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A New Paradigm for the Regulation of Metabolic Networks by Heat
Shock Protein Family in Promoting Malignant Tumor Progression
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(Shanghai Jiao Tong University School of Medicine, Shanghai 201318, China)

[Abstract] Metabolic reprogramming represents one of the core hallmarks of cancer, and the underlying regulatory mechanisms are
attributable not only to alterations in the activities of metabolic enzymes, but also to the participation of elaborate protein-protein
interaction networks. As a key intracellular molecular chaperone system, the heat shock protein (HSP) family is extensively involved in
the regulation of tumor metabolic reprogramming. This review systematically summarizes the latest research progress of HSP-driven
tumor metabolic reprogramming and malignant tumor progression, and proposes an integrated regulatory framework termed the “HSP-
metabolism axis”: 1) directly binding to and stabilizing key metabolic enzymes involved in glycolysis, tricarboxylic acid cycle, lipid
metabolism and other metabolic pathways; 2) regulating signaling molecules such as mammalian target of rapamycin and hypoxia-
inducible factor-la, to systematically reshape tumor metabolic profiles; and 3) assembling metabolic enzyme-signaling protein
complexes as scaffold proteins, thereby coupling metabolic processes and signal transduction in a spatiotemporal manner. On this basis,
this paper compares the metabolic regulatory features of distinct HSP members and reviews the research status of their representative
HSP inhibitors. Relevant studies have clarified the novel function of HSPs in modulating tumor metabolic networks, providing a
theoretical basis for the development of anti-tumor strategies targeting HSPs.
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2l AR e BT A 1) A QI A TR 2 M T fED

PUKFEEE [ (heat shock protein, HSP) JEiffk
R ERSF S TE, M REARMIERTTE .
MG R SO AN e, FERL AR E T R A0 iR
P4 o HSP KK £ % 4L §§ HSP90. HSP70.
HSP60. HSP40 LUK /INr—§ HSP (U HSP27) 45
b, HFR R Z AR T R AR e e 414
Hr, HSP KWIBHAE “BUmtE(R”, @it i i ik
HZ 55 9 MR mEcpniEds B7s, HSP &
PFPEAMBZCHEBEEMEMR. —RREA
(tricarboxylic acid cycle, TCA fE¥R) . JIg B AT Al
A A e A I 453 [ Y OGBS, $R HSP Y D)hE
AT —ER RSP I e A 2%
BT . SR, IR AR 8, mAIE
BCRT RSB HSP 2)2 AR R0 (1 BRI HESE

Rk, ASCK HSP 3K s i A E g it 5
R EFIPLEN 98 R 3 A B Rl 2TH . i E
(S5 IR AT ) . (2R [ I FL 30
H A KM E A (mammalian target of rapamycin,
mTOR) . 6t & %5 5 A T -la  (hypoxia-inducible
factor la, HIF-la) ZFACHHE 5 ], 5 R
(AT REMACEE-F 5 RO E A1) . TR T
i B HSP 25 B 51 i BARAE FHALE, R 1)
“HSP-fRiGf 5" 67 R W& A0 1, DA A i
PRI T PR AT A A 5 B

1 BT EBRE
1.1 HSP90

HSP9O JEWFFEIRIR AN HSP 22—, HIIREAH:
mERSFI R G, ZIEA B R R
(adenosine triphosphate, ATP) % & 5 /K fif WK 5h o
ATP 455755 HSPOO JE U1 G 48 5 LA K % 1 4R
M5 ATP KRG HZIRE I, REEFEATE
BUATF R . HSPOO X2 7 4 11 BLAT oy BE e 6 1k ,
105 ] T4 40 THOE B R AT e RS E 55
o, R . R SRR SR, X —
PR DAy AR e 200 M b S T AL A 5 B R L
T EER IR

HSPOO 7EFLIRIE . itides F1 5 9 55 22 ol vk o e
iR R, H5 MRS R MR E AR S
YA P AR X S TR AL SRR,
HSP9O A 45 & Fa e £ J A K 7321k (epidermal
growth factor receptor, EGFR). A &A KK ¥ 52
& 2 (human epidermal growth factor receptor 2,
HER2) . AKT[ B} % F #% i B (protein kinase B,

PKB) 155757 BRAF V60OE 25 FiJi 551 i X btk
A, MRS IR CBURBUE IR,
PR IR A G A . (R22 5588, [FIE, HSP9O i
ALGEA IR T B RPE BREIRR S BT
i 2451
1.2 HSP70

HSP70 41 3% 4 i AL PR 52 [A] 9 71 kDa 2
(heat shock cognate 71 kDa protein, HSC70) . N ¥
5 S & HSP70. 9 5T IS G 4 B T & 1 78
(glucose-regulated protein 78, GRP78) Al £k ki {&
HSP70 % LRl AN 5 B85 5 s 5
HSPOO A[Al, HSP70 RYLIREHE Al H) vz, 245
Prp e IKEE . NEBRE MR IE S TR AE | TR
BRI B E AU T A 5 S A Y 2k
HSP70 {f#6i TH N iy ATP B45 505 C i ¥14h
BEHE LIRS . 454 ATP B, IRPI45 &80 %
PR SER AL s ATP K g B — W R
(adenosine diphosphate, ADP) J5, &A1 g % T
s X ATP K AR 4 1 G 06 35 2 2] HSP40 45
AR A AR g

HSP70 Al ik Z2 AL il e i e gg St itk e o 497)
w, HSP70 5PETAERNFHELSS, MHHA S
) G 0 JoT BB 2R, 7T L BT 2 P 5 R 1 o 24 Y O
T2 TR 0 23 MR B HSP70 38 AT 5 15 I 40 4 T
Y Toll ¥£3Z4A& 2 (Toll-like receptor 2, TLR2) %54,
5 ok A e i v M2 R Ak, A B i
A5 bR A g ke
1.3 HSP60

HSP60 S i o T~ 2 b (A J5t 1 G B 43 T PR
A 5457 AR HSP10 JE BUE A1k, @i ATP 4K
RGN FLRARAE AR IERT S 5426, 5
DAL 4345 S 19 HSP70, HSP90 AN[], HSP60
M TR AR R E O RE B8R kK,
HSP60 L AE7EMI BT . R SR 1A A 4 i AP 3R 58 h A 7
PR IAE O M R EnE, = 58z A
BL BN

HSP60 1) 5% Rk 545 H i . Tid 5 2
Foft a0 A B IS AR SCNY S BLRIF 98 & B, HSP6O
ST & A Survivin 255 IH 0 HARE , [FIN4SE
A I 55 R R ps3 AR JH T DiEE, AT
wlftEE . LM . R U . S5 A P R
FPAT s AR O T, 2R R E T Y
HSP60 1 H #2245 & kB i I #0016 &% I 1 «B
(nuclear factor kappa-B, NF-«B) {5 5%, NS5
HeE HeLa 4 A A9 /7162 Ak, HSP60 38 w] | ]



BFE, & AMAREERKFRERYEMEREMNEEEEROTERX

\ 681

LTV 0 25 R B0 B 45 6 B-10 A 1 O 1 5 L A SR v
P, SRR SR
1.4 HSP27

HSP27 (HSPB1) J&/Nsr+ HSP 05 Ay SR AL;
#. 5 HSP90 fl HSP70 AN[Al Y2, HSP27 HA MM
FERY ATP AR TR TR, lid S EAER
HZ EMBAEHN T2 AT, 7
IO P R T 2 0 AR P R 4 AR R . HSP27 1E
FLIRIE « B ST o) B 4 22 Fh S AR vh S i AR
ik, HLS e i KR E AN BT AR O
HSP27 EALE5 G AR B Ao, R P AN
AR, dEFFE A R4IERAS, i HSP70/HSP90
T B B A B ) 7 12

22Tl 7 TR [ P S I AR TS S HSP27 Ak
FRA B . BRIk HSP27 ] B4 A4l ¢
ST OCHEIR T, A R AR TR, HSP27 iR
A R 1AL S NF-«B {5 S, 2 53008
o )i LB U S A S IIBUN L E o = R AR Bk |
Tl AR IET, (a2 P e 20 B A7 305 I S i 251200,
B 4h, HSP27 AT & UH B 40 N A BE HORK
(glutathione, GSH) /K, M4 i& P 4005 B fE
A1 G M3 A0 X HSPOO kil 70 77 A i 2512

2 BE¥AE: HSP EEHREXENR S

YERTFFEAR, HSP et DIRe & B4 &
VR IR S A 5 . R Tk RO A B £
A UESE 2B, HSP BY% 7 8 1 M 4% 78 o b I
it . TCAPEI . Mg S A 2 Bk A ) 45 30 1 1Y
SCERACIITG, A e S EO 4H AR At i Y BRI
2.1 HSP A= tERE R

HSP ATVEF TR Aol i Lot . i . R IR
KEALIR (S 2 RELIR), SCOX iR AR Y
SRR

FEVEREfRR IR L, OO 2 (hexokinase 2,
HK2) YEApEmefe e A PR me, b f 2 p kR 1k
AR AR -6- W TR o N 2SO W UKOBE K R L 4R
HK1-HK4 #C WM BEES M B 1 3 5 Fhor A,
Horp HK2 78 2 Fl b as 21 20 Hp 5L I 3 v RS
HK2 1] E45 A AR ARSI F H AR P B 5 - id 1
(voltage-dependent anion-selective channel, VDAC),
TAH EAE T 2R ke 200 e e A T i % M S H e o
ToRRE P, N TLARARN) HSPOO FK% K 51 i
JEIRFEIN T Z KA 1 (tumour necrosis factor
receptor-associated protein 1, TRAP1), w4t
T I A Tt 5 M B 2% 2F %= D (cyclophilin D,

CYPD) MIEMrE, (R HK2 7ROk A 1 1y
PGSR RIZR /& HSPOO/TRAP1 ZhiER S
3 CYPD KkAEMTTS, {24l HK2 A ZRiARBE%
e R EERCR S ATP A2 K- B 2 R R,
TEWE 2 A v i o A b, B R H R B 1
(phosphoglycerate kinase 1, PGK1) A4k 1, 3-—
WAL HIMIR AN ADP EZAE N, AR RN 3-We H iR il
ATP, F7E %3, HSPOO Wl it H & C ditdhiiailah
HHEERE PGK1 I 4ERF AR EE; HSP90-PGK1
8GRI n] RS B R A R B B -3B (glycogen
synthase kinase-38, GSK3B), [A[#ZJ#¥E Wnt/B-HE K
FURSE M, AR i T A0 A i s
M2 AN [ B2 P4 B (pyruvate kinase M2,
PKM2) MR T i ) OGS B il ,  mT i A i iR
o5 B2 2 P 52 F1 ADP 2 S P9 B 82 AT ATP, HSP9O
5 HSC70 a] 73 il e ik A FHAL AR B i a4 7 =i ]
PETT PKM2, ZEREIR A MGl mT 88 0 . — i,
HSP90 W] B #4545 PKM2, Jfif i GSK3p /i &
PKM2 # 328 fup & MR 1k, $¢7+ PKM2 fyfEfL
TEPE, P BB AR E s, (2 E R A G o L R
g M 9 T, B 24 B 40 L fE  (hepatocellular
carcinoma, HCC) #EREBY, %)@, HSC70 i
BN AR, FEFEUN S s
TR PKM2 K L0 ) 28 i B HEA TR A, BhAS i
PEAHMI PN PKM2 2 AR, ol by 240 A P AR 418 SR
Ak, VR LR S A A R, $ETHER
Bl B ag S,
2.2 HSP ig#= TCA &
BEIAM N S8 (succinate dehydrogenase, SDH)
J& TCA TR CHERGZ —, PIAEIL IR FAmR M S0 Bl AE
BRI, IR 5 B R RS A% R (flavin
adenine dinucleotide, FAD) ifJ5ih FADH., W53
B, kiR srF1ER TRAPL AT E4%45 & SDH IR
WG, RO AR R BRI RE R . BEHIR
KEEH; BRI 0] 5 - PE 6 H 2 w2 1
fif, F&2 HIF-lo ZH, SRR A0 A=t
SEALBERR A I A S G4, I R R AR 45
Wi 5 B AR P OJC o %€, $28 TRAPL J2 47
LR AT 5 A T A D) 400 14) S SR Rl o s 40271,
AL, HSP60 ENAARREE T TR, X4ERF
TCA TEFIETR S HA HZAEH] . @ik HSP60 7%
B RR . AR . o R M IR HA R S £ Fh
TCA ¥R & & 3% N, $#27R% HSP60 1]
Iz 4y TCA JEAHCTRERGRR S, HAEHIPLH
AT RE S TR HOCR A A AR IEAf T8 S AR Y,
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2.3 HSP F=RE BRI S8R T

e H kS B LW 4 (glutathione peroxidase
4, GPX4) JEANM N CHERPUAILEE, ATRE S PEfE
AW i 2 A A A I A AR N (B, (RIS AR IR i
A1 GSH, PHIBE B E A EE SO, TTAERRR BT
PR . IRIERIE T, A2 3 Jii R 40 e A7 1% 2 i
240 AR A B, 2R HSP Al A [ ML 2
5 GPX4 DIREMIRS AR

PSR HSP70 85 MU GRP78 (HSPAS) Al
A5G GPX4 JFAM b R, AR N i it 4
PRI, BRI A0 X % P At e i 25
HSP90 Al3d o C Il 4E & GPX4 5 VDACI 1)
MEAERT, VAR £ 855 5 PR AR OB 1Y O X Fa e
GPX4, il HSP9O ZfE ] B 4K GPX4-VDACI H.Af:
IIERIE T A, HSP27 Wl IE i EEE ps3/E
RIR-1 R IR 0 58 R IGPX4 {5 53 re & e T4
JELH R SRR BT AL, S R bR 2 B A S Ak
WA R AEIE RE 1
2.4 HSP F#= & SUB AR 15

B EEREEE (glutaminase, GLS) 4% & kA%
SR AR B, ] i A A ok e A e A LA
MRS PP A AR B4 TCA TG A IT 4+
GSH G, (et pig dn g s . s smpt b i e
71, HERK S EMZ B Z EUO AR feA
BBk = 25T, SRR 5> 7 £ 15 TRAPL A G
HIF-20/PN 2 2 - 22 % TR -1 W 2 FR 32 K 2 (alanine-
serine-cysteine transporter 2, ASCT2) /GLS 1= 5%,
IR LS, SR A 2B o AT, SRR
ZRERRTIRE™, AN, HSCT0 T 45 A Al
A& BERE , BHW HSC70 43/ OTU k£iz 1L
4 (OTU deubiquitinase 4, OTUD4) [&fiid e, fa
A OTUD4/FLIR I 2 A (lactate dehydrogenase A,
LDHA) {55 kL me A it M, Zad fenl
IHTER B A RO AT, 5 R
PRTFRCR,

HSP Wi 445G 2R OCHEE, 4ErH
FaE e . A TE I RO AR E o, SEBNARAE T
20 A e R s[RI, AR R A
Y Be S 1n JE 4% HSP TG PE S PI6e. Bilhn, WHEE
fite PGK1 R o 2 F1 OB 0TS HSPOO 1) ATP i
P, TEALEAME & T B 5 5 OF e 2 DNA B4,
PETTS 75 PN B g 200 B X I i 25100, 3 L )
AH A FHASS e 55 55 020 2 1 2 T 4, AA g
e A0 R S R PR e 1 2, A s A B g
AW BERIEE T /R (WE 1),

3 [E#EiF#E: HSP @it S@ K ERTEIE
gt

bR T E LSS EESN, HSP ifiE i e
GRS A (5 5 P S 5 ), Rbg AR
WA T RGP g . SR )R A 4% AT [l e 2 5 22
ZACRE S, SCEM RS (WA 2),

3.1 mTOR {5 5i@%

mTOR 24 LS 57 5 BB SR 1) 734X AL
Z 5YEG AR . HA5 S R sk 2R
TR R RFEYIME, W Wi . IR
P A A, ARk i A K S A

HSP i 1 4E 55 mTOR i % 5 2 43 1 e e
[ E s L e . DR, HSP9O it
mTOR ¥ 5 4 & 11 (regulatory-associated protein
of mTOR, Raptor) %54&, 5% mTOR-Raptor 2 &
PRI RR AL 75 M 5 HSPOO 111 i 7] D01 388 3 A I 31X — AH
H AR # mTOR 15 5, HSP90 5 41 ity 43 24 J#l
W M 37 (cell division cycle 37, CDC37) W&
ARG RE AKT By Fa e M, % AKT T iif
mTOR E 41K 1 (mTOR complex 1, mTORC1) HY
AL KSE®Y; HSP70 5 Dnal [RlE C W R G5 12
I E A, Wi AKT 15 5 8338 % mTOR
W 25 1, HSP i AP A 2E mTOR 3K
SMEREAES G TS B, A R A0 P e 3 7 4L {3t
YAt
3.2 HIF {5 51@%

AT IR A RGeS R, Rk PN TR A il A
X8, HIF-lo BYPRGH TR 502 9K 3 g 4 G it iy i)
FHM, HIF-lo 132 F B BRERIA R 2 51
[solute carrier family 2 member 1, SLC241, %t
% Wi 35 1K 1 (glucose transporter 1, GLUTI1) ].
HK2. LDHA “5WE AR OCEE R e 5, — Ty T4
SO AR LA B AIO UM, 59— T ) Sk
IREABERR L, 4T AL b (Y RE A R AR

HSP Z il a5 HIF K S 5 Fik b
MR, WFFEFEN], HSPOO ] B #2454 HIF-lo ()
Per-ARNT-Sim (PAS) #5438, il HIF-1a B A7,
PETZERE HIF-1o B8R HRCETED . TEBER T8 i
1, GRP78 Al Gy Z40fiH%, 5 HIF-la JE UG 5%
BA RIS AL T 31 DX AR s R T A
PLIE R 38 7 U 8 HIF-1oo 1956 578 J LR I 0 3k R
LDHA W335k, 20K 50 988 4 i A 2 b i A
16 40, TRAPL W] 3 i HIF-2a 3V R 3 7%
ASCT2/GLS {5 Z4h, HEAABRAE, & TCA
PEER AL RN
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@) 1570 gu A

g BRIET:
VDAC) | i T
1, 3-BPG = )
0 UNID—(GLS \ = Jig A m
Ve 5
S ROS
— l = PUFA-OH

i

3-PG HSP90
i HSP70 Fe2+
@/\PKMZ l aKG PUFA-OOH
/ Nz — Acetyl-CoA
AL

AA RS PUFAs

PR aKG
( ZRIRIGH NADH/ @
FADH,
JUaZES BRIAMR
V\/
e Bk RARURAE TS, aaBlSERTaAIRE, aaiikEREEERN; aaTREERMHIEN CRH

BioRender &\l AE L RHIFZ: F1 2 1)

G-6-P: Hi%ith-6-WiR; 1,3-BPG: 1,3-Z8FR HIMER; 3-PG: 3-BffR HWllR; PEP: WEMRMGEE=CINENAR ; PKM2: M2 #Y P i i i it ;
HSP: #UKTEET; Acetyl-CoA: ZMEAREA; Gin: #EBL; Glu: AEMR; HSC70: PUATLREIR 71 kDatkf1; TRAPL: fiEE$RsE
HFZ M EE A 1; GLS: AEMHENT; o-KG: o-Bi M ; GSH: #MEHAK; NADH: i R KR BERE RIS — 1% ; FADH,:

IO JE I BRSNS T AR ; SDH: BRINARMG S ; ROS: (G4 ; ATP. BRF —#§f2; PUFA-OH. #EEZ RNIMARHILE; GPX4:
B WeH L Sk 4; PUFA-OOH: SUdAZAMBMIENIR; PUFAs: Z ARSI

| HSPXtXERIHEH BRI

3.3 AMP & LHIEB RS (AMP-activated protein LSS AMPKo W ISE e E A1k, i HIE
kinase, AMPK) {5Si@% 25 A8 A P OF BHL ok HE & ARz R AR AR, iR
AMPK HI AL o Fe 1 W3k B vy dE[E2H  AMPK HAREnmRG 1. S0k HSP9O nl & %

B, JEANMRE IR R0 T TEBERBEZ BB I AMPK M, IR Y S WA A R AEEY

SESNET, AMPK Al g BT BT (liver kinase  BEFRIL/KEIRBEZ FEAR, Heoh, HSP90-CDC37 &

Bl, LKB1) 3%, #Fmimsl &Rt fedtaed  ARnTfoe Bif LKB1, [E4E:4ERF AMPK {5538 i

A, dEFRA AR R A . AMPK AL AT E AOBORIRASET,

mTOR 5% . 5 AW i Re R iR Tifg, rahib HSP60 5 HSP70 % AMPK (%) ¥ 4 JHI A [ .

TEAMAEARIE J 5 A, 2 &Ry &R HSP6O nI i AMPK K H Ui 6~ R SR b -2- i il /

Sz 5| AR E T, AMPK Al 45 HIF-1a 88 S #i-2,6- B R i 3 (6-phosphofructo-2-kinase/

FfsE JE g am AL e e, DA R S5 22 RE  fructose-2, 6-bisphosphatase 3, PFKFB3), 4 FHii%

BGIE FEAH DGR, (R IE BT R MR i ARE SRR E AR, U2 kB SR AR

Jij 5 AR, KB HSP70 M ] AMPK 3o B 1 Ak 45 2%
HSP FjEnlad 5 AMPK tHEAEH, S5 Rifksh 12, feat g Bkt iy,

YA XA ) i3S A A . BFSE K B, HSP9O AJ
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mTOR {55 #

4

SN cDC37 )
l
— (P5K) — (AKT) — (T5C172) —i (Raeb) —>

\ » VI
) AR AR
mTORC1
HIF {5538 “

’ @ /

@—(HIF-N)—a HIF-lo ) —» \/\—> @
st ih -
|_' HIF-1a —> WR#E
@D — @r20)—Grens) —»(as) \ M DDTDODIN

AR A N

HSP70 PHGDH
PSATI
AMP/ATP / [~ pseH
! AR

— DOVDV— o2 2

AMPK 15538

ey —> [ I

c-Mye ¥ H ¥ HSP90q
SRSF1 )BCLAF1

MYC mRNA

|
—> SR

@@
T~
T

HSP60

—> AR

N— ZH AR

s>
DSRE NN

JiE ARt

T BEOF L FORE T8, S OHEL SR AR, 206 P SR FOREE B RE 400 TIRZ R CRHI BioRender £l AERHZEIZ 1)

mTOR: I 713 ¥ T A8 LR 1 3 RTK : 52 7% 1% 202 35 5 PISK: W A5 19k LI 3-8 s AK T : 25 14 340 B; CDC37: 41 it 43 24 JE 7 14 37
DNAJCI12: Dnal [f}Ji C WL 12; TSC1/2: 2575 HEREALAE # 1 1/2; Rheb: ik 5 45 Ras [F]J52E 11 ; Deptor: 1% DEP Z5F43(/¥) mTOR AH B AE FH 2K
[ ;Raptor:mTOR i HI5&4E 4 ; PRAS40: & il Z#4 11 40 kDa AKT JiE4) ;mTORC 1 :mTOR & A4 1;mLSTS: MfiFL 314 LS TS R 4E 14 s HIF-
Lo B F F 1o GRP78: HIATIA 1785 11 78; LDHA : FLIR B ZUNE A s HIF-20.: BRI T 205 SLCTAS IR EAAGE 1 11 5; AMP: I T
—% s AMPK : AMP 1 AR 25 11 ST s AMPKo: AMP I A6 1925 11 S000H o LK B JH0E B1; PHGDH : B2 IR/ (i s PSAT 1 - a4 2
PRSI 1 ; PSPH R 22 S MR ; c-Myc : Myc JFUEHE R 2K 11 ; SRSF 1« 22 8/ &R & #2574 H T 15, BCLAF 1 : Bel-2 MRS R AT 15
B-catenin: BIHEE [1; PP2A : 2K FIRERRTE 2A; ACY P : TRt ELHETRT 1; SREBP:: [R5 JCi45 545 11 ; SCAP : SREBP AU 4 11 ; SOK : A AR
F S6 4 ; SRE : [E RV ITf4: s S1P A 45 1 ZE AT ; S2P 7 5 2 B Al

2 HSP i@ IHME S AR A a1 8 = By X 159
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3.4 Myc B/ZEEZEHR (Mycproto-oncogene protein,
c-Myc) #HREF

c-Myc J&: IR v 5 % TG AL B e ST, wl )
TR AR A . AR A U T A S S Y Rk
c-Myc fEfS EIH GLUT . LB EY . 72 2 Wik
Mein ik S GLS WUAHOCHEE A, I8 1AF 1 12 £ R 4% 21
Jie oy A, TR) RO Sl A% A R S5 IR T R 1Y AR W A
BT (H e-Mye HH H Bf s, EHlg
A, HEARE S ThRe & B T -8
ENRHEE

HSP90 J& 4 %E c-Myc & 1) 84> F 1R .
HSP90 mJ [ #2 5 c-Myc &6, Aede g feoe it
TR LA HSPOO 3 1] 5 BESE W R -1 D[] 4%
% c-Myc R HRENE, I LR # OGS R LDHA
BTk, BEME 3 HCC XT-CAR %2 2 i 25 A ik
RO BR R AR E AN, HSP90 i i it
FasE Bel-2 MHOCH SR 1, Ml H 55 22 S Wk
RIREEEHF 1B ae R A4, g
MYC mRNA fifaE e,

HAh HSP ZBE R FIFES 5% c-Myc., BF5T
oK, BERRALIEGSE 9 HSP27 Al 3 b 4 i 2 1 i i
2A MG, HATHR c-Myc SCHEN 1 Thrs8 5 Ser62 1
Wi, RN B SRE, AT
P 5 20 B o) BT B 2R A TR 251 HSP6O Tl i i 4k
FRZe bR ATP A= BTG B-10C 2R (13 %, Al LR
c-Myc Fk, X st PIL[E 45 /R HSP Z ki &
R HE 2 o-Mye e 542Dk .
3.5 EESATTHLESER (sterol regulatory element-

binding protein, SREBP) #3R[EF

SREBP S5 I8 5 A W) SCA L S R T #F9%
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