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Research progress on the mechanism of exercise and

metformin in regulating liver lipid metabolism
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Abstract: Abnormal liver lipid metabolism is closely related to many chronic diseases, such as type 2 diabetes,
obesity and cardiovascular diseases. Both exercise and metformin can regulate lipid metabolism by acting on
different tissues and organs, which are effective methods for the treatment of chronic metabolic diseases that related
to liver lipid metabolism disorder. Exercise has been reported to decrease lipid intake and output, reduce lipid
synthesis and promote fatty acid oxidation in liver, and metformin is effective at controlling glycolipid metabolism
by inhibiting hepatic gluconeogenesis and lipid synthesis. They have synergistic effects in activating AMPK
signaling pathway and promoting hepatokines secretion, while they show antagonistic effects in regulating
mitochondrial complex I activity. Thus, the molecular mechanism of their combined effects on hepatic lipid
metabolism needs to be further studied. The present article reviews the main mechanisms of exercise and metformin
in regulating liver lipid metabolism, providing new ideas and strategies for the prevention and treatment of chronic
metabolic diseases.
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JHRERE AR 2 i 07 S A MERR SE N L AR R AR 7 B0
%, JEAERE. BEIRHE (diabetes mellitus, DM). JEiH
¥4 AR 7 B (nonalcoholic fatty liver disease, NAFLD).
O L8 P99 (cardiovascular disease, CVD) %5 % i
PO R R &R U ST, 2011 SRR E A
R SRR R ik 42.3%, 2016 43 E NAFLD
Bk 2.4633 42, 2 2018 47, JRIEWE R
K LAY, e i RIS 2.9 2, AR
ORI R BB &S 18 PG B s K
G ST NATTR I R 3 s ™ B 0P Jg by, (RIS 4k 2
FRgUikiE P

1285 = XU al i@ AR T A R 2 8
BT IRACH, IR T 2 M A ZR G 1R A OS5 TR
fras7 Y @aifEALRIER . RRA. 5 T4
sz ey i e Ak A IR T A R, PR
M AEZKF, S FFAE AR A U — RXUIRE IR YY
B IR I — 2254, BlE NATTRAHZ 259 AN it 5t
RO, BRBEREME RSN, R B PR U@, DI,
TG AR EEZ MR, — B AT«
2y N YRRIE, B XUIR R AT AT, A
25 JFF 0 MR 5 B A B 5 20 A 0D IR R R 1
B Tiaghs = XU 2 o I ERR AR & 5t A
R 77 20, AR B P A8 SR R R 2 T T
AT 200 A S S AT 2508, B EIR AR
FOGE R AU B 7 AL, B A LR 3R F AR
JiaIT AR IR AL IR A .

1 FRAERERH S8 I8 MK

JH I A2 1 428 A5 o AU A B A AL, 2 5 iR i )
B R CA S I R RS BT o TR B AR 57 1T 53K
2 1B AR R A, B AT (g BE 5 A
NAFLD & e I A5 A 25 L 51 A2 U S ot HE AR 1
LR VEIR, R BIRIAR B BRI B Al
NEWIAA B, Ja 6 A0 S o AR RS PEAR T I 48, 1R
$A B PRI A R e 0 XRG4 v e vk, 2 AL IR
J7 (type 2 diabetes mellitus, T2DM) 3 1) & 9% HL |
MATERE, WZHTIESE, MR E SRS ARG
% R i AR 2L 2 5 2 T2DM 1) 3 R
", T2DM 5 NAFLD fEE&#IIEL R, #ifik
WERIL, %170% (¥ T2DM 2 [Fi 45 NAFLD!,
T2DM % 8l NAFLD. FFEAL 5 FE 2 F A 1Y
TESRERTT IR, P25 A (H 25 HH B0 HF U A A 25360
I 3L [F] A7 4 i % K BT (insulin resistance, IR). IfL
5 R R B R 2 A IR J& T2DM 5 2 (195 BURRE

Hrf IR 15 NAFLD A ", F e, Ep
PR, 7R IRAEFRR, Mg 5 30 I H 4 o 1
PN GE ST PR, (07 AR (free fat acid, FFA) Jf
I AEE Z =B H W, 5% S NAFLD
MR AER R P, Bk, Bk (I FIESE NAFLD
K50 M A 9 BB XU 2 TR) B LA s FUAH oG 1, 5F
M7 TR PR T AL AT IR R SR (R 2, T A
H%EZ 5 CVD Kk B,

2 EEIXIATBERE S RO A T 1E A

2.1 EEIFTATARRE BRI RIS

JH WS\ 1 I 7 18 3 225K R 7 2L 2R T v
Hh =g (triglyceride, TG) /K. K40 R i R
5 1t Bl B W5 2 % 12 25 [ (fatty acid transport protein,
FATP). JIg Jlij 2 %% 13 if§ (fatty acid translocase, FAT/
CD36) i#5 Bk NI 20 A, Hor nl 2 4 M4 B sk
No WEFERM, 123 il i PR IE FAT/CD36 )
Rk G, MENEPERKEE . W Linden %5
W RN, iz3hfe % EACHIE FAT/CD36 2 & A8 1
JFET i JoT BRI S N D2 5 DT % e FFE Pk i Joia A 28 A0 IR
Ui A% M. Kawanishi % 9 B 58 B, 4F RS 1 s
U5 FE /N BR B2 12 3l 16 J]J FJIE FAT/CD36 mRNA
AKPFREAR . S5—TJ7 100, I A %) I ] e e 8 Je sk
EAE R AR, 120 R 7 A T A 1 1)
% B2 g B 1 2 AR AH G 8 1 1 (low density lipoprotein
receptor-related protein 1, LRP1) [/, #F7EEMH,
KA U 3 vl LG 40 LRP1 3Rk, M
AR R P AP o FOEL i I BN 0,
2.2 EEIFTATARAE BRI RS20

JH R R AU B S G B ) R S & G TG 5
TR I 73 i mT o 4B e it R =, i 8 JH- 4 e v
WA LA#EAT TG 5 5 W7 B 1 M Sk & e 40 i Y
TG W53 fRAE NG b AT, TG 78 Hr 3 =18 i 197 1
T R T 7 T A P et A T B R AR R
A RCH R TBUIR R B i 17 R 5 e 2R AR JE
IRITRAK i Ik % #2 1§ (carnitine palmitoyltransferase, CPT)
AL 78 G NG REAR IR 5 e e, I 34T B AR
o & B AT R I AE I N e A D I A S TR A
24K (peroxisome proliferator-activated receptor, PPAR)-a.
8¢ PPAR-y /K1, #Rm &Rk SME CPT-1 & &, 2
TR B R o BT e R P o A R R PR AT
53 f R 2 5 2R AR T 1R % DA 5% . PPAR-y Bl Bl
LT 1o (peroxisome proliferator-activated receptor-y
coactivator, PGC-1o) FJ I8 ik 4 hin 41 fifg ) 4 ki ik %5 H
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HIREARAEEY . At R CHELPAEA
RGN KA. AU ARE, 12307
T PGC-la HI3RIE, $EmZhiiRigtE, (2t Ne iR
Ak, s AR R P

JHWE & k& B TG I F 2488, SRS
B LIk CoA R ALEE (acetyl-CoA carboxylase, ACC).
fig i B2 4 [ (fatty acid synthase, FAS). f# i B 4t
A EHEFIHE 1 (stearoyl-coenzyme A desaturase 1, SCD1)
EHZMENZ Y. a3l 2 Mok e g0 g
Ji - R, Herp 42 i AMP 0 8 BN (AMP-activated
protein kinase, AMPK) 7 i IFf (1Y) 32 1 5 3 1 22 i 3=
B A. AR E, 183X AMPK B E0E rl
#il ACC ¥, (IR ER & b TG S &
fe B [E R A o b 45 A 85 1 -1 (sterol regulatory
element protein-1, SREBP-1) /234 /i1 ACC. FAS. SCDI
Tk, WEMENIRA RN EZEEA S, @ahiEn
I SREBP-1 35 V£ 8 715 g 7 B2 & &, A BF 7t
&, &35 BT SREBP-1 7K ~F B&A% H AG i & 1%,
RN S 1 =1 v e by 1A B A R DR o i)
KK F- 21 (fibroblast growth factor 21, FGF21) )3
K AERNH] SREBP-1 3% 14, )/ i R ) A5 ik %7,
AL, TR G Y RON Te 45 & B (carbohydrate
response element binding protein, ChREBP) H. A ¢ it
ACC. FAS 5 SCD1 KA MEH ™, i@ahdrlisid
Y/ BFAE ChREBP & &40 TG &k B
2.3 EENFATARAE B 9 i B S

TEAFIEAH, TG 5#i85 A (apolipoprotein, Apo)-
JOEL T e A B 8t T A 4 B P 5 DY) 2 2 Rl A A1 %
Jig % [ (very low density lipoprotein, VLDL) Jf- % i
AL, HHFFEARIE, 12309 i E VLDL-ApoB
A1 VLDL-TG 43 4 {# 113 VLDL S & g b B4,
WEsE R, Za30HI Y VLDL f 5w 22 T
B T IE TG & & i i VLDL & R
YRR ™, B—J5m, fF VLDL 3k fEd, #
PR =T H 2 5 5 (MTP) AR 56 2 2 Rt 1
W5 B 5 ApoB100 4 &, & 148 VLDL 5 il i
REZEEH. ZOTAEY, B3]~
MTP ik, HHIAFIE VLDL 43 4,

3 ZHXARAERER A 1E

ZHOBUIT (metformin) A& H BTV J7 8 R 5 1) —
2 RFEREZGY), B Werner #1 Bell T~ 1922 B k4
G, 1957 SEAEREMS BT R o i B IR B E BA B
MG HE R E AR, 3T 1995 FAF N

W25 E e v Bl B KA LOR, UMK
HABERENCR RIF. AR, BIE NS R
T3 A T S Bl 9§65 97 T2DM 1 3% ) — 28 4 i 24
Yy, RN AL Y)E R, g
= FEORUICEE 248 1 o 0 1 AL 1) 8 32 0, R STk
B AR A PR, 3k HAG 800 4 5 1) 2%
R, XSAERE. NAFLD. jeRzH KR, 2 3
GRS EEGAE e hE S5 MR A B AL B AR R
ﬁ‘}%j} [2,46-47]o
3.1 {NHIERE

7 FROGUNICH ) FEF A0 S AR A H 245 BIHIE S,
JHF PP S A 0 B T T IR 2 e v, X RT RE A
PP XM 2% A PO g SR AR 0 SR R 2 — B39 e e A
se b FURRSE AR o e A ) ) B SR R Y i
T, WL s A A AT, O HRE
e HR ) T R . R XD ) P 0 S AR AE
WD E BN, SKILERERCR . PR R -
XM 1) 26 0 Rk 52 A4 1 3& P, 8 B 6 2 IR 17
(adenosine monophosphate, AMP) £ 22 M\ 17y $111il] £ H.
IR IR (cyclic adenosine monophosphate, cAMP) ]
A, S EUE F BB A (protein kinasea A, PKA) 7%
PERRAG, S &AM RE TR A4 0 S AR SR,
 HOSUNCRT 4 2 4 H v 1R JBi 208 (mitochondrial
glycerol phosphatedehydrogenase, mGDP) {351, 24
A0 T 240 PR AR AR SRS s b Ik R LR ) ]
B4R, TS A ™, FGF21 & a4
K ¥ FGF KK i 2 —, F LN, 2
A R AU E H I HIER 7 w7 % 30,
TEF R, FGF21 RE % B A% o 1 A o =X 0 ) PR 2
P (phosphoenolpyruvate carboxykinase, PEPCK). i
% HE -6- IR (glucose-6-phosphatase, G6pase) P Ff
S R AR DGR VE T, AT S0 A S 2E BT R
ICAT b I FGF21 3Rk 540, P41k PEPCK.,
G6pase [(3% P, FMd0RE 24 B, Bk, — F UK
I DL SRR A BN AR KE, PR OR
5 T [R) I Xof 8 75 A B ARt A AR H
3.2 HNHIRTARBE R A AR

Z XU R iE s AR R,
RO AT B I A B e 10 %, DAL S
o FOOUNVE A v 3 ks 2% oy . T2DM S5 e
wAEE A AL R A, i 2 s AE =
KU 28 g A L% TG & SR pLE], A=
RSO AT 3@t 1 15 AMPK/LX R {555 38 % 0 1l ik
ApoAS A, EFRRATAT TG &t ™, thah, =



408 B

354

FF XU AT 38 3 30% AMPK i ACC 3% 1% 2 SCD1
FEAR KA, FH I A BT A Sk A Rk, 2 T R AIG
FEF R R A BT, k2 g o7 A e, ik e A = Y
ACC 5 PEZ J i)t 2= 1 A B P9 79 T8k CoA & &
WD, ALK CPT-1 3G MEHR s, BRI — A XUNL
T AMPK [ [] B AN A] i 3 2 br 4 i 197 1R 4 A ik
2, IR kAR o fEE A B, R R R A
Heo B EIRERI AN, — B XUICAE A 3 i i 4 A DA
T HIRIE AR FZm AR AR QW , W TR, REREA
1§ ¥ GDF15 & &, HEZRE T,
i ¢H 2R, /K F GDF15 5 8 rh HX 2 4t i 40 B 7= A
S5 HE Ak, itk GDF1S /] e ZE BB VAIT T &
FEWREVER . Day 25 P BF 50 R B, — ORI AT il
I OE ATF-4/CHOP i i3k K 544 B 73 i GDF15.
AL, - FGF21 25— AMER S R T2DM
R T AR RE AU B BRI T R A, BRAAR A,
FOGUICSE I FGF21 3838 158 /715 5770, X% Fil
I3 i Js LA = A P

4 BISZHNAMAHE. B R E
PR BE A B 1E R AL

BB R UL R SR A8 2 [ Bl P BBk S 41 77

677 T2DM M —ZE T IF-BL, (M RCE XS 2 BUpE
PRI BIE AL IR L. — Lt LR g 3)
b5 WS SR A F X5 RT $2 we LA g B 2 AU
BEARC PR3 SRR ), B 3 4 5 T i LA ) Ak
i1 Ortega % ' AT N\ A4 S50 BF 90 % 30 o 4 )
JIIZk (high intensity interval training, HIIT) 7] i 3% %
AR Z FRXUNCEY 2 BUKE PR £ 72 h A IR UEAE
LA . H 2 TR 7T R Bz B 5 WU &
YEF i T2DM R Z s A&, ARuAA = H
U I 2 R 55 1 328 B 0] JBR 8 21 R R 1
S F . 4 Erickson % ) R 3 512 2 5 — H XU
FERAHEL, RtEEh A T RIGE T 2Bl
AR Ji5 1 28 W TR EDGH 22 PRI 5 Pilmark 55 % 5 4
EIZ B 25 & = R RUIFAE o 2 BURE PR 18 5 &
Je HLBE 75 T AL T B b 5+ Fil

TEMAEH LA, 12305 = HOSUNON B TR A
VR B % B IR, FIRN P E ISFET S
FEF A L L, I W% AMPK {5 508 # . I
TR F I RIE S W S RAE S 1 i
PESE (B D)o P 3L AR P L SRR A SR 2
o7~ W 2 BB A P A TR I AR AR B 20 7 BLL,
B3 6 FFF U i A 2 L AH DS 03 $2 LT e

BEARLALR

VE: CT. 1. 0. IV: BRifkEam 1. 1. 1. IV; AMP: MpSERJIRTEF; ADP: —BERRIRTF; ATP: —fiEalpif; H:
JiF: CD36: JENimR#EArlG; CPT1. HWJEEEEREF1; ACC: ZBiCoAMAbHEy; AMPK. AMPIUE R (i F; VLDL: %%
BZRENSR [ TG: HM—=MNg; FGF21: MeF4Egmpud KK F21; GDF15: K4 LEF15; SCFA: fH&Efelilg; PYY: B

Wk TG: Hh =g

B izz5 = B XA AT A AS X B9 72
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4.1 HEHEAMPKIE S B

AMPK fEW iz 2B — FINEGE, 2ieshsS
T FROOUTCA 42 FF I P A 1) SR 28, R R
FEV RIS R AR LS. BFFEER I, — IR MEE
K 132 3l 35 8 52 = A [F) B 2L 3l ) i iE AMPK 7%
P PR 2 B AMPK [ 306 F A AE T8 3 4
e ATP FHFERE N, 530 AMP/ATP LUAE 3 =,
it B AMPKa TV %5 b () T172 7 50 5 B8 A6 1M 30
BTN, 18305 2R E T 4 1) A i 2 2
AMPK #0553 — R R 0% — Uit A
AMPK FIHLHI H AT AR, ARaEEH, —HX
AT B2 AMPK B2 1k 7, oo ok 10 o) 28 it A
SEW 1, BIK4E AMP, ADP. ATP /KF, &3
PE = AMP/ATP LUAH, & AMPK' ™, i #IHF 7¢
RIL, AR E XN S, 5 ia B -
PEN2 44, Hit—25 5 ATP6AP] M EAEH, 4
v-ATPase [1]3% /7, IS ERERIEE AMPK 545,
RAEED RN T BFIE A AMPK F B R Ak 7K T
UGS 277 g, Lu 2: VU HRIE, 300 mg/
kg/d 4525 B RITFIF AMPK B AL KT 5.3 & T 150
mg/kg/d 45 2555 . [FIRERANSEERUE R, /) B 41
ffL 7E 45 T 0~2 mmol/L i 3 77 & 1) — B XK /5,
AMPK BRIk /KT Bt 45 25750 B s i 4 ey U7

1235 IS Al s AMPK R %
g AC i, HZsh4s & — W XA AMPK (#3805
A B L BBt a0 A R UICE B 2. 2315 =
H WU 7% AMPK 5, W] #il i) ACC #1 SREBP-1¢
Wb, D T e D AR Y, A E i PGC-
lo RIS FLR R EE, LLRBEE ACC/CPT-1 15
Sl R HERE R i T AR IRE, LS IR
RENRHATZEN G S - HRINFHE, HEsil
AMPK i 55 s aliiz sl RO s U 1 78 A
ek iz 2h 45 A — W IR I B T 32 iRy AMPK TS 4L
KV, FRCR AR T SO A SOOI Y kAT
N 1885 U HUICRH S AMPK i 12 1 BB A7 1R
P F R, T YA FE A RS A 7 T F B ) A
MU Rt — 2D 5
4.2 FAERHTIREF 5

FGF21 5 GDF15 /& Wi i 2L A i 42 G = AR HE
MEIHIER 7, i23h5 = U AT i 32F AT 25 i
FGF21 5 GDF15 M o 75 g i A 5. FGF21 /2 i
YA EKEFRER R Z —, EARHLAHS
SYf sk RO WURI S B AR, R - AR

AT IR AR AR T, R w5 e

A} 1 FGF 324K 1 (fibroblast growth factor receptor
1, FGFR1) ¢ KLB A& EAEH, 975557 ALK
- ), GDF15 f& % 4h A2 K [H 7 B 5% % 1 i 2
TEHNE. B DMgEHAh T ZRE, BAM
R AR A TR 2R AR e AR s M A T A
B0 A, 3 AR T R I O RT 4 A2
& A PR i GDF1S 197K ~F, i i fix 20 23
GDNF Z & o #5244 (GDNF family a - like receptors,
GFRAL) Ji/b B V)N FF FEARAR L, 1iF S = FESUIT
TEAERFAL A4 B 5~ 17 5 42 4 =2 7 10 P % 44 ) B 2
TEF B,

1285 Z WU AT LA 3 10 23 i FGF21
5 GDF15. — MK A R L2 3l ) 34 i i
fIiF FGF21 %3k, ME4E¥ FGF21 K F L7t B, —
DU AR, W] DA I BFJIE FGF21 ik, HRE®ES
BAZYFIEA R FIRERE, B35 P
42 = FGF21 RIAKFf5, 8k )] SREBP-1 J
A PGC-1a, AR 5T & B/ AR 107 1R 73 il
B, FEAEAR bR R, R i AR 1 PO
Ba 5 RO AT e BEATIE GDF1S &1k, A
WEFCHRAE,  — Rk v o 5 3B 3l vl e 2 AT iE GDF15
ik, B4INFE3F GDF15 ()& & ™, —HXUIL
A _ i # S OE R T 4 (activating transcription factor
4, ATF4) A1 C/EBP [H]{J5 5 1 (C/EBP-homologous protein,
CHOP) ik, AT GDF1S [0 ™. GDF15
BT 42 = AT PPAR-0. PGC-la. CPT-la (R IA 1R
BEARIER /> iR, SRFRAERES S NAFLD™., [A i,
1235 WXL IE FGF21 5 GDF15 1)) i
W2 T IR g e —, T 2 HiEa
WOE AR [R5 5 8 g (2 38 B JIE 7> W FGF21. GDF15
VI Reidt— B0 5%
43 XN EEEY | WEERIER

RARE AW 1 X NADH A i, &2k hL
PR JE AL EE (BTC) A sz —, 25
NADH/ NAD" &I . PR EW 1 s
RAEARAL 2 U W FL AR I AL, e Sk A
AP DR . I8 T R V) EC S A 7K il 75 AR Sk 4
kAT, H S W AR e X ATP A gl #2255 UIAE ¢,
DRI R AR S5 T B P 0T I 10 R /K i LA B 2
PEEEH. BFFRRM, BahReitmaigll. K
i 45 2 Fh AL U3 B R RRLAR AW T s b B,
FEFFIRHZA R, 8 FMK. m ffe B A 4ig 3h 3] 2
FZREEREEAY LA™ BEWRRE, 8
JE T 7311 2548 NAFLD K RHAEZRRiiA R 54 1 %
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ERE S

H35%:

PSR A ERS, KRS TG & & M. 4R
i VT AR P, SR RIE Bl AT R I 1 SR R A
HEY 1T 5 5 16 107 R AL 2R A4 A B 7K ok 28
SEah R R, BT BRI A KB
A LR 5 A4 T it B M Em P =
OB N e b i I 4 S ki 5250 1 dL| B
B AN B, AT, T HOOUNORT B A1 2k
KR E &Y 1 s, 124/F S4B —
FE SO J8 A 2 900 W SO ol FEF IO 2 i 52
E 1N, A AMP/ATP LUAEH s TGS AMPK,
AL ) AMPK {5 5 3 % 0 — 25 i) i 107 & il oC B
BE[H, W1 ACC. SREBP-1 25323 KF, /b ik g
Jo A A

JRUE B3N 5 Z HORUNEE & T B B AR v
TAFLE B AR — WA AAFE S "7, (EpE
X RFIEL AR S G T REHUE A, T seE (et it
JE TG 5T 73 M ) I 5 A= e aed e v R % S AR .
v plii BRI s R LN =R 7/l WO MERE IRV ST TLCoN
Sz T iDL WU BT RO U1l S 4 AL NS =R 7/ )
PEIOE AMPK {5 5 3 B T 90 3] Sk & BIR
Witk. w2 fir, B HEE. BIREA R
AR AR T B =R IRIE IR KR ATP, ETC X4
SRR Z, FECEMES (reactive oxygen species, ROS)

AN . MeAh, B BE I R iR AR 2R AL
MR Je /b B ATP. — HUOSUIUR] #1 i) ETC &k ik R
ETHTEYE, A ATP A2 /b, [F R AIK ETC
F A SR 8 22 10 A 1 ROS . — XTI g 417
HRE AL, MM AK. BREEE X
JINTE ATP 7E 5l J i 755 ROS 7K~F b B A 5 HifE H,
SR, IX AR PR Y B T J I 22 — I XUIR S 24
I [a] Ay e sy kAT 8, &z s ik
MR = UG ST T2DM 1 —FF B Y. mz,
BN A OO T PR LR AR =59 T s TR
IR L AR S 5 0CE BE A A 2L AT
frit— PRI,

BESRE

gi BRIk, Bzl E A AR R &
J8A G A T SR AR T A . —
e o 440 ) P U 5 2 R MR o 5 B A P A2 Ol I
P Y L O AMPK . E 1 I R 2k K
IARLRAA S S 1 VESCE AR RE QT w92 x
2 T PR T B T A g 3 7 ™ 1830
s U I BN 5 RO T RO [e] B e ) P A AR
Z5t, IRAWTFUIEE S = U B e A &
BRBTHE. WL AR S AR R1E AL, K

5

V4 ? ZE )+ BN
td
BRRABR Lk 7@ ,” I|
I >§ ,/ 1
AR N \
TR T \7
1\> Al \
\\
ol Z BRHHEEA \

g‘«\‘;‘.““a “““ \NNNNHNNOHNNNNNNNNNNNNNNNNNNNNANNNNNNNN OO \OOOOWOONONONANNNY
ﬁfw‘-"%‘VM%AUU(M»UUUU JUUUUUULUUUUUUUUUUL JUUUUUUUUWUUUUUUUWUNULUUYUUUUUUUUY
AR IR H* H LiE

++4++++ +++++++ T 8 ROS

OGO R T nmummjn! s i VA G (Gl

GRRrAnEE AW oG omPeX A LIV e UL
LREE R

N s {53 H20
i
02
wok ZHRERER
—  FERBHERE
— R
izl — BRARE
— _FREA
EE+ Z RN &R

V¥: ATP:

IV; ROS: EMEAE; AY: ZekifkfE et

=ERRIR T Q: HEEQ: H: JiT: CytC: 4Rt C: Complex [ . II. M. IV: ZRifASE 1. 11, 1.

E?2 Eah5 RN SR i B s R A2
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BT i6 5 IR AT 57 5 A O 102 P o £ 8T 1) R
PR AN NE
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