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Physiological function of heat shock factors
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Abstract: Heat shock factors (HSFs) are key factors to regulate the transcription of eukaryotic heat shock genes and
play important roles in both stress and normal physiological conditions, making them become hotspot recently. This

article summarized the physiological functions of HSFs in anti-inflammatory response, tumorigenesis and

maintenance, growth, aging and other physiological or pathological processes.
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FR 50 /2 W (heat shock response, HSR), K il 4% ¥R
A B e A AN RS Y, R R
20 B N #K 5 25 1 (heat shock protein, HSP) ik )
JhE. HSPs HAT 73 AR D fig, ReAfiOR a2 i)
BT S, BE . HisFE S @It 4ER E r
FOER S . R, 3] DU S S AR PR 451 4% 2 1 1)
Befir S5, SRS L Celg v e, DAZERE 40
Thie B, TEDTANMIET . G N 2 R 40 S
e A B R #E EEAE . HSPs JER 3R IA
(R 32 2R A A e s oK, T AR 5 B 7 (heat
shock factor, HSF) 1} A i #%5 FL 4% 41 By HSPs & [K 4%
KRN 1, HEZ2) 2 KE. &4, RN
Tl 2 A ORI T HSF IR R 1 B
LB S IR (Y, I A A TR
P AR i) A AT K S A ST, IR W] HSF 7
s N — 7 T RS B 36 DR R e s o B, ANTTIE

Bt HSPs [14L, RAFI A KA. DREFAI S
BV DR SO NS b G e A5 T 0 MR R 1
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RAERUN o S KBRS BF SRR, A5 Sk
RNE S N RERE T HSF 3G AL -5 HSPT2 (&1L, ik
BT RAE RN, X ULH] HSF1-HSP72 i i ] fig & —
AN JETEDL R 240 P

VTR, HSF X S0 BN ) B B P 4
W AR, R ANUHS T HSF %55 HSPs &
e, i i LR AR B R AP AE R .
(1) HSF1 BE&% S04 N7 5 5. Xiao 25 B R
HSF1 LA /N BB, e[ B b 7k & B0 HSF 1
HE DRI 2R /N O K W T 187 IE 22 8 (lipopolysaccharid,
LPS) T4 5 R0 [ W45 (systemic inflammatory
response syndrome, SIRS) [FJgUEeHER I, Hoafin 2% A i
JAR LA 1 -a(TNF-0)) 55 50E S Jot i) 7K 7 W il v 1
FPAEAANEL, U] HSF1 BE LK™ et 4 i) LPS Jir
) R E A LR 1A Singh 45 & B HSFL i o 5
TNF-o FE P F 2 AN 3K 58 Jo T (heat shock element,
HSE) 4545 1M % ik PR 1) e s 52 29, AT O
O LA 7 5 Xie 55 Y HiE, HSF1 o] 5% KT
1 /1 2 6(nuclear factor-interleukin 6, NF-IL6) AH &
18 FH 40056 9 40 g/ 2% 1B(interleukin 18, IL-1B) &
DT PR 2 S P i 8 JE DAL e-fos s c-fims 25 (R 3IK 5 5K ¥R
#i U 42t HSF1 J® it 5 ) LPS JiT 85 FN-IL6 5 ki
41| it 45 3% ] 3% X 1+ (granulocyte-colony stimulating
factor, G-CSF) J& X J3 5 1 1¥) 45 & 1§11 6] G-CSF %
(R 3 s A A 1 2 W, X ) RE T AN 8 HSF (1)
W SETE SR ATAE T RFFE P st 45 1
B W oox - HSFL W % 5E A B0 A 40 M A =
12(interleukin 12, TL-12) 1 41 Jfd K 7 {55 =5 0 ) 9
3(suppressor of cytokines signaling 3, SOCS3)mRNA
ff4eik. bk, HSFI L GeXf O il RAE. K5 &
P B 2% IMUAE 55 2 0EAH DG I A 559K 25 11 (angiotensin
II, Ang 11 ). EH4MAES % S(interleukin 5, IL-5) 25%
Foft 3 A A7 Y 45 U4, (2) HSFI R E (A 40 i A %
4(interleukin 4, IL-4). 140 i /% 10(interleukin 10,
IL-10). #AL A=K H - B(transforming growth factor B,
TGF-B) St K FAE . Tl dr st U i oe e i,
HSF1 7] LA it 5 IL-10 f52h 1 X HSE [945 & 1M
HEIL-10 %65k, 11 IL-10 mRNA [ %A, Mifi
RIEPUI N 5 TRKMSSE U7 ) i el i 2k R s B
F R B HSF1 B [R5k 2% /s BAER A 25 3% 000 36 )
G-CSF ik B, X4z G-CSF nl fig & HSF1 if
ML RN 2 — ; Goldring %5 U % B il 5 LPS
o [ AE 7% 5 HSFL 518 @ 8 — A A &

(inducible nitric oxide synthase, iNOS) F& K] 3 2/ 1 [X.
(1) HSE #H4s &, B, Mimifeit NO 44
B RAEDUE RN . (3) HSF1 X 45 il i
AH I S R v R /E . —J7 1 HSF1 v] gl i
T PRI R4 F BEL L S 8 — S0 I S AZ O e s R -
NF-kB i5 3045 5455 ", 40 HSF1 3 M /s B
S PR N 1B R 28 B i NF-«B [R5 1 LU B AR
U S350 PO s F/NTH RNA 0 o 55 73 L4
Jfi HSF1 383i%, Ang 1152 NF-kB ¥ Fl 20
J RS Y, 0] HSF1 nf 4004 NF-xB 0%, iX
Al RS HH N kB H 1 R IA AN kB H R AR 1)
Re 1A % 53— 71 4 HSF1 # /N T4 RNA i I,
Ang TI X805 25 19 1(activator protein 1, AP-1) [{] ¥
A3 W g 5 B, X R B HSF1 Al 8905 AP-1 1)
WA B2, HSF1 HAZ45 G TV 2 KA i
() HSE a4 RAEAF 58 %, i &AEN L+,
VEBTR R, TFAEI A R b OB e s R IR
PEAEPIR BN . T30 HSF1 J& 28 #i Kk o [ B 1)
AT, W HAR TT BE S N 980 B NV (1) H A 5
T HLAAR ] o HEPTR PR S s W AT T2 o

AL, FHEERAE N 1, W IL-6, BEat—#
ZUIRe R YL M, T S AR R G IL-6/
gp130 FEH ARG KA RAEH, Xk 4id =
W 4 A TL-1 A0 iR SR 58 B 1~ 1T AE LPS 1531
S A AR BT AR AR, BRI RAT B A
R DyHE. TL-6 H1E 52 21 LA H b 5 1 i)
RO IEFACER IL-6 RMUAA R, Pl 2 aia
gl R P % R F) HSFs WX 2 HAT X i) 1
REM ZEAT A HEAE R, W] LAHE T HSFs th B A
—IE M EUR RN, H AR A KA R AR
WA AT 9T, Sun 25 Y 7E 2 LPS 5 5 1) Kupper 4
Jf S5 B HSR BEAS W25 40 IL-10 14, I
HARPUHDE S5 HSFs iRiEA ¢, DURIXFhE R
YR B A5 5 SOE A it — P BRIE
1.2 {REEMYBE A S 5HERE

HSF1 AE ANl B AR A AR 1, — i
MaE, EREKHEA I (X THEN S,
ELEIE R R AR — AT DR R, O bR
E AR AL 2 BT, PO WA 5 ™ 1 G
& 1, 7 R 4123 HSF1 R HSP &3k L, %
Jiled () & A= AR T, fin Hoang 25 POV F 5Tk 1 471
i3 1 R v HSF1 (14814 11, HSF1 id 2§ 41 g
Jaek e RS A0 I AR B AR AR 1)), DR T 4D HSF
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NI i 55 IR A PR R BE A G 5 Tto 25 BT R A ARl
PR R R VE R, C6 K Rl i 28 e o 8 41
() HSF1 Ref% % 4L L] HSP27 Fil B etk Ak
MRk, ERURYESE I B e B B e P &L
Jiie B0 S th B0 HSF K oPeik . Bhab, 4t B
R e ML 25 7 AR T R V)R I FL I 21 21
Rl £ HSF1 £k, RIS MEKIE S HERIAFAE
AR (P<0.004), 5 835 Jow A A7 R 8 A A7
ARRE A DG, IXA AT BE A ) T L A8 5 10 1)
Pk s A PSR RN R i AR 41 Ffe HSF
BHE 24 100%,  H CASARTE U7 AE (A 20 1 5
410 80 k), 1fi HSP27. HSP70 F1 HSP9O [1 41 1%
RRIEKPAR, X0 BER TR BOIRES ™ A
SR HSF1 AN HLAGTE T, ANREV 1Y HSPs [13R1X ;
Vanhooren 25 B3 [ W 98 38 7 76 NV SO A R, HSF1
G R £ 25 25 5L Rl 1(multidrug resistance 1,
MDR1) 53 R IE M F LR K, X2 5 8L e
BT 250 R U, T SE IR P

Ak, HSFI 62k v 40 s JE 8 H-RAS 987%
FIL /MR 2E K K B(platelet derived growth factor,
PDGF-B) il %A 5 R 41 s kb . I L2055
AR AUz I g AR TR R pS3R172H 5848 5 | K I e
B I, HSF1 62k BRAL /N Bl JRe (1) A2 22 BRI
TEAF N AR, KA RNA THHEARICER
HSF1 fig B 2 FAR B AT A7E, 1052 T3P0 1) 15 41
M N RS HE 4 i WI-38), HAEKAEE LT A
2 RCNR 2 B bR 4 M Lt 1 40 i S A RS HSF L 1)
Ihfig B, DL RAEYE 2 W] HSF1 Bk B PR 8 &
A2, Gy Ah, HSF1 Bk 2 ik 25 o028 i 9gg 41 1) B 7
p53(-/-) /N BRI MIRE 1S, 7E p53(-/-) /N R AR KT i
i, K2 70% & Wk 2. AH &, HSF1(-/-)p53(-/-)
NEJLTPARAMEIE (T 8% ), (HE RASEN
Jers FIV 20 280 PR 9 S LAl SRS TR g . X K B HSF ik
S HE I PR B R R MR 1Y By Sk, RIS HSFI 75
P53 (-/-) IR B R IR 1 2 A Hp i J A B

HSF1 7 J) 987 & A= v 1) 4 B I AIF 0 36 B,
HSF1 0} [ i 4 Ak e P AR sg i AR AE e 8™y
T R R s B R, HEMN O BT Ok HSP 3Rk
Jras 5, T HSP 5 IR I ¢ R T4y %), A A
V5 TR AR, EERIK T HSPs [ A
F R 2 8 I G0 e e 40 e 15 R B RH A ) 26 1 i
M5l i A K. R R, Wit Kk
HSP70. HSP9O nJ DL ok 2 i 478 14 i S0 2k Fn 4

T iR AN MR T BT, I S A R A e O R T
UL 20T IR TR 52 1 G 5, DRI AN T 50 ik 1 v
J7 o UbAl, HSFI nJ DL ik o 45 g Jk DR sl i ik A
1) 2 35 T 5% Wi JopJ8d 16 & 2B, HSF 3 ik i 4%
Kruppel £ [A 7 4(kruppel-like factor 4, KLF4) ] 41
B Je i S R IR T e BE R B R H Ak, HI S
S o IR S R 11 A B HSF 5 41 e %
AF 1 FERI KK 04 (nuclear factorl X, NF1X) 4% 1tk
PR S AN, T NF1X ##iE 55 5 PDGF-B 75 3 (1)
Ji T RN B A7 G Y, ORI 3 ) R AH LA
Sl KM, B, T f# HSFI1 758 & A2 & e
FAE BT Bl 32 AR et i a 7 H 28T ) 520
1.3 MRZHA

LRI S, AU H e A e
VG, A CA IR B AT DU e R N K A
A HUABEAT I . HSF1 J3 2 i 55 3% S N AE 40 il A
AR ) R R b SR, Liu 55 B SR AR
LW NETYERRANM . S E BB R 58 S 73 15
AN BEALARIIAT 2273 28 e JI4n o, HSR BT 1 1%,
HSP Rk /D, X5 HSF1 B0E 1 H f9885 4 5%,
AN, IR Z PR HSF1 i Z5 /g FI Th e 5 2 it
1% b SRAE AL SR REAH DG o AE AR AE A A sk IR
T TSR RS CE K ox-HSF1 Ak, X n]
RE A 8 22 A0 I AR o S T 99 59 1 R BRT e — FROCR 33t
TE 8 LA SRR 73 5 AR A G 1R 0 1 5 2 1 B ) 4
WA, FFHEAT BB T Bt 3 K T
fe B OE A BTk — D 4R A 0 AT
XN HSFL Y E R AU A7+ 0 SR, 2 1
W B AT g 5 HSF BRI 70 5 AR OG . Atk
G R EIWF G UESE, 4014 5 HSF1 IR 305 Al
SEMLAHOC, MY HSFL &6k, XA Al g2
T EBHTEC ™ ; Calderwood %5 ™ W57 K K,
90 B 1 SSZ B I, HSFL B 0 4k 1M 5 3)
HSP KRB IHER A mif;. sk, ieHLy 1
WEE A, wyiEE BT 1(silent mating type
information regulation 2 homolog 1, SIRT1) ®] L) if
TR AR H0E HSFI etk %G, w2h
PR F W fe 7 (R W BRAICE OC, JF Hax nl REBHLAS
THEARBG SR, AT BER AR 4 st
T,
14 (REERKEEFHN

O UESE, BEREFI LMY HSF /A K K B i
Pl EEMIER, X RS &6 HSP Rk 1)
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WA e BV ok % HSF 3 DR 58748 (1) B i S g AF
FURIN, HSF 7650k AR RN W 4 HUR & ok F2 2
WAANT] Dy, ARIX AR F]JF AN 2 38 ik 15 5 HSP (1)
FER ARSI, 17 HLadk e I HSF1 X6 Bg A7 S i 40 Jfd 1)
WASETCAE ] Mo kAh, HSFI1 3 H e B /s B h s oy
ISR BE R B Wb, FETER NN B, BRI R R
AN M A TN, (RIS RG OF IR B AE ST 1
Uik B BESR 1) HSF1 7652 K5 09 U R B i fe b2
JEH L ZE ) B (HAT 5> HSF1 SRR B 1 /N B
R A7, UiB] HSF1 JEAEAK K E L m.
HH A 5 /D BRI 22 T T A R R B A E B AN
%1, FW] HSF1 e KDy B 2 MEH . 5
FHRIE, HSF1 BRI ER o SN BRIl %
Jify S0 U S BRI B, k)T S %% B ] HSF L
FERGNERLEA T A TR AR RN SR AT RS
PRI HSF1 BRI B /N AR KB RS oL, 45 R W
7, HSF1 kBB R85 BG4 2
SBAE N B SRS N TR 2, W] HSF1 5
DRI B AR A AR . IR R B R RS ™ A i
AR

WS RN, FFEE A HSFL RS + & AE7E M
I b, TR ISP B ORS BEAR B TR . BT
HSP70 71 1F % K5 BF 40 MO 4 A % R i&, M
HSP70 i /)N B RIRG 1~ A AR 2 3010 ) o 5 S50
PN E . Bk, HSF1 45 nf gl o #0154 HSP70
(R IERAMERE T &2 P71 Ak, Y Bt BuA T
HE H#:5% X1 (heat shock transcription factor Y, HSFY)
J& T HSF Kk, (AP RIE, Tk 1IE 8
ke, AEAEREAN I S R R T R e, 3
BUERERAG Y. A2 38t HSF2 5o
VR FORS 1 K B K. BT HSP RN 7y TAEB
XGRS R TR RN . SRAE SR R &5
GAF R R R EEEH], HSF ks &k
FEREPE A )5 T 2 RAE T EAE A

SCGAEW], HSFERES 59 K 7 . HSF4 7E
AR JE iR KRR, ZEH Rk
W T 1, e RE R oB- AR B 1 IR T -
p A DR R0, a0 ol 2T 44 A i A= A A
- (fibroblast growth factors, FGFs) {15 1 17 & 4
b R AR R SE B RN A4k, AR AR AR AR B A T TS G
SEUEA ©Y, Bu S e ORI, e R W RE R
WA AE HSF4 IR 9874 o IX M S8 AR 25 5 1 it A4
WA TIIER RIS, A5 R AR, 5

S RVE R N BE R A . BE BT R B S 50t 1k W] HSF4 K&
DR 2% 19 0 A /N BRURZE T A B Y. Nakai 25 1Y
$eth, fEabRiAk FGFEs BAHIAIRA,, HSF1 s 1E -
L5 HSF4 $0I/E I 5e 4 et i 75 FGF 3Rk, XF T
A AE KRN A A ), A, Takaki 25 9 4y
#r 7 HSF1 A1 HSF4 JEA Rl /N Bl A 8L, HSF1 Bk
JSCAFE /IS B PR 5 s A s S T EL PR AR, P I
FI 5 -F- (leukemia inhibitory factor, LIF) 1] & 1A 7
WL R B T HSFL #ifl, 1# HSF4 B3R IA 15 S,
1t B HSF1 X% T W5 ph 48 T e L 220, IFIE7R M
FAELIF RIEh A M RAEH. WAMIERR, HSFI
1 B T M T A0 i e R R T S S I AR i
FEHAVEH], W Sugahara %5 9 X} HSF1 % K il Bk 1)
ANEREATWT I S8, R I R ek (1 e 7 o
/N B PR I M B A M ) A v T AR N R

HH R W, HSF1 AR — M s i R 2
AR IR E AR SR
1.5 HfithIhge

HSF1 {£ 5)) Jik 5 # fifi £k, (atherosclerosis, AS)
HIAE 4 2 4% H 3, HSF1 A] 5 4 8l 0] 4 1 o5
N B2 IRE, RS 0 9T SV T AL A 2 4 T )
A s AS IR AR SUW A M, HSF1 4056 v 40
Mo FLAth 58 0 40 RS T804 DR B i o 4 o 1 Il
S B v NN = s ey giflie i 08 ekt N P48 i
filg, MIMASEBEER, Bk AEDESAEE ., (A2 R
S AMENAZ . HSFL ] BN 2 M — S m S
(endothelial nitric oxide synthase, eNOS). —Z4{{t
% (nitric oxide, NO). Ifil.#: 1i] 15 2% H (thrombomodulin,
TM) 7KV, [R) I B AR I 2R 2 v I i 35t 410 61 IR 5
1(plasminogen activator inhibitor 1, PAI-1). P ¥ %
I(endothelin 1, ET-1) /K, A48 Jmy A AREIAL / 2T
WA 7 HSFL J& ] AT AL, i 22 1 s
5 kI, LPS U B — e S T 3O el
ML HSFI = RAM S EEWIE 2, MiEm
HSF1 Ge4M i A & A i cAMP [ 7=, 1k 21 R
RIS H . B K iE, A HSF1 =
RUEG R LT 5, cAMP FRgD, PRiER
TR REWFT R, HSF1 0] DAAE O HLGH i ik,
RS . BUR S BT FEHLONLA 4
P25 22 B g 12 A 4 0 LGN i B RS 5 00 U Zh g 1,
XS AR AR . ZEad WIAE VO 4, HSFI
WO WP B, BGE TR B e R )0 =
HRGFIC ) 3 v, JLrp R PRS2 T (hypoxia
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inducible factor 1, HIF-1) [k ] fEdc 4 # 24E H .
HSF1 figf M i Pt 8 (1 (prohibitin, PHB) %%
SS90 B A . S A O TR ok A e
AR RS A A0 MV B AH G, TR 21T
FToohee Y, i HLAEGS E AT E 1 Y WASP Kk
Verprolin [FJJ5 55 1 (WASP-family verprolin-homologous
protein 1, WAVE 1) {361k, K & FE P T-2hRE 2,
HSR O HSF1 Sl 2 i) o 48 A S0 350 40 iz 4=
g SRt Y, WOE HAT A AR N B
Wl Aktl, 17740 e 08 5 | R 40 0 T INK B
I Caspase-3 [ V. It4h, HSF & 76 HLAA S AL IE
JREEA . 2RI E A PUK R A R Yt 5 2
Fp A P R rh R A LR E R

2 RE

HSF BE eI i AR T 8 A IRk 2 5 3
Wy, trnE AN =S 5 A KA E S
M RBI R, o, HSF1 A% T 1 2HE A,
& H AU RN DI RE i 4 i) — SRR e e 5k
Ry, AR MBI SO A TER . 8 T REA
T fif HSF (7R BEAFAL. DR R AR BLEL, A7
SR Z PO X TEEOR, N 2ERE 2K
il R GE T T HSF S0 % 01, B UR )2 Ik 46 7
TR RE, JFis HI 3] — 280 il R G S 7
BEAh, TR HSF KPR s N RERE W g
TR BEAR DU P FE bR, Pk B9 m HLAATR A K 4t
BEIMIBETT BT L, S HRARBIR 94
bRaEY), NS ZYARDIR TS R G R AT
I

(& % x Wk
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