TR TG PE, Cheng [15]55XX M T T € 5 7Z,
PAFRFT ATP B 5 1k eHsp90a LN/ S REM in) 8. A AT I eHsp90a ) —Fl ATP BEZAR & (1R
TSR T R RO, SRR ER AR S ARG, AT P I SR B I ARG I B Ak R R A
FIWEHR N -5 1 115 ANEILRE B (aa-236 F) aa-350), "B AL T eHsp90a FI 3k s 45 by 3 1 v i) 45 K dek 2 17]
F-5 [ 115 NEIERR 5L BEAL I 2 A w8 B AR 57 1 o EEALIG F-5 AR 3E AR 41 7 Ik 4 i 3 78 A py 45 11 i
BIREN 54K eHsp90a —FE. IXEERIR Y, N-AK i ATP BEL AT C-A it — RALFNGH N 745 & 45
K38} T eHsp90a (i FE A fILF2 K1 RE J1 AL EER], eHsp90a A e 7 FFEAR[17].

5. Hsp90a KIS S B
5.1. eHsp90a 5 LRP-1 &£&

HAETC A, eHsp90a #id LRP-1 il & #5645 55 T . 72 LT B A i 70 () 1E 5 40 A 2 28 ok i 3
LRP-1. LRP-1 J& T 5K AR A2 A F . LRP-1 JE K\ SEU/N R AEIRIET.. LRP-1 4542 Fh
sh T, BREREE A BB A IINE . MRS, PR R AMAKR T21]. R4 L,
LRP-1 H 515-kDa FI4H i 1 37 3 70 [ 52 75 B 1 ) 85-kDa IV FEZHL /%, ‘A1 12 H—A> 600 kDa HIRTHAE
IKFRTE ) HEARIE[15], LRP-1 SZARSELHAAN S5 4335 1) Hsp9O FION B kAl B B Fi 4 1 @ & i 7
HArSm: 1) LA LRP-1 FAARZS A 53808 H R HTAARBEET 7 540 Hsp90 75 F R4 MIT A 2) LRP-1 R
W55 A BT Hsp90a 51 2 1 A I3 T B4 M FH 350 B2 AT 44 i A% 3) EHT 5| N LRP-1 {87454 i 75 v ik
ITIERE o M4, dl i 52 AR AH G B I (RAP)BH BT LRP-1 (LR 4h A 45 M 38055 35 18R 7 /N R IK45 1 & LRP-1
F Hsp90 K 8 [ 2 [F i U1 5% R el L2 5T UK T« Jayaprakash [ 7560 78 38 BIAE A BE 8 2040 R (
B S AE FF) Hsp90a 1 Hsp90p (EN AR I LRP-1 FFHE/EH, 12t D@4 . BRRDI N, Hspoop
g4 LRP-1 BN 350 FEAz e AU R T 524K . #HR, Hsp90a A A 456 LRP-1, 1 /& 73 W 248
MaAbEREEH, TEIR B e 454 il LRP-1 24415 546 S U4 izs), (Rifmrmsa.

5.2. eHsp90a 5 LRP-1 &GN TiHER

75 LRP-1 454 )5, eHsp90o filt /2 KR R85 A5 5 DL 40 B 9 1Y) R e A2 [22]. @14l 1, eHsp90a
55 LRP-1 A 4N 5 L G5 46380 11 45 & (8 A DU IS5 89 85) - eHsp90a £5-5 15 5 ifid LRP-1 2 id i,
21k NPTY J741JG1E NPVY AL EIT, 2 J5i@id — A AR A A&, {7585 1% B (Protein Kinase B,
Akt 473 A7 ) 22 5 B2 s R A AN T K L s [ 23] Akt AT A2 [0 2 R BN, B Akt Al Akt2
S5 IR BHAS eHsp90a (e BN RS IME o AL, Akt] A1 A2 FfFR/N R ERG D @& 52H, I
A i@ #h S E AL eHsp90a RZEME[22]. HEiRIE, eHsp90 LA AR R -2 AR B (A AR HAE F AR 5 5%
g G EE A E s (R 3 R 7, 64025 4 )8 B [ B (matrix metalloproteinase-2, MMP2), Jf H A IEHHR
B, MMP2 F1 75t 2= BT Hsp90 X 40 Bz s (A Bk ThBE[ 18] [19].

6. FERRANRRERERGORATETTAEIE B

5 1 i I 2 B0 36 25 DI 2R (240 45 VA A2 b R Al o R 2T 4 20 B R0 P 52 A 1 A BB
AR, HAAE 205 I 0 o Jee i A2 EH AR AL AT 200 B B CGRR Ay e 5 S A PR ) R AT SR A 3 AR, DA E N AR
(R A S| AL R “ A% 7 o 45 0 @A IR E B TP aa A a8 o), i B TR AG (0w 2 AT 45 R [25] [26].

A% e VA AR RE 2 [ X “@a” M “ANmE” MIXIRR, e Hspoo MR H
Fr[25]. 4N, F-5 22KM Hsp90a H— B BEORSF 751 (aa-236 F aa-350), HEEHZIS2KM
Hsp90a B A M AL B4 TR i s 1, DRI AR R F-5 BK[27] [28]. K5 E-5 JkJm 3 F 45 1 b 4%
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FE A 75 N IR0 2 1 S 3018 R A ORI AS o FEIX RS OL N, -5 R BE S BRI A A R 22 3R
HEAK . F—T51H, A TR A KR F-5 G fe e THEEIER G0 aadE. xe—4
ToVEBEG B, VR TE R, AT I BN PR I N L ARRE SR R AR S At TR . [, X TR
AT RERE R AL 00 (R PRPE B, A B ta R X B F-5 MIFRITA YT LAV g JE , U BT i (41
HFUATRE TR 40 O L K ORI MG O & &t i R IRER, WS F-5 BRVA TR R P, F-5
AT D 3o 0L B0 B 230 N R 7 -85 B 8 (AR 2R R s o T B B R T LA S R AR T, IR
LN REREZIRIT[29].

NH3
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Figure 1. Schematic representation of eHsp90a signaling

pathway
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7. BEMRE

LR PR, #VRTCE ARSI SRR A EEIIRE[30], HR T eHsp90a RS S IEERIFA B
o LK, BEE AT ACT BT m AN dr B, BE PRI AR f A0 LR AR Ok e . RIS X
PRI NSO %, TR RO (6 SO B 2 RN, Bl ARt i HE &2y, HE,
H1T eHsp90a 52 M5 TR, FreMEins7 o D@ AT B AEFE A e . ek, PIRTiE
FE R T 05 D O AT RENE, A ) R AIJT R A .

E&WMAE
IR EH AR 4 (ZR2012CM030) .
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