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R, BED A ALHRGBE ETAREEHRMPEBRA U TR, ACFRTE | £3
HERBERBF LK RH SR, TEAETREH T AN IR P H, B 5 | LERH

RULERM., 2 5FRARAAT ., 2 5RHRARATE, RETAXREH GRER

R 1 BT R

AR A 7 2 B R TG s AN R S Bk R
TRJTT B A BB N, R L B 2 A i B
Ko FE R K, i HLs e s hn S 800 H
B RE R4 5F . dh A, SEUSE A EE (gross
domestic product, GDP) F[&%. FRH AT 4 R E 1T
R, IS ANEFES AT ESIN BRR, KA b
Wesh 3 E A P4t T Frsk R e, 20 M R A AT
Jo R RN SE AR AR AR, XSRS R A R A A B
M. 32 Bl 5 Al QU B R o A B 43R A i 22 )
S, A SE Y B 52 B BUN S BB 1] F2f R 5t
A E AL, H AN RETE 2 T RN R BEAAR B il B 5
BREH KA ToR, 5ABEZM LA 2, £
JETE I 3 5 Rl QAR O R SR B 5 AR A
WAL T, T A SR TAE & ST 0T
YN

BRI AN 2 SR AR 8 2 v [ R AR 5 5 gkt
BRI & 60 315 S IR 2010 4F [ AR J5 W i) 4 4 )
FW, 1985~2010 4T /AFM J1 2 FHrEE T %, Wi4FE
NWLA 33 T 7. ) 5502 sh e ) AS R RE BE R A1,

B8
fig i
mTOR
PGC-1s

2010 “FAEIK S J5 RIKTZEA TR 50 2005 4F T F%.
BAE N /D AR B BE S 2 R ka4, 2010 423K
E AR A LI 32.1%, b 2005 4EXEm 3.0%;
HEBE AR L5 R 9.9%, L 2005 4EH /I 1.9%; > 1L %
PR OB PR A AL Y M R R B .
A RS AL Y JE R [ 4R 5 35 AL 6 PR S RN A 1 T =X
HELZFHER K, B EMRIGHA L e H &2
CHA AR RS iz, P8 2, 28K 31.1%W RAe
NEF SRR, Bz B RTEshE B Ik
ELE M EFEARKEE | AR S dHE A E K0
W R E G ShE e R R A R E R AP, Wi,
BN B Bl 2 i el K ST B R R AT R B A 3
7 =K.

ARG IR T 16 Sh i wR E IR A K
RGBT, (EAT AR E I sh X e AR AR HL
il . R T TG S X LA AR5 %R (Basal Metabolic Rate,
BMR)AI . AN [HA T 1 2h 7 SO 1E g i 5% Ak i)
BORSHUR M AERE. Wik, BWihs sk ae g
(A FH 5 DS ZEAIL ) S A5 0l E 2

SIARR: MEF, BAE, M7, % Esh5aea Rt s g, Flasaii, 2015, 60: 3078-3086
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1 ARLEg) 5 A RE AR5

A4z ) 5 T s g (SR T 2520 ) 2 ko e
AR AR XA R s s UL SCEkGE,
KU FpEE ] 200~300 min &SR A Fiz sl AESL
PR Al A AP R A B ™. A5 RS B T
BRAC, Wl AR R ORI L, 7E 30~120 minfiz did
T, Bl s st Rl A I, A Ak 68 L ] 34 i 1
. Miller¥ NUU% B, 0 RPN AR H 16 3=
543 (heart rate physical activity score, HRPAS)# &,
XTI | IRE SR, . B AR A AR
FEPR RO BT, 2010 4EHEFE AR LHEUR W, Hizsh
SRR BT, A 75 minf) 9 B S S A Y T
8 150 minfBAREREZ s, HLiXFhiz sh (e ik fid
JFE Ak 25 J2: DA A AR 0 T RE A At A S T ) Y
ERW], 300 24 M5 AR RE AR N 3 o xf B2 . /Niz g
7 F K58 12 3 4H (low-amount, low-intensity exer-
cise, LALI)(180~300 kcal/¥X, &) 5 K, 50%H K%
Auzdhm ). Kizgh & JF IR iz sh 4
(high-amount, low-intensity exercise, HALI)(360~600
keal/AR, BEJH 5K, 50%i KA i 5k ) Flkiz
ﬁ]%ﬁ%ﬁﬁﬁfﬂéﬂ(high—amount, high-intensity ex-
ercise, HAHI)(360~600 kcal/¥k, & 5%, 75%H K
A RIZIME), Zid 24 BT, 3 sshd
F14) L 1 R 42 3 A I 25 M 0 AR (P<0.001), fH 3
A3 Sh A Z 1] 9 TC i 3 M 25 5 (P>0.182)!"%. H it AT
W, 50%H 75% i KA A RIZ SR E . 30 minld (3
H T332 ST R 1T 30 min)iz g nT DA 2k
A QI H .

KT iz 35 e AR AR (B 5T 2 4 b T AR
N, R ST LI AR AR AR D, o
Ji PRI AT 8 A AE 4 Q8 28 AL AE AR B & 2R R
T AL K. R BAE NS BUAE N 2R 6 TF 5 8,
WF5E S BB Sk JUL w8 2 e (s e 91 451 6 ) T AR AL
1% Ak GIE 2180 635 20 75 R BUFE N 5 BUAFE N IR 2 57
(P>0.05)!". I H., JBEU 3k IR R 1k A 48T 1 1k e
AN TRV 5 22 o e A R B2 A (P> 0.05)!"),

KT HB 5 E R E-ROCR B EAR
Z. R s EE LR, &8s shaidifH
YR~ ERE B I #E 5 MR 10 A ] O T i T s 3,
ARER—K2AMIH % )5, TUEARNEMERE
IREERCE, S o BRGSO )
SCHTRH 1 2R ) T LAKG LA o i, 5l — KN B

HTHAERG . JTEEARE, RGBSR 2T H A
%773 (concurrent training)3Z 2| T 5T & e, X
T2 G MV SR AE s Re A . AR . #E AR Tk
IR AR A O 3202, Lundberg® A5t 10 4%
B (25+4 X)) FEAT — M0 e OG5 i LA 4802 Bh 255 Bt
BHiz 31 (aerobic and resistance exercise, AE+RE) I 4 .
5 — 0 o i LR HE AT BT BH A2 Bl (resistance exer-
cise, RE)JIIZk. AEGZ B [H] 2 40 min ., iz 3l 47 50 B2
47 60 t/min. f KU 70%, REVIZAEAEYIZ: 6 h
Jaittr, s 4 itz , B4
7 KR E By 1] 0 -8 0 O Rtz gh). 45
I, AE+REH Ik UATREE N 14%, REZHIE N
8%; AE+RE 4 i A ) UL WL £F 4 & Wt i A1 (cross-
sectional area, CSA)HHN 17%, REH N 9%, FH
AE+REIZ5 LREVIZ5 5 RESG LA A, {HJ&, RE
5 AE K Wi Fh 41 & 2 3l i fig 1 s 0 AH S HIL TS
BRI

2 sgh Gk e eI

# S RE AR R VLR IR BE VS FE R G, B
A ARSIz A f R AR AR KON . s e g A Y
R R A5G LA IE 3l RS #i TS 30 L B BRIk 80 IR0
ISR EE. o, WLAE Xt fe s A a0 &2 ma feoh i
B3 H 2 A PR 0 L PR R AR i A AN I
fime R TE . #ERERE S B & S aE RN
FERY 50%~70%, X AR 8 AR, £RIT
Liz g bl TRz ) B ER S e eI T AR
R R IHFERY 52.1%, & R ERiE 8 0 B B
HEACHNEFE LA RE R IHFER 61.5%, i LMt
filt A QU E 7 A AR RN AERY 66.7%°). 53 Ah,
WM, =0 TR 48 B A HE A S R
REEARIR, L ELO AT BEHE BT HL A il D) BE
TR BN B RE AU R = i 39.7 Hl 59.9
keal/d (P<0.05)"7!.

HHG, X1z 302 7 a8 e A8 7 2 e i A A
SEA— A, NI 3%~7.7%7, AR
R34 B AR 8% Y, AR AL iR B B K. £ KU
FEP NN, 38 S e R A R i g
1A (lean body weigh, LBW)SZELH, AS[A] B A 55 3IF
S RE AT I 25 B v i 2 B e A A [R) s, o AR R A3 )
M8 2.3, 1.90, 1.6 A1 1.1 kg. KoshimizuZg AP T
81 4 HAMT B iz o b (R 8 (LBW) 5 3L Rt AR igPR
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(BMR)WJR R, Bah i B HGAAM . T, Bk
8, SR KB, TEA R A H P LBW &
SZIMBMRAY R EL R &K, #EPEM 2 ) 5L (I BMRHAT,
B E AR A R . (A A B 5T ke B9 A 1 n
2.2 kg, i E AR EACHIR B B P, B 5T
45 5 22 S ORI DK RT e 5 ISR B B WD 46 AR B K
Vo TR TR R S R A OC. AEHIRE
B A AT LAY B4 v e A KO, i e =
B VI SISO PR J5TR (gt BRE [ 850 AN T
3 isdh S E IR

WF5E R W, iz B 3w 58 Al A0 2% 00 ik 12 ] g
SRR I AT %, 070 175 B8 4 (mam-
malian target of rapamycin, mTOR)&H: Ff— &M H
14 AR P WL B B % LAY mTOR J2: B
RYY 22 R 75 2 R 28 1 e, FLAR 5 B BE A2
BUELEE b RS 2 SRR BRARMENLEE 3-1%
fiff (phosphatidylinositol 3-kinase, PI3K)- % [ ¥4 /i
B(AKT)(protein kinase B, PKB/Akt)-mTORFJiT ik i
B(liver kinase B, LKB)- If H g 1§ 1k &5 H ¥ B
(adenosine monophosphate activated protein kinase,
AMPK)-mTOR(5 5 & 20 A — i %5 40 A £
WO OC, FEESAERKE RS REFEERK
A 1(insulin-like growth factor 1, IGF-1)3ZHE, f5—
i %55 0 i e A DA DG, AMPKOE 40 i Y fiE

mTORZ: |55 M B IR AL fS, AT 2 4%
TR, e A AR IR IR T 4ESS G
5 1 (4E binding protein 1, 4E-BP1)FIAZHH{AS6 & 1
W ( p70S6 kinase, p70S6K1)P738 H A% A 1
S6(ribosomal S6, rpS6)JE A% A /NI 3 40SHY—~4H
B Sy, HAEPT0S6K 1 B R 1k J5 nl 3 im 2 (1 5T 1Y) &
VeIl RE; 4E-BP1 & H B AW B R kW T
4F(eukaryotic initiation factor 4 subunit f, eIF4F)H1—
A RelFAERI 255 8 H, 2 4E-BP1 SelF4EZS A1,
SR EAX AR YR IR I 4F(eIF4F) B B, #E M
RN AR (R BT (HY 4E-BPL BEEERRML)S, W
FEAR T S elFAEM 25 S AR, flRBR 1% 8 1 B i 4
il 7.

2% kL A f# 18 B¢ 2 1 -1(uncoupling  protein 1,
UCPH) SR AA ¢, 2r @Rl b &Stk E A,
2001 4%k FAENature Medicine - 1 — 55 SC 2} 18 A
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FRelF4E-BP1 R:R P HEVE /N B(Mus musculus)PR PN H
T i 0 AR T B AR AN BUAR Y g 7 o
(] Fof 2 2 R /0N B 265 v DR AR AR 32, /)N LAY
JIE 7 2 23 B A R T A 0 2 AR R, O B
FIKUCPL, SU[EmS, MRS H 2 b i A AL i
A B8 58 ) 2 ARy B Bl 75 A TR F- au(peroxisome  prolifera-
tor-activated receptor-y coactivator-lo, PGC-1o)Z& ik
WHF, SLRRNAEY G SRR, &
PP 2 9115 T L 3 00 g I 28 i R A s F o a1 P,
FESRmTORE &%) 1 (mammalian target of rapamycin
complex-1, mTORC 1) AJ LA i B2 1k 4E-BP1 1fij 1l il
HINfEM & ¥, 384 mTORCI-4E-BP1-UCP1 {552
[ R anfe], iz 35380 4E-BP1 (WBERRILXT SRR
(Irisin), PGC-1af) =& A fM1EH, HEjid R WLk
iA.

B A BOE B A ALK B-AMPK 48, AMPKE i
R G A6 AR M, O 20 A N Y BE R Z A
LKBJE — ' 22 Z W2 /75 2 PR & N, LKBYERE &t 78
BT T DA BB R TG fE AMPK O

de SouzaZE ANMIDL 42 HIEMEWistar K B (Rarrus
norvegicus) NLK T %, W5 — IR 2 VEPUBH (strength
exercises, SE, 5 41, 10 ¥XAY 75% 1RM(one repetition
maximum) 7 faf) . 45 % it 77 (endurance exercises, EE,
60 min 60% )i R HLH) . HTBH+A A ) 45 2%
(concurrent strength and endurance exercises, CE, ™
Ffiz sh & A)iz shia RIZI L 2 hif L BUR H, mTORfE
SOl 2 A AH R RY 0 G (AMPK T Akt-mTOR-
P70S6K 1), #R7r ABERR L 5% 8 A& & R
AL R, G55 R SX IR, 1285 2 h CE
Hp-Akt/Akt LRI T 87%(P=0.002), HiAth 4541 iy
RT3 0 i AR Ak,

Wang%: NI 10 Z R E N7 B, 3 1) Wit
FEXE, W T AR 2 hEAE B8, 65%K
RS S ) AR AU 7 -BET A & I Zh (T T, JERH
¥, BAHTHN 6 4 70%~80% IRMI 5 i i2 5l % mTOR
fE 5B, 45 R R A A 12305 1 3 hiy
PGC-lou. PR R It S0t S0t 55 X 35 s G140,
FIREEA Y mRNAZRIA & T4 JFOR Y 2 45 {HmTOR,
rpS6-1 FFANAE A G5 A A e 28, i B4 A I 2k
51 E mTORE B 4 H FE [N (cMycHIRheb)mRNAZK 15
s PRAHINBIUT BERR LAY AMPK, AKTS57E15
a1 AR B LRI UL, A AR RE ) I 2R
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mTORSE 538 B2 WA AL T 2E B B, fAAEE T2
v T W 9T 5 HR R 1 ) R
4 B SIRDICH AT

PGC-1 & —JHiaG A+, BEPGC-10, PGC-1B
FPGC-1 #1335 BhiE 1L F F(PGC-1-related coactiva-
tor, PRC), FERIKT W FLRKMAHL, AL
R FER P, AYUae LA RZ AL, A
WA A HAFR . PGC-1 W] i 2 sl 255 iR 1 £k
LIRENG LY/ R | = R e et A Bk BN =
20 1L A5 2 R RN US| AR R LET 4 e g3 21047
i 1 A € A 145491585 22 A T T Ok R s B R A R

iz 238 ok 45 R b 26 B 1R W (calcineurin)®”' | p38
22 S35 AL 5 1 88 (p38MAPK)PY . AMPKPY | L
F ST DK FIEPGC-1si s, — KA
M1z g M W iz 3l 3 0] B PGC-1a i) 335 UL K3l
i BT B A 1 1 E PGC-1 o % PR3 B BH I %5
W REAE HEPGC-1a iy 335, I H A % i 1 At B Il 25
X F PGC- 1o 2 35 T B A & I AE FHPO. ey o 8 i)
OME I 25l AT EPGC-1a iy 23857, — W & tkis
PSR 0] 32 2 19001 ¥y i 25 4 i PGC- 1B Y ik
A S 3 IR AT LI 2R X5 T PRC Y 2R354 AL 2
B gy,

PGC-1o 8% H g iy 2H 23 14 2 12 4k i 2k i
A8 W5 20 21 43 S 1 €6 8 Bl 4 21 (white  adipose tissue,
WAT), B fgliZH 4 (brown adipose tissue, BAT)AI
AT CR ) IR T 40 Y. WAT % L)L =B H e
RS E R E, BATEEZE T LR
UCP1 A= HFHAFERE SR I/E. L4, BATS
SR SRR BRI R G 00 R 2R U,
VAT N o A ) 28 L% A 4 B U 40 L — A, E R
R IR (cyclic adenosine monophosphate, cAMP)J
R B IKUCPL, I H AL I R 4 58 0],

B URE R HEPGC- 1oy R Be A2 #E K2 T H g
i LU kR L™, 3 s shin, B e
PGC-1au 35 35 #7531 1 B 52 i 7 2 LN UCPI
mRNAEAIN T 2 4%, WA @RI N UCPI mRNA
BT 25 A%, TR R IR AR, U
WURE S PGC-1a iy R AR E T 2 T A ig il 4t
bR G IR T B 55 AL R TR PGC-1a AR 38 5 1Y
ME—E, AT TR EF A= BN BRI PG C-1 ik PR B /)
BT T M 5 MGz sl, 185 B2z 3

J& 2, 6 F1 10 hEUAE, A58 & BEF ANz 8l )5 6 hify
A G IR H S kR b e B g, KA A Al
175 0 S 1 €5 0 7 1Y UCP T mRNAZY 5138 i 19 #17.5
i, WiTEPGC-1ouil Bk A9 /1N BRI A X A AR 11100,

B E AT E KR ILPGC- 10, J5#& ATEHE
HF o+ W B2 3% 85 (1 45 #4951 5(fibronectin type
III domain containing protein 5, FNDC5)A)Zf#, b5
FNDCS £ 1k P # 5 U) &% A48 Sy — Fh B 19 % X ——
Trisin™®®). Trisinds 55 %2 (1) A 427 D e it 42 HAE A oF
o g W5 ) kR g W7 5 4k, SRR A @i T <
A 167 - P Trisindf BE, /N EREY @RS T4 K
KUCPL, FRBLHAF NG AL SURFRE, FEREE ERE
AT RGN, A ER e AU G O R
W T #e ik 4 K FNDCS Ji, IFHEAYFNDCS mRNAZ
SKBAHN 15 4%, 3K MW Irisind i 3~4 1%, /INEREA £
AT AN BRI, PR 45 B #R A B0 B
PEEME. 1 diE, K TFEABIHZ M UCPI mRNAK
13 A%, &R JE IR AR @R i 4L ucPel
mRNA A W] 57254k, PGC-1a mRNAWA B W i1 7
. KRR AL 2R TR 3G 1 AR AR Bl B Y
UCP1 PHEZ 4% 08 Wi 40 B 69 386 . DRk, HE 0 49 26
Irisin/ZK V- 093 NAE T T A @ lg i 2 ks fl, &
FEIAMUCPT mRNARYF A, 185 ek 5 AR E )
C57BL/6 /MR, 38 3 s 5 7 AFNDCS, Irisin 34 0
e R B B /N UCPI mRNA L SEE I8k &
INER—B, (RIS b A A BRRE DG PR FRak B . 7/
AR N3 APLENDCS Wik, gkl 4h)s, 188
UCP1 25 fE FFEAR. PR e Trisin iz 2h 5 2 1
JE W AL 2R b i 7 v ) 0 75 R 10,

JULP A= KA ] 2R (myostatin, MSTN)HE B B /=
18 1 7% AMPK-PGC1a-FNDC5 & 1215 5 A (g i
HARR AR, MSTNEE H R R /N BUIMSTN ) %
PR WUIR K, BE WG BRI, MSTN/NRAEWAT
R HBATH R, 0 T BATHAE N, A 15
UCP1, PGC-la, K 1o Jig I 240 ffl (beige) A #r it B
Tmem26 FCDI137'. K340 A i 40 A A 5 1 2 e 1
WL W B TrisinBR Bl 1), B 8% LN MSTNZE IR i B 5 350
AMPK 2 ik 18 /2 £k 38 i, 3 17 33 PGC-1a Fl
FNDC5!Y,

Pt 28 #% ) FNDCS5 3 35 9 PGC-10 35 ik /] 5,
PGC-1aEH R BE/NRKIGFNDCS ik [ K. RNAI
S FNDCS 5 bR BEAR T G 5 PE i &8 32 I 7
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(brain-derived neurotrophic factor, BDNF)/K~F-. i
B BEFDNCS B8 B, 752 Iisind I, 5%
BDNFAHI T it H AW R 47 8 B 5k, X Su 28 1 ik
THE KR, A A 1% . PGC-1a F1 FNDCS,
BDNFEZ [i] {5 227", PGC-10/FNDC5 {5 5 %15 5
T i BNDFER A, IS5 21T B il (9 6 i
THFER AT

HHEr, X T8 gl & 7 o028 B 8% U Irisin R 28 A
Hlrisin/KFEIAH. AN 3 A ieE s 5 K
Irisind§ 1 65%, A A4 10 JA A it 7 U 25k (55 A 4~53K,
B 20~35 min., 60%f K HE A R IE ) J5 116 P Irisin
KT RN T 2 A5 AR E—R A
iz 3l b IrisinZe ik, (HAK W12 80 1 Fi A ol 48
IrisinZEik. Z2ME3) 30 ming, JEH Irisin/KF i 3
A, Jf H 5 = ## IR 1 (adenosine triphosphate,
ATP)/K - IEA] 5671,

26 2 ZiRH (45~60 %, 13 4 1EH MR AIE # 1k
&, 13 AR . HE . BRI TR 4
W )12 FRE+AEL A INZRT. 12 BT s
HBHEAT—IK 45 min, 70% 5 K HE A 2 (VO,max) i Stk
2. BENPGC-1afIFNDC5 mRNA R EAE, 12
NG, 3% P& B mRNAZK V-3 52 5. 163
IrisinZKF-7E 12 JUIZRSS AR, (H2 2tkE 3 s 5 m
1.2 fif. Hofth—26ff o8 A 2 aE", 78 —mixt 5
PEZIFE W, AR ET 4 Nisgh T
(1) 1 hfifss A FB 3N (AE, 50% 5 K Hk 4 it s )
(P4, n=17); (ii) msREERHBTIIZE 1 IR(RE, 5 41, 10
K 1ORM i B A XA B 56 775 it Ji& BH 77 iz 2 ) (75 4F
n=10, #4En=12, 27 %vs. 62 %); (iii) 21 J&HA & it /1
YIZR(AE, W1URIZ 058 B JC R B o B ) (B A 2 K,
HI4E, n=9); (iv) RE+AEAAIIZRGS 41, 10 ¥k 10RM
SR FEE 1) LA JR G 9 it R BH D742 3, B A1 iR 2 Bl
R TR SR B A Ras g, B 2 Ik, AR, n=9).
1£ AE, RES{ Z RE+AEJ5, PGC-1a, FNDCS5 . [fiL i Irisin
GIEH B E 8L, H—IRREfG, H4E4PGC-103
T4 4%, ZAEARM 2 4%, FNDCS mRNA{FEFH4E4H
Whn 1.4 4%, ikl W, AEFIREY A GESEPGC-1a,
TrisinfC I 5% 09284k, (HAESREMIL A % 0
M) gkt 4 38 300 5 0 AN T A KR T AR 9 (Fatnay)
1B E R B BPGC-1a, IrisinfR i 8 1% 19 A %07 X
WA TFIRAB.
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5 isghShe R CHETEIE o R

HAT, 2% 513 K& IR A SR B R
P& 2 LA W 2 L RATTE . 38 Bl e 1 fd B 7 24 5
FE 23 RV Y /5 B2 AL A SORE R B i RR A B 5T
G E R BRI, E— 2 hnsikas sh e ot
falt J3E B 63 95 05 1 LR ATE 28 R EG AR AT 9, a7 DL IR
] RIEREEHE L B o 318 S R, BB E
Rizsh i@ & F#ie S, e RES . B,
Nz FESE iz s BRI S SR I U, 7F
DL LA 7 1 JF R 9 TAE.

(1) ARz sh 75 2 B fe Q2 52 .
Hr BRI ol A BEFER) 70%~80%, TELIEF
Xig s SReREMIE S, 24P e s R e
THAEAY Y S5, TN T i B0 8 RE A A I 5T
AN, KNz Rl ) a2k ) 6 Em AR
B RE R R R AU S HALE AN TE R, AR
iz B R SR 2 M2 A B i B 2R AR RERE 2
iz i PR P e R R R LA b, B B RE
PR = AR LV AE, (AR — 2T

(i) BEhxRERACHI RS A2 . BE R F
i H e 5 e A SRCR AN I, B s e
THAERE T 512 35 A4 AR BT 0 Fa 25 B R Ak
B SHRCR. ST 18 s Bl 5 AE AR B i
FEFZ, A A 5T 3 R 3 LX) g AR i AR A G A
PHYE T ALE, S A B P AR JRE O 1 AT g 2 A 4R
SR, MO 45 SR A — 3. KA A Ak
B BEL 791 25 %5 B 2 01 G AR Ak 00 < 300 5 ey ke SR R
B, FTIRABESE.

(iil) B KHE W E AL (Faty,,)is 3k I HF5T. 1k
FFRAR . B AR 5 2 el 20 [ -t P BE 2 LA 15 4 AL
KRG, J5 & T A5 08 55 < P (regain)” L 42
FIE. 1B sl 4 5 3551 T RE 37 ik 1 4801k BB T i 52 i),
e KR W FAL R TE— 2 B 1 i AL A B K A Ak
JIg W5 7K. W 5 B KR W S8 AL (Fata,) 38 3158 B2 X6
BRI R @SR s S A EEE
X, I, Aok el W Fat .08 3l B T GE AR
ASTHFE) . IR A SEUEF 58 1 2 2 A s — s
19 1) H A AR A

(iv) Zsh 5EEMAH . BB ALCEHE Y (5 58
BT SY . iz 3h 5 RE S R A B 5T 32 B AR TR AE R
ARG B 8 LA 8 5 40 ¢ 19 mTOR A1 PGC-1s 46 157



iE R

=N S RGN B S V€7l A Bt B O N
AR 7 A B LV 39 (5 5 38 B A 2 2 P FE AL
RS IR RGE S EB AR R R R 5L
50 IF 52 PGC- 1o 7 iz 2l 2l 3 Jigs & 2 K HT (insulin re-
sistance, IR)H & ¥4 & T AE A, {HIrisin#1PR(PRDI1-
BF1-RIZI homologous)lfi & 16(PRDM16)3E K
i [5 S  FAH G 1) S AR D7 20 B s 3R OF R AT, M
DA Ut BH B A C Oy 3 i 0 o — 1. a2 3h S5 iR AR
& WU TE 1515 5 38 B A 58 X R TR 3 2 B 1512
AL B A AR .

6 lask

(A= N]
g5 BTk, A SGHE i A 6]z 3 7 200 i A
2 | iz 3 SR RE R 123 5 s WU

W B SRS ST, PRI T A R
AE A AQ A 42 i AT 5 S8, (FLa gl o e i 20 21
e B S B i I A A A e A 1 AN B

ARSORAERF INBHE 2 BCE 513 e ARTHE 2 ik
T B0 (] MR T A A ) AP AR A SR L 4
Goea. o B, ATl R AR
AARSC R U S A AR 2, oy T8 [a) e 52 [ 1
AN Tr) A1 2 B H 3 I 5 v ] ) 22 R A R A2 2 A
PRl IG5 R 143 3l B A 9 iz 8l i A 5 £kt B D T Y
PR ) ALK R A 2 A, 5 AN W2 0
FEAR DGR 2 ) R AT FAT AR e 7R SCHR 3] A ) A,
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Energy metabolism disequilibrium has become one of the worldwide health issues. Regular exercise can improve body energy
metabolism, however, how exercise modulates fat and energy metabolism through the cross-talk among tissues and organs is unclear.
In this paper, review of the progress in exercise and energy metabolism was summarized, including: effects of different types of
exercises on energy metabolism; exercise and resting energy metabolism; exercise and skeletal muscle metabolism regulation; exercise
and fat metabolism regulation. In addition, some questions and potential solutions of exercise and energy metabolism were proposed.
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