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#H E. (NERFEIE T ST (hypoxia inducible factors, HIFs), MM A HARE R 215, AFEREA AR ¢ [ a0t &
P 4412 55 H (glucose transporters, GLUTSs) AR fiF AH < B 4 7L IR I Z BFA (lactate dehydrogenase A, LDHA). [E4AREFA (aldolase
A, ALDA)SFHE[,  [FIbHIFsZ: 5 & i S iRk, BN SHUR RSN Z 72 Fomds i B bl AR . 183012kl
T 3o SR A W T A 1 5 P0G 52 AR (peroxisome proliferator-activated receptors, PPARs), 2 5184 g Cut. M & 25 st
KMHUEREETFH8T, X T IR B RRAEA: A5h, ARS8 B 38 3l I 2R AT W0 40 i Y A 5832 28 AMPIUS 1) i
P E(5°-AMP activated protein kinase, AMPK), {i&3idE55 25 A1 D B2 A A dE AR, (R EEAE N LR Iz B . BT ARAR B, AHLL
TR aifiCA S B BUS SR, RIS B0 R A R Tk . R I ZRBGEHIFs. PPARsIRAMPK, X = A1
JIRE A P OSBRSS AEAR I Rk s R B T R AR AE B AN ? AR SCEEA AT AT AL, 28R HIFs, PPARs K
AMPK = EARA NG NI EAER , B A LAAMPK-HIFsiih FlAMPK -PPARsHI A% O AR SR I R4 AR B (W T REALE, A
AN SRR T 930478 A B ST B2 pL R AR A0
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Regulation mechanism of HIFs, PPARs and AMPK in hypoxic training-induced
reduction of body weight
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Abstract: Hypoxic exposure activates hypoxia inducible factors (HIFs) to up-regulate the expression of its target genes. These genes
encode glucose metabolism related proteins, such as glucose transporters (GLUTs) and glycolysis related enzymes, including lactate
dehydrogenase A (LDHA) and aldolase A (ALDA). Therefore, HIFs participate in oxygenolysis of glucose and play an important role
in mediating hypoxia response and weight loss. Exercise training influences fatty acid metabolism, insulin sensitivity and body energy
balance through activating peroxisome proliferator-activated receptors (PPARs), which plays an active role in losing weight. In addi-
tion, hypoxic exposure or exercise training can activate energy sensor 5’-AMP activated protein kinase (AMPK) in cells and promote
oxidation of glucose and fatty acid and weight loss. It has been shown that hypoxic training exerts a better effects on controlling
weight, compared with either hypoxic exposure or exercise training alone. This paper reviewed synergistic interactions among HIFs,
PPARs and AMPK under hypoxic training and proposed possible mechanisms of hypoxic training-induced weight loss via AMPK-
HIFs axis or AMPK-PPARSs axis, thus providing theoretical guidance for application of hypoxic training in weight control.
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G2 55 2 R WK DUE T 205 5 T i B 28
A SN TAE S Y, RS S W T (hypoxia
inducible factors, HIFs) /21 42038 W7 1) 4 A A% % s IR
T, R R B @I HIFs 30 FL B0 I DN G0 %) 0% 4%
iz 5 1 (glucose transporters, GLUTs). |, i /i, &
A (lactate dehydrogenase A, LDHA) flIE% 4T A (aldolase
A, ALDA) %R A E ] &) 0% 7> i it €, HIFs fEN T
PUAARAR S0 S 25 A ek Az A =5 77 T B A AR i83)
IR0 () 3 28 A0 400 It A 38 58 D 00 3244 (peroxi-
some proliferator-activated receptors, PPARs) s& — 28
Y B A% S IR ¥+, PPARs B0 5 e 12 g 7 3 oA A i
DT RRE AR, R RS s AR R R ¢ IR
T R 8O B R T OE 50 BERR IR B BOE R A
14 (5°-AMP activated protein kinase, AMPK), 1EA
NP N e R B A, AMPK UE 5 B LA i A AR
WAL Dy o ARAXAT (2 ) B A0 T 7 PR S A I A
T AR B B AR

IAERARZ R, 5 RaUA R EIZE)
WIZRAE B, ARSI 25 ) 00 S 33 A ) T el A% Ak
RENGAE R AR T, B REE
FhE G e . Lei S5 i B 7T AR S I 2R %0 B JRE K
B EY AR B 23 B S A, ISR R B L I 2R IR
ANZRJE BERE R AR BE ARG A T, HPRA
WIZRNERER AR RNE T R v B2, HAR
T ol A R B 4 Y. Wang % DLE P
AR RIE TR R, EEAR AR R H A2 R0t P
WECR, SRER, HEINGARE IR AT B
FRACIE T DR E . BMI AAE & & #HELZ R,
ARSI ZRR R Rk 7 /D Aok A SR s A ), LR R AT
A2 MR ZRB0% 1 HIFs, PPARs Jz AMPK = fif
BEAR AR O 4% R, (RS SRl i 2

REZRXS BRI A H 20 e, AN
HAHMLERI B B AR, RS R, . &
% JULAN g il 2H 3 PTG S 285 1) AR S e X3 ),
AR A T, HIFs. PPARs J2 AMPK 1 ¥
T AU D DX B 1A 428 IR - 0 R S 1 X33 A ELAE
T BES BB AMPK-HIFs fifi il AMPK-PPARSs #fiifd 5
PEMGACHE, 2 AR LA 3 A B A

1 REISGAXSFETHEFREEXR
1.1 HIFsgs4 5 B Th gk

HIFs AR P304 T I A2 1E 1 — 280 R RS
R R SR DR U1 2 (S e B

N 2% ik . HIFs J& T 5 A B 12 e - 31 - 1 fig (basic
helix-loop-helix, bHLH) 5 5 e 2 ©', %0 HIFs
KRS HIF-1. HIF-2 Al HIF-3, $RE K
HIF-o V.55 DA A8 7€ 35 1) HIF-B 37 0 il i) 57 —
AR, HIFs 52 %00 9 3 R 3k v i 2 ZR A5 1
B 5K A N 2 o4 (hypoxia response elements,
HRE) 45 & SR WO IR A FE 5L R ARSI BonT 5 3
HIFs 3%, B9 KIS . 78 HIFs 1) =Fh Xk
B, HIF-1 2 R 5 H AT T @& wm —
PG IR 7, FEANM . ZH 23RN 38 B SR A 2 R N
A N AT S AR e HIF-1 & — Rl 25 41
I P A A A T R Y A R Rk R e s O BT
HIF-1 7 o A1 B i IEIE. HIF-la NEIFHTTEA
HIF-1p W AR 77 & ke 2 % e A 22 5 (aryl hydro-
carbon receptor nuclear translocator, ARNT), ‘& 7E 4
M N RFELRIE, AZEIRE R Y.

HIF-1 J@8 i AF TR R R 1 5° H 31 3°
WSR3 BRI 2 AR N Rk P SRR 06
A S0 B8 35 TR S A7 4E HITF-1 (45 & 7 s, T HLA
H IR B L 75 5°-CGTG-3"1", HIF-1 §E3E P &
HH GLUTI. GLUT4. #7358 A Bl AR SCE I e 1
fu$5 LDHA. ALDA. TAE{ERSES (pyruvic ketolase,
PK). 15 4LEE 1 (enolase 1, ENOI1). i 508 i
fi# (phosphofructokinase, PFK). i H R 1 (phos-
phoglycerate kinase 1, PGK1) 1 3- % iz H i & it &
fif (glyceraldehyde-3-phosphate dehydrogenase, GAP-
DH) #5568 . ZEACEURIM R, HIF-1 o] % S 2 Fi
AR AR, FEm 2 PRSI BiE 1, e
BEAR, SR LA RE A e
1.2 PPARSs

PPARs J& T4 % 2 (B R 51, fe BRI 3R
A P AR IEOE B SR 1o i FLSE K PPARs
A3 5 PPARo. PPARy. PPARS/p =PILAL, 7EA
MG 52550 %, PPAR VY A] 77 76 A [ ) 40 41
. i, PPARo 7E AR 80wy 1 4 i s R A,
e T ) NIUY | RN = <3| N e =Y =
JIE Y f) i i R B 4AL1K s PPARS/B NI E 4 & K 4>
PAP AR, BB 5T REURE. e
HEAARE RIS . PPARy EZAE [ (M
B g " A E A * Rk, PPARy 5
g s =Y, SHEA IR R s, 155 IR A
OB E R ER AT, TR TR, g
BERBURMS A EEEH Y, AR PPARy &2
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U5 i T R AR Y 22 AN ERTY, J I IR 7 R e
iz B MR DT PR B S Mg 20K, R Y B8 NI W
M A 5] 5 Bk CoA e Ak, T i 2 Ml 28 1) S A 73
AR * 123 TS PPARG, i i SR B
JULAE B B2 SR Ak Y, ()32 30 AT 0% PPARy RIA,
WA, (REERRRETH®S, WA IRNTU
ﬂ:‘/l:{% [25-27] .
1.3 AMPK

AMPK J2 i 4% £ P e 2 A 0 S8R 1 2 5,
AN “REEIRZET. VR RREEZ
SN IERBACU AR, ATP VHAEEN N, ATP/AMP
ELE T RE, AMPK A5 53l B B AT B 0%, AMPK 3
AEAE LA A AR % Ak Ry 43 AR 7= 2k ATP P,
TRENZR RIS AL AMPK 2 30 fig 107 R = Bk H il
JOEL [ P 258 1) 5 A i v B IR AR L 0 B 5 A
I 0 W 810 55 o MR A I P . I, AMIPK 38
Al I 2 5 SR A0 R R 1 R TR R Ak, AE
M F Rk, S Eeirh, #mnzs5iH
PephE P,
1.4 {ESVIZ THIFs, AMPKFIPPARs=&2 G
XE

WF 78 . 7n, AMPK Xt HIF-1s [ % 5% 35 1 K& H
BB TR f) 2 A ik 2 4 1T Y, AMPKC 1) 78 7T B
TANHME A R BN HIF-1o 85 ™ A% T
AMPK ) 5 234 0] fe % HIFs JE 8 %35 B A5 # 2 AR
FA B, X R OR, IR SRR AR JE IS AMPK-
HIFs fili 5 AL E i AQ A HERE , (L ik ol 14 26
[{]iF, AMPK J& PPARy 4l BhiiE A 1 (peroxisome
proliferator-activated receptor gamma coactivator 1,
PGC-1) () bR 1, "I {Z 1 PPARs 5 PGC-1
gy, (R B LIRS SRR B8, SRORMCA
W25 ] A JE i AMPK-PPARs fill 1 4% H 5% UL AR 17 B8
FAALAERE,  TATTHLAARE IR AR .

2 {RFIIZSFER SR BEEF
2.1 GLUTs

WA TS B 1 BRI, RE GRS
THARMW SRR AL H AR EHbER
FE A, 20 A 8 2 B )R A I 4 A
GLUTSs 2K 58 i 1. GLUTs B2 i B &5 50 1
WA, fEIMNE B RIEAEEN. BSRSHES R
ZAREEA AT LABh AR N Y GLUTS [m) 41 i i 447,
fEZH B - GLUTSs (& 00 i3 2, 177531 % bl

B3z e 73 9 B B BR UL T FE 80% O 4 HE,
HArc#14d 6 M GLUTs, &8¢l F #%KiE GLUTI
fra, CAVFFRERY, EMREFEERET, GLUTs
(1 355 [R] Rk RV S R A W e 30, 1 B UL 2
St B, FATREALAIE - (1) FEMRERIBCT,
HIF-1 W] G b i g 5 28 2 AR BU MR 12F GLUTS
(1 5 BRI R 0K, T Y 5 I A A MR L a2 e T 5 ()
HIF-1 7] 8 B4 1 GLUTS )3 1 SR o 78 ) b
Hiafe /P SRARE RSB, RENSGBE
AMPK, #%5 GLUT4 [)3& (A %i& FiE ™,
AU ZR A B T i #% UL PPARy mRNA £iA |-
W, AN RS R U B R, R
% F, HIFs. AMPK il PPARs 3£ [&1E FH, 344
WA P, SRR Ee S, XA RT G
W PR B R A PR RE A7 7E 1R i 5 25 KT (insulin
resistance, IR) % .

2.2 PERiGEE

MU T8 A2 BEE 20 BT 75 (14 B 5 2 2R IR T 4
WA S AT R R P PO AR . AR A A
e NR A FESEL A IR UL RE IO R EIR R, = RIRIEIE
A E A E BB, BRIIRR A (succinate
dehydrogenase, SDH) J2& = FRFR G A HHME— 5 N i 45
AIEE, ERENASRM P EEEZEN. AR
N, (RAREE IS UL SDH JE 1, FEoRfRE
REGIEE B BILE AN Y, BERARE
TEOIRE T, HUEE SRR s Y ER
FW], AREIIZRAEWS L3k HIF-10 B A £ IL, 2
T E B UL S B L SDH IS P, T $2
VEROAH EARIRE J1, EsRMLAizshThRe B eRkmT
W, HIF-la A& &5 SDH G il GEFAEE — &
KA.

LDH 2 55 0 S B i R v 1 B YT g, ] f
AP T R D5 P LR (W i o A v R B J — AT
WL )e BTSRRI IZRRE B3 P /N R
#&JJL HIF-1a. mRNA A1 H H /KPR ik, [ R i
fift A1 ¢ () ALDA Al LDH 3% 1 1 &2 % E T+ ™, PK
SRR IR b8 fa — AT R B ) S BRE R . PK
HE A T A T X AT R R 7 78 R TR T IR 2 L ATP,
N 25 M 380 TR R A 7 %) T W T A R A A R A R 3
FARH&AE, Rk PK AR AEE, XTHLIAR T
e A A EXEENE L. HRER, KER
# B E P PK mRNA RiE, KA LB -
VAR VL HIF-10 25 R RN (1 (RIS PK R R SR
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ik B R Gt T LA 5 HIF-1o 935 P4 38,
HIF- Lo 375 14 (1) 384 im m] A S b 2 e W T A A R 4D sk
W AR E 2R A T, HIF-1o 38 33 3 55 LDH.
ALD FlI PK [F3Rik, HInpsmem, $em e Rigng
775 W RN FEEE, T s LR T S AR R
T Sk, ARF I ZRB0E 1) AMPK 7] 35 44 5% B2 fif
S B PR g OB IS (hexokinase, HK) Al PFK, fi&
HEVEREAR, SR R IR RS

gx LR, AR ZRxs BE AU AR DG ) R L
HA (1) (KA e HIF-1 8755 G &A%
B BELRRk, A WA SR s ) 7B
SRV ZR I AU E T, HIF-1 7] DL S 00 1% i g A
RYmh SR G e, 41 ALDA. ENOL., LDHA,
PFK A1 PK 25 ™1, jfij AMPK 7] #& 5 AH ¢ K % it iy
TEPE, JLESR SV RE TG AR R R T ARSI R AR
HERE TGS BV M 3 I, AT TE R A R AL
B RE

A E R Acta Physiologica Sinica, October 25, 2018, 70(5): 511-520

2.3 ERETE

JHF U A2 0 S 2B 1 = B35 B, 8T AT R -6- Tl R I
(glucose-6-phosphatase, G6Pase) 2 ## 5 A4 i 42 1 BR
W, #5tHT XCSKHE S [ Ol (forkhead box O1,
FoxO1) A1 AMPK & JH JIE B 7 A& () =5 223 755 ]
FoxO1 34k 5 7] 5 G6Pase [ 8 T 454, M
M H0E G6Pase 7% 5%, (2 bk 5 AE ik 72 ;. AMPK 1
5 U AT BRI FoxO1 #1 G6Pase 454, 3T 40041 JFF U
Bl A L R, REAENZRE T, A
AMPK T] #3875 FoxO1 Fl G6Pase [1)3iF P e #1sh1]
PSR, HANEA BT 7R B HIF-1 w] LU i
2 2 A A TR 1Y) 35 R R 0K B i ) B
A 3t FE A B A ARAR M AT

g LR, AR IBEART B 3 ZEH L
HIFs, AMPK 1 PPARs & [7] /& H] 42 = %] %) Bl 4% iz
Tige, HIFs Al AMPK 3 [5] 59 0 b B g /E FH - #0

SR MR A, TR AT RE D (1 1. 2),
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Possible mechanism
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[GLUT1,4T][ SDH ][ LDH, ALD, PKT][ FoxO1+GGPase][ SREBP] AMPISHNGS ][ POG ][ AMPIC. ]
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Glucose Aerobic Anaerobic ( Gluco- CPT1, LPL,
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I l |
—t ol N v y
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Fig. 1. The schematic diagram of changes on glucose and lipid metabolism under exercise training in hypoxia. It shows synergistic

interactions between hypoxia inducible factors (HIFs), peroxisome proliferator-activated receptors (PPARs) and 5’-AMP activated

protein kinase (AMPK) under hypoxic training and possible mechanisms of hypoxic training-induced weight loss via AMPK-HIFs
axis or AMPK-PPARs axis. GLUT, glucose transporter; SDH, succinate dehydrogenase; LDH, lactate dehydrogenase; ALD, aldolase;
PK, pyruvic ketolase; FoxO1, forkhead box O1; G6Pase, glucose-6-phosphatase; SREBP, sterol regulatory element-binding protein;

PGC-1, peroxisome proliferator-activated receptor gamma coactivator 1; ACC, acetyl CoA-carboxylase; FAS, fatty acid synthase;

CPT1, carnitine acyl transferase 1; LPL, lipoprotein lipase; ATGL, adipose triglyceride lipase.
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Fig. 2. The changes of glucose and lipid metabolism in liver, muscle and adipose tissue under hypoxic training. It shows that hypoxic

training contributes to energy metabolism and weight control. ACC, acetyl CoA-carboxylase; AMPK, 5’-AMP activated protein

kinase; ALD, aldolase; ATGL, adipose triglyceride lipase; CPT1, carnitine acyl transferase 1; DAG, diglyceride; FAS, fatty acid
synthase; FFA, free fatty acid; FDP, 1, 6 fructose diphosphate; FoxO1, forkhead box O1; GLUTs, glucose transporters; G6Pase,
glucose-6-phosphatase; HIFs, hypoxia inducible factors; IMM, inner mitochondrial membrane; LDH, lactate dehydrogenase; LPL,

lipoprotein lipase; PEP, phosphoenolpyruvate; PGAL, 3-phosphoglyceraldehyde; PK, pyruvic ketolase; PPARs, peroxisome prolifera-

tor-activated receptors; SDH, succinate dehydrogenase; SREBP, sterol regulatory element-binding protein; TG, triglyceride.

3 RENS SRR SRR BXBERTF

RE Wi AR EZER LR AR A B, KA
R BR AR = AR IR A o IR & R IR 254
J 5 4 RS 16 B % L R A7 ORI, TR D 32 22 DA
Re i T f A7 T He i dn it . s o 4 e P i A7 0% g P
FE 2P i 7 Bt £ A A R 208 D9 H it A IS 107 R
JI TR HE N KA N #EAT B A4k, RETRREE N HLAA
HERE, A=A ATP (I EEIRE . KA UIZRE A
B OEME TR, X RN T 4 m iE 7 R AL
ftEELLH. PPARSs s 2 5 A 1) B B 5% 15 A
T, BB AT B L AMPK-PPARGS/B i, i
1A 5% e AU i a0 PN B JTE TR 4% #% B 1 (carnitine
acyl transferase 1, CPT1). ZWE4HlE A FRILEE (acetyl
CoA-carboxylase, ACC) 35 P 4k, REINZE
G AMPK [ J@ 23 PPARs 5 PGC-la £54, 1
TR ER I B Ak, AR B AR B eh okt

W, ARSI SR AT 05 121 AMPK-PPARS 4fi, /i
FHEWTR E AL REERE .
3.1 FRBAEE & RER

JH A& BB T = 23 5, ACC MR TR &
J% i (fatty acid synthase, FAS) J& g iy & mlid 72 1 w5
AN PR Y, EIREE T TR A (sterol regu-
latory element-binding protein, SREBP) ;& ACC #l
FAS [HEZWTH 1, FEEMERE, LR
SREBP-1c il i 5 5 ACC Hil FAS 3 1A {i 3t JiF Ik fig
TR £ e o B0, G 4 R 55 L SREBP-1c S A
M ARBE TR, AR INSR 3 J8 w2 AL
JPE K B IE SREBP-1¢ & R 28 (1325 B &I
ZrW] W IE FAS mRNA =14 &3 & TRA 2 FIR
A, 3 JA G IRREK BUFIE FAS mRNA ik g B
RSN GRRT I J 107 & i sz e it e 25 SRAN—, i
JUE T 196 1 PT e 5 I AR I 20 R TR 38 35
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A K. EMRANZGYIN, RRIIRRE g, mk
flH 2 ik IR TR S 3 N, AR it B LA IR 7 2 23
I HE I R o3 ARAR . TR ZRIE NS, T RE
BIRNBCO SR, ReETE RN, RS O
P& B R he L, R A A R R o AR . AMPK
I TR SREBP-1c ik FI#E FE0E 1, A
iR AR A AR, S SRR P KRR
Y &5 ] RE & 38 1 305 i AMPK #1 fil] SREBP 7% 14,
T 00061 U B 7 ) 5 B PPARY A5 2 33 T Jik i o7
ARG WA IEIIR RS ThEe . ARE ISR E ki
B& L+ PPARy mRNA [ ik, H7EMR A5 31
e i R E Ry, WA AR TR A, R
05 R B A AR s Bk HE, RSN RE NG

g i 5 R k>, PPARy = B A R A LA 1 45 i
WitRis L.

3.2 PERAER 53 FREE

CPT1 /2 /RIWilE B Ak 2k ATP ik 72 i PR iy,
CPT1 RAFAE T bk W IR BE IR A2 1, fE%is
JIE o P Je 5 B b Ak P S A it AR iR B 2 EH . CPTI
KSRGS EMIE, HIEHERS AR T IR
fii, BRAGRURRESR . RSN, EREARET, &
HEULR CPTL 33 5, a0 R e Ab Ak Be B 5. (IR
AUZREEE AMPK [k, i 15 & 8% L CPT1
MR AT, dEm et fe iR AL . [, (RE
YIZRIEGE ) PPAR AN &/B 7] a8 ek 1 = A [F] 48 5 [A]
CPT1 ¥ LA 1A 5 IR 7 R S A3 e 0 5 IR iy H v =
fiE g 175 ¥ (adipose triglyceride lipase, ATGL) S FR ¥4
H U B il (hormone sensitive lipase, HSL), =
Pt H K o st H R AR R, 2 IR T Bl G i R
. WEFAR, KA 3 ] i E AR 2
ATGL mRNA % ik P¥, g 5 & 5 i B (lipoprotein
lipase, LPL) A& ¥ H il = (triglyceride, TG) 4 fift i
HHAN IR (free fatty acid, FFA) S NS FER
PRg b, ERRRAEA e AR EEZ/EH. (KA
T TR WOE KRBT W - TR - B RIS R R GRS
A - LR RS, (b UL LPL v v A
FIARKEIN, SR AR R Y, AT RE R A2
IREIZREEE 1T PPARy, ik HAEEEK LPL. ATGL
mRNA J & [ FRE ), #I5 I PPARo th Al B {¢
HERFE LPL 56 IR (12835 , {2 330 i g s 40 A it
[F B, ARS8 VI 2t T 38 0 s AMPK 3 i HSL 38
IS VMR i 20 O, B4 0 LPL fig it B % WL AR B iR
Atk

2 b, REUIZ 5 AMPK. PPARs AJ{¢ i i
107 G i, ARSI AT BH 2 A AR AR T A . PPARSs
0 g 1 12 %% 12, AMPK-HIFs %f fil AMPK-PPARs
ey [ R A B LD T 7 AL SR R o s e it g
DT B A4k, 4 i 0T R AL Sk e B 4B, AR AR T 22,
SR R A BRAEA (B 1. 2).

4 ERENGTHRKFERIBPT

it 5 2RI 2 A0 R T ML A AR 11 B
F, HRMAGPCER 2 m ARy, 2 5REmiR
U b R . RS R AR R R B 5
MG PR EFEERARIE? SR, R R
FAEARE NGRS T HK T ey 2

W IR R o FOIE P N B AR N 2 BB IR B,
IR 2FEEMMHR R —, BEHEESHERKIR, B
FES IR AHEAEF, #EOCBMEIERE. BR bk
i B0 2 5 AR %, —J7 T, R AT LAE
T R a2 K Y (neuropeptide Y,
NPY) FIREH, M &8k s 55—, &l
DIER TR FERE. B8R RR I S 2021, W
Bl Fg o A, (R REE AL Y BRI R AR
WA b, TSRS RN GRS WA
AMEIER, — &M EAER, L FEETHAR A .
WEF A, 4 5 5 B T B 4 0 o e 7,
SR B A KRR & R 4 Y. PPARy AT LLE
b R S PISK, e 3k L I 5 R R A2 Ak
JEYIR S A, RS R AER U, PPARy 76 &
B9 S®ET, LGB R A, Wb
0T R A A A Y ARSI SR 1Y
AMPK 45 0[] 386 0o 5 2= 1 A i Thiag U

Jig BB 25 T AR v UL AR T O 0 J 5 3 e b
BRI AL, BRI IE S &, IRECER 2 Wb
HIR A, B EE b g B2 K P B0 A s
AWTEERH, MEREEDFAREIIL 4 175 T Bl
MEARBC R KT EFF, (HARG gm0, ST
R JE A 50 S R A e ) AN SR AT 0%, RSB T
BRARARICZ A, g KT U7, TR &K
PR, SIEIIREER . REIIZN T AREE
FAKFIER R, RRECRAEMANGRE T
FIBLE AT e T — P . ERMRR RS S
AR R RS U 5 5 AMPK (3 2@ i 5 U, [
PPARy A (R HRIC R E 55 S HThae, AT
AR
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ATDAHEN, (REVIZRIRS R, 7E PPARs Al AMPK
HEERT, B, BEERANBIKEMEEIEN, 2
e A JREATL A o) ol B 25 A BB ik, s AR kAR 9 IR
RES, AT IERENUARE IR AQU, (2 RN LA RE &
Oy AR, xR R B B BRI L.

5 RE

A2 R 3 0 0 o 5% B = R G e =V A
X7 R AR E, Horh F 2R AANR M FEAC. A
PR, BERERRLFRET, REAPFEEE
FERERARNIR D [ 4E 3 B SRt T R, K
A 2R PR Al IR A 5 B TE AR IS LA HIF-1 (AR i,
M F— RIMCE L R B, AFE e — e
T R B 7 356 TR R L= i 2 i B AR
ZORAE T, TRIREAERELLFIIG I, A5 L pEt
REROAE T ™, (R A e f2 4 B () R

48 )N 45 7T 3 ik HIFs. PPARs fl AMPK = f
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