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Research status of traditional Chinese medicine on mitochondrial quality control in

the treatment of cardiac fibrosis
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Abstract; Cardiac fibrosis is a common pathological basis for a variety of
cardiovascular diseases, and its core feature is cardiac fibroblast
overactivation and extracellular matrix deposition, which ultimately leads
to cardiac structural remodeling. Studies have shown that mitochondrial
dysfunction is an important driver of the occurrence and development of

cardiac fibrosis. Mitochondrial quality control is a set of precise dynamic

regulatory systems in cells, involving mitochondrial dynamics,
mitochondrial biogenesis and mitochondrial autophagy, which are
responsible for maintaining mitochondrial homeostasis.  Traditional

Chinese medicine has the advantages of multiple pathways, multiple

targets and small toxic side effects, and shows great potential in
regulating mitochondrial quality control and treating cardiac fibrosis.
Based on this, this paper systematically reviews the relationship between
mitochondrial quality control and cardiac fibrosis and the mechanism of
traditional Chinese medicine to regulate mitochondrial quality control in
the treatment of cardiac fibrosis, aiming to provide a theoretical basis and
new targets for the clinical treatment of cardiovascular diseases.
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B, R0 Ao I () S 2T 4% 200 i 536 A WL B 2T 4
AL, 5 Ak WLSCET 2 200 B 55 U 43 05 40 L A1 ik
Jin, FEN 1 B R A H (collagen type [ ,Col 1 ) A1
R A& 1 (collagen type I, Col 1) , Hod BEULR, 2
WA TR O LA 2, fei 0 JULRLE R B O IE T BE A2
W CF 2R BB & 25— W B i 4L [
P BEMERACS , G JULREBE B R L LI 110 ) 3 98
PN . WA R BRON B ALY ], CF A5G/ .0
MR R AEFHIET- R IEIEB A BT, ARt
TAER TOTE R AE, SR, T CF R HL 2
A%, EHHT T AR AT R VBT 259 . Sohi i 2 20 i
M s T ERg A = QR Y Ca® " i 1E
4 (reactive oxygen species, ROS) A= it L K 0 it 8 T
SR R R R AR SCEAE T BIFSEIE S, BORIATE CF
o B B AR A T B 0 SO T R s
S PSR ) IR PE R RE Y, A O HILR 2 2k
KLARZN 1728 BORLAR A W) e A FZORL A B e 55, X T
A0 A R 0 L P R A 1) 2% 1) 76 R A ) RE 1) A2
E TG MR R GORL A T 4 ) o] 3 4 SR AR
FASXNAYY CF L%, WEAAAZHELR 22
K Z RS MR IL S, 1 Z b4 B, v 2 6 P o
e I B UBUR GIREES R TR NS e E P R
PRI T 10 CF, R 108 BN 7O L B 19 H
PRI, AR SCER I T 2R R B #2516 5 CF 196 &, JF A
GG T b B2 LR A T R ] T 1 CF A4 T
BL, DA A rh s B R [RI6 Y7o I8 s 4 AR 1) S
%55 R
1 ZnEREEHS CFHWXER
1.1 Zikzsh /1% 5 CF

ALK ) R AR SR MGE i Fr 2L Rl 5 40
SR, SIS K B S I RE R A e
RS 2R AR RlA 5 J3 R AR DG HE 1 45 1
P, SORAR Rl G 045 NI 5 AR R, e,
MM ZZEiHEH 1 (optical atrophy 1,0PAL) 2540k
TR IR, 2R Rl 2 1 (mitofusin 1/2, Mfnl/2)
Z 5S8R S IR 5, 2 o [ 4 1f 2L IR 1Y 58
PES S LRtk o MRS S IR TR S AR E M
( dynamin - related protein 1, Drpl ), H. 2 BB )5
SRR ZE 1 1 (fissionprotein 1, Fisl ) (243
J12%: 456 H 49/51 ( mitochondrial dynamics proteins 49/51,
MiD49/51) FiI £¢ %7 44 43 24 Al F ( mitochondrial fission
factor , MIfF) 4552 14 25 45 T 1 55 4 B SO AR S L, 5 1
TE =51 57 ( guanosine triphosphate,, GTP) ZX 5} T 3¢
AL, TV B S Rl 4 Sk iR iy BRAR S5 48, J 30 2 A

FLRRLAT R BRI R, Lok A Rl A s S
Sy AR RLAR T RO T BE RS . DING 25704
B 3R ( doxorubicin, DOX) 55 14 /)N BB AL 43y A 5%
SR (NTg) SR EAS S MEn2 56 35 ( T - Min2)
H,Tg - Mfn2 25 NTg 4AH L, O LA 8 T 48 Z0R
B S AR 3 B I (5P < 0. 001 ) |, SF-Eg 2o 14
KNI (P <0.001) , Mfn2 35 F1 8 A AL W) B AL
(superoxide dismutase, SOD) JE 444 F & (P <0.01,
P <0.001), ROS. A — [ ( malondialdehyde , MDA ) 7K
V- R e = R R 4 & R v M AR T - 3 (cysteinyl
aspartate specific proteinase — 3, Caspase — 3 ) I PE T
i (3 P <0.001) , W] Min2 3 FIBWE 1 LRI Rl
B 00 4 IO R R IR O T, BT U CF
DOX 5 S 1 IEFEE . DING 45 Hy e U AL /N B
RIS, W5 B, B 20 AR T AR AL XI, Col T
URCET 2 240 M 15 AL A S o SF IS R (o -
smooth muscle actin, « — SMA ) 1 Drpl 7E 22 & iR 616
fLi B BB AL (p - Drpl - S616) 1k H 7 i (1
P <0.01) 7 i A £k A 43 2830 i 57 20 48 MT 4
Col T .o — SMA Fl p — Drpl - S616 F ik ¥ [& 1K
(P <0.05,P <0.01),DHE 3+ {f i 75 ROS /KF- T,
FEHHAMH] Drpl AT GORLAT B 43 24 0T DA B3 26 b
PRI RE , Wl FAL R, T T LRESE S CF, & 4%
ONERIPER . AT UL i b iR ml & - 0 240 3
AR TR CF T AL SR
L2 ZhEEMEES CF

SRR K AR TEZERLR DNA (mitochondrial
DNA ,mtDNA ) F1#% DNA ( nuclear DNA , nDNA ) A9 1/3[7]
PHEETR 72 A BT R LA T B B A 552 40 1 46
R NN E S22 TR N TN OpUR - S U 2R 12L//] 137N
ST 16 S T — 1 peroxisome proif-
erator — activated receptor y coactivator — la,PGC - 1)
SELRARA W) A R A% e R, G e B
15 VG A 2K 1 1 i ( adenosine phosphate activated protein
kinase , AMPK ) 4~ %) i R 1 AT BR A5 2L 95 PR 1 1
(silent information regulator 1,SIRT1) 4\~ i it £ Bk AL
PR 03 5 B MR s 0 O 2 O R 40 A, dk i /R 1
T % W2 R 7 1/2 ( nuclear respiratory factorl/2,
Nrfl1/2) , 376 28 B4R %% 5% [ -7 A (mitochondrial tran-
scription factor A, TFAM) , £ 2% )3 3)) miDNA #:5¢ 55
WV ORI BN, R R kS CF B
B, HE 25 B 53 % BLOK RLZ8 P9 5 W0 95 5
FIALFRS | b FRZHH0 AL PGC - 1o Rl M2 3k 7K
FRRE(P <0.05) ,CF 03RS B A AR K H 7 -
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B1 (transforming growth factor — g1, TGF - B1) FKik/K
Vo (P o=0.0159 ), /& .0 2% 2F 4E Ak L i 5 Jn
(P =0.001), £k k7 44 Ji H, /37 ( mitochondrial membrane
potential , MMP ) 55 WM HUAR R [, 22 52 A e it27 B X,
I PN J5 O oz i e R B, CF ARG 5 T R SR A AR
W HE RN OB A Rl S BOZORL IR T BB ZE AL A G
PHAM %5 BF 5 %2 B A% 9109 1 151 2 B0 JRops
db/db /)N BB RIS, KA 57T 4 5 db/db 441 T,
PGC — 1o Nefl 1 TFAM 2235 KF #5775 (P <0.01,
P <0.05),Col I \TGF - B1 F1%5— CF bpi¥ i 5 %
AR ET4546 % -7 (insulin - like growth factor —
binding protein 7, IGFBP7 ) 3£ ik /K E 3 T B& (13
P <0.05)  Zbifky LR G 1 0 I IVE
IR AR A A S R4 & (P <0.05) , £7 44k
Fefili/ N (P <0.05) , FWIHAE 57T o {2 i PGC -
Lo/ Nrfl/TFAM {553 /i 3 B9 SORLAR A ) 2 K
SRR INRE W22 CF, Bl 8 R O WL .
WER] UL SRR A= 1) A HEAE CF g B i v 4% T 4L
VERT 5 AR R W R e VRS2 TE 1 7K 7T BE 2R T
CF A Ru&R]E
1.3 ZiEgEs CF

LR B W 2R B WAL R R T R R
i} 52 45 R SORLAAR , LA I Sk 2 4op e b 1A% £ B R 4 i AR
AL HATHE Z 2 ZORLR E LR S N
7 RZMIEER G RARBER A . BN &
sk A R Y5 S B9 BEE 1 (PTEN — induced
putative kinase 1, PINKI1 )/E3 7 & & [ % ¥
(Parkin)) {55 1 B 212 R UM RAR TR TSR A
Z MG, TEIE R SR A PINK] 85 5 3 4o 14
PIREREME . 4 MMP 53 {5, PINK1 JC Bk i#E A2 {4
IR FEZARL A S AR 2R IE IS Parkin, #E M Z R
I3 TR B SRR SN REE b B UE ) 2 2R
T2 R, KT SE4E p62 25 | WEfE He 4 1 AR IR R
T, 7 5 508 AH 54 & B %2 4% 3 (microtuble — associated
protein light chain 3, LC3) 254, /75 B MR £ 32 28 hi
P, SERRZRLAR F S o T AR AR i 4R 0
S AR R A, U dh B kAR -2 AR EAE
A H 3 (B - cell lymphoma — 2 interacting protein 3,
BNIP3) NIP3 ££% [1 X (NIP3 - like protein X ,NIX) fil
FUN14 25 #) 38 %% [ 1 (FUN14 domain containing 1,
FUNDCI) %, WRZ KT H 5 LC3 454, i sh okt
PREmE . 2RI, GOk R CF
BERpALG, ZHANG 457 gy 32 3 Bk 5 4 4

(transverse aortic constriction, TAC) /N FRAR Y BF 9% &

W, TAC AEHR TR0 EHL ) Col T Col I
Hl o = SMA JK-P-24 71 (15 P <0. 01) s (R HM 0o JiE 2T
A 2im 4 9K & 1 (Angiotensin 11, Ang 11 ) 4b 3
J& , Ang 120 5 %5 BREHAH LE, Col T\ Col IMAI o — SMA
K EJE (P <0.05,P <0.01),LC3 - T/LC3 - 1
FefE L M PINK1 F Parkin 263K /K-35 g & (1
P<0.01), p62 F KK T (P <0.05), £,
PINK1/Parkin {5538 /1 3 Y OB B Wi B B0
AR E O JEE ST 4 A A T AL, T AE AL R I AR B DT
o REN 45 5 2% BT A2 R (wild type, WT) /1N il
1 FUNDCI # (FUNDCL ™~ ) /N B 28 5 i i k£
F%J5, FUNDCL ™/~ 415 WT 4] i, AWM X EH
Beclin — 1 Atg5 Atg7 5 LC3 - 1I/1.C3 - T H{H )[4
(¥JP <0.05) ,p62 FKik/KF-Thm (P <0.05) , Zpifk
Py Ca® " 7K LRI JA T K T RO I A 2T e 4k X S 1
FH (3 P <0.05) , SRHIZORLIAR B Witk [ T SR A
IRECIE AR HELRL A Ca® " BRI T, NI A 5 CF
P B, 0 R HE A 5 O I . 5 b, BRORE
TR B W A R, 38 2R AR A WA B TR0 i
ft R, 1T 2RORE AR Wi B2 3BT 5 i B 2 T 5 & CF
i
2 HEHEEIFEEREREES AT CF
2.1 ETEREFE

Wit Be R Je— TP T ZAFAE T 2 R b i K AR B
WAtk & Wy, B A 5158 Bt AL F 4T 41 4E 16 45 1
I CHANG 46" fiy g TAC 15 G 9.0 71 5838/ B
AL, 50 mg - kg ™R RS TIE AT i R Al
5 TAC HAHLL, O WLE £ 4E 4L T AR/ (P < 0.05)
TGF - 3 mRNA ROS & R FE [H T — o (tumor necrosis
factor — o, TNF — o) . H 40 i/ & - 13 (interleukin —
13,IL-13) [IL — 18 (Col I F1 Col I 7K X5 FEAIK ( 15
P <0.05), SIRT5 1 5 7 % g B & fiff 2 (isocitrate
dehydrogenase 2, IDH2 ) £ 5 /K E ¥ # 5 (¥
P<0.05); & 4h 2K A 30 mmol - L' & 5 F 1y
HL — 1O LN MIASEAY, 25 150 mg - L™ 4k = T U5
Mt 2R S W BHA AR LG, Dipl F1 Fisl mRNA 7KF T 3
(¥ P <0.05), SIRT5 . IDH2 . Mfnl/2 . PGC - 1o Fll
TFAM mRNA & IDH2 2 3§ 31 Bt 1k /K - 34 F 38 (3
P <0.05) ,ROS Nod #E5Z A AE A 45 A G 3
(NLR family, pyrin domain containing 3, NLRP3 ) % 4
AMAFNAN L 4 1K 2R B (1 P < 0.05) , T Bk
SIRTS 21 bRt B2 3R A0 P4/ L, da s it B Rl |
4 SIRTS , ek IDH2 25 BE 3k Ak , I8 15 kL i il 5
GYERAEY) R A AERF SRR FRAS , DT 41 ] S A L
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P AAE BRE VA B R T, e CF, B D I RE .
B PR N T AR B 25 A AR W v SR IS A 1 26 Ak
a8, BAPUEAL PR LD SRR . e
W ST B IR (isoprenaline , 1S0) UM
CF {5574 43 51 100 mg - kg™ FFHEFRHI 50 mg « kg™
Drpl 0HIFIEITF G, 5 150 41 H#, /N RO iE 4141
Col 1 .Col M .o — SMA mRNA FIE HFEiL B RHF
IL-1B.IL-6,IL - 18, TNF — o mRNA £ ik K&
p — Drpl \NLRP3 ,Caspase — 1 ,Gasdermin D( GSDMD)
Bel -2 A3 X &5 H (Bel - 2 associated X protein,
Bax) ,Cleaved — Caspase — 3/9 4 [ 3 ik ¥ I & &K
($1 P <0.01) FiRHTF IL -4 IL - 10 mRNA ik
P (B P <0.01) 5 M3 J ROS.IL — 1. IL — 6.
IL-18 TNF —a /K F-¥ B ZE AR (3 P <0.01),
IL -4 1L - 10 /K-35 T 5 (3 P <0.01) 5. L
R B VTR AR AN ) S A o QT ()
P <0.01), HAEF&FFERAM Dpl Ml RIHS67 )5, b
IR AR AR — 20 0 B s e 1R 1 Ao 410 o) 2Ok A4 7y
S8 U A AR L A RE BN | A AR T A Lok A A
T, ek 180 ¥5- /L CF B fh . ZHEAR
AR A IR H B4R, XIANG %2 72 i
D7 HA EINAEEE NS S Y RERE, H 19. 95
g+ kg IR B AR H %O MR SE R BT
Frgt 4 e R BL, MR ZHEAR T i A s a4
p — Drpl \NLRP3 \IL - 18 .Bax . Ziififi {4, 2% C( cytochrome
C,Cyt C) F1 Cleaved - Caspase — 3 % ik ¥ [ %
(P<0.05,P<0.001,P <0.0001) ,SIRT3 ,Mfn2 ,SOD2
Ml Bel — 2 Fik & MMP 7K ¥ 5 (P < 0.05,
P <0.01) .0 LAY 5 4t Ak 1f ARk /) (P < 0.001 ), [7]
B, 78 4 &b UL S B ) 2 (oxygen glucose deprivation,
OGD) H9c2 0> L 41 JHd Jhy BF 58 % G2, 52 9 45 5 % B,
SIRT3 1t 58 BELIT 1 AR AR AR H P 0 SRR 14 £ 4
YER, ZRITMBRZARAR 7 AT e LRk Rl G - 402
SIS, MR 2 A0 B 2R AR )RR L 410 1) 28 B I L 4R
AE R AR I g8 T, Tk CF, 333520 ILEEAE S O
= E, HALGI T RE 588 m SIRT3 ¢,
2.2 (RHGHIEEMRE

B IV 2 DA B AR rp SR I 1 2 284k
a8, BAPUEAL PL R MPTIE T & /E P . CONG
BRI 80 mg - kg BT IVALHE Ang Il
B0 EEs/NRERE, EERITIVA S Angll
YU L, SIRT1 (PGC — 1o Al I BY L34 7 1 45 H 3R
[ 5 (fibronectin type Il domain — containing protein 5,
FNDCS) % 11 35 ik ¥ 32 2 [(0.57 = 0.08) us.

(0.22+0.02), (0.72 +0.05) vs. (0.28 +0.04),
(0.68 +0.06)vs. (0.38 £0.03),# P <0.001 ], %4k
B4 K S R BE [ ROS /K - (2.63 + 0.22)% us.
(9.20 £0.92)% , MDA % & (504.07 + 25.62) us.
(701.78 + 85.01), SOD I P (29.54 + 2.45) us.
(13.82 £1.25) ,# P <0.001 ], 0> R 4T Ak oic 3% [ 4
AeALTRIFL (8. 62 +1.83) % vs. (26.25 £3.81)% , o —
SMA [H P LB £F 4k 41 J b ] (17.25 +1.78) % vs.
(65.62 +10.63)% , o« — SMA 35 (1.41 +£0.20) vs.

(3.32 £ 0.53), Col T 3% 3k (1.48 = 0.18) ws.
(3.41£0.55), Col T %35 (0.99 £ 0.17) s

(2.34£0.55), ¥ P <0.001 ], BEi &[5 k%R
(15.13 £2.16 )% vs. (58.00 +5.86)% , 5 £% b5} [A]
(5.50 £0.59)ws. (14.45 +£1.99) ,# P <0.001 ], i.HH
HEHI IVEZ 15 SIRT1/PGC - 1o/FNDC5 55
T A LR A A W) R A ] AR A B RO 5 2T
4ifl, s O D EAL , T Z2 i Ang [T D5 B Bk
BROE ok B P20 e &, BA AL,
7L 0 i I A R A 4 RO LD AT e
DOX 75 {9 IERE R /U R, 28 20mgy/ ke BB T
Hijg , BREFBEL1 4 DOX 4 CF J s, WLEF 4 HE 5 2 AL
VS 5 1A A0 FH A A5 b B DOX 5 S 9 HOc2 0> LA
i, BREBRELLEL DOX 24 ROS Hl PGC — 1o ZFEILAKF-
TFE(P<0.001,P <0.05),MMP ATP % & . mtDNA
P& SIRTL 5 PGC — 1o 7E AR P A9 3L E 137 43
FIH(P <0.05,P <0.01,P <0.001) ;{& N4 SIRT1 |
PGC — 1o Nifl \;TFAM K JJg 7R B AL bR i 9 B 4
APt )5 36 ( cluster of differentiation 36, CD36) . P Ak A
HEI %% #% W 2 ( carnitine palmitoyltransferase 2, CPT2 )
mRNA fIE AR SHEIK(P <0.05,P <0.01) , T
KT R (P <0.05, P <0.001), 2 14 £ 3 48
(P <0.05) 7 SIRT1 15 PGC — Lo Bl 30 T LAt 4%
BRAS B 0 PR 3 4 T, E — 20 3 W) 45 ol o A Y
SIRT1/PGC — 1o il 1R 52 SRR W) S A= R TR 4R
Ak, DT D8 S A A 43 R LA LRI T, 203% CF, &
FLOMECRYVE . THRE 7 th B EC R RE S8 R AR
THRRALRG , BAT THBHZE B | g SORb i Z B R, X0 L5
PERA BEIIRITACR . YANG 262 fy 5 TAC 5
PO IR R SR, TS 1.10.2.20.4 g+ kg™
THERIT G AR T AL S BB LA L, i3 P SOD K
SEFFE (P <0.01) , 2L (lactic acid, LA) FITE & NG i
2 (free fatty acid, FFA) 7KK (P <0.01) 5.0 flLEH
2l ATP GV ATP 5D (CPT1 % hEfL s H 4
(glucose transporter 4, GLUT4) . p - AMPK, AMPK |
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PGC - 1o Nrfl Fil TFAM ik /K f ATP &= 35
(P<0.05,P <0.01), .0 fJL 4 K 4 1= 48 %k T F%
(P <0.01) ,Masson 4, i 7 i IR 21 4 10 FR A0 CF 2
FEW T, R UITHE 78 i #0E AMPK/PGC - 1o
BT I PRI LORL AR A W R A R R] B LR AR T
REABEAR A, RS20 UL ATP (IR, T D852 CF, 2
FrO LG Y 8 8
2.3 TSRk B

INERER R — b DA i TP R BB B AR P R A
Wy, AR MR APLF 4L S MR . ABUD-
UREYIMU 2 B98I0 50 mg - kg ™' /NBERK T i
TAC if5 5 1.0 g 3 v/ UL JS , /NBERR ZH 5 TAC
ZHAH H, PINK] . Parkin f1 LC3 - [ B EXEW TS
(#] P <0.05),p62 TFEHFIEREL(P <0.05) ,ROS FiI
O LA TR R (X P <0.05) , Lo JIE ] BT 11
AL LB R RE (P <0. 05) , RIS M i 50842, H.
TEARSNERUE T R PINKT 7] L3 e /N B g 1) PR 7 1
FH, R/ N EERgGE o 2 i PINK1/ Parkin V22 2248 1H: 3%
A FRILORLA B W, PR 4R IR 45 14 F Zh BE , 4k T
W CF, R0 IERPHER . AS R R3 MEAA
S FEEVE R 2 — , HA B i AL ik
TREPAEIETT . WANG 265 AR R sl i 25 4Lk 31
kA i e SR R B0 ) s A, FAIG b L 7
(10,2030 mg - kg ™' ) AZ A Rg3 A7, 1AYT 4L
ESRERIZH A, Col T 1 Col T 33k O I [H] Ji 1) £F 4
AEFRRER FRE (P <0.001) ,FUNDCI 1 LC3 L 5E {37 1
TP <0.001) s (5N 10pm NS Re3 Ab BB
F)ZF 75 %E 1 (oxygen glucose deprivation/reperfusion ,
OGD/R)H9c2 #H i, NS 2 I Re3 4H % OGD/R 4
MMP #2555 (P <0.01) ; {& Py &1 B Wi G s i Ulkl P Fh
WEHTEAp - Ukl A p - Ulkl ik 2Rk [ mgEfk
BEWM EFEA(P<0.05,P<0.01,P <0.001),R0OS
O JULAN L P8 T2 K- 2 R B (P < 0.001, P <0.05) , 11
% Ulkl 22400 NS 21 Re3 WA 454 L 3R ITA
Z: A Re3 b ¥l Ulkl, fii & FUNDCI S5 2ok
TR A, AR ZORLIRRR A, TR CF, Bl O JIE A
PIPEFR S ALO SRR AT o #0028 URLR 1 R B2 2h
RAFBER IR T , i FH S 2048 A2 %
15 51 AR L, 7RO ) 3 5 IR T T AL
BV R AR A R R A (1.4,2.8.5.6
g - kg ") 25O ZEBURIXT DOX 55 (1.0 7 2805 K RS
RIPEATHE S ST 45 R R IR, 250 Z8 0RL 4 55 A 7R 4
AHEE, R B LS5 I 25 4K 2 e e O
(calmodulin — dependent protein kinase Il , CaMK 1l ) |

Drpl \PINK1 | Parkin ,LC3 mRNA F17& F 15 & ROS
KRR (P <0.05,P <0.01),p62 mRNA F18 4
Fik ATP & Ca®" — ATP i35 ¥ A1 MMP ¥ 7 5
(P <0.05,P <0.01) , 2 A i 55 Ui 1y By 24 % 25 3 ks
FREE DR, ALK A W/ IMAE L, Masson J 8 3R 1
IR AT Y D, O WLET 4R35 0 0%, eI 250
Z AR IRZARAR B WK, DA% O LZORL AR 45 47, DA
MZE fif CF, B35 .0 77 3 3, L AL AT fg 55 40
CaMK I /Drpl/PINKI {553 645 5%
3 IMNEERE

CF &A% H 25 b Fb, B8R O M58 458 2 T iR
TR B ) B, CF A & i AL i R 52 2 I B,
FBUCF L 20 I 2 — 78 T 2Rohn AR Fa s 2 Al
ORI [ 42 97 BT 24 R R AR R 25 1) R % T o 4 11
JEIRYT CF MEE I, HEAHA 2T 2iEE.
ZH SRR L3, 7 CF BT R T E R A S
T R 2 IR ORAA Bl ) A LR A A Py e R
LA A =5 T LA EBT CF 1 H Y. HALH] AT LI
F5 98T Mfnl/2 Drpl 1 Fis1 7K, e gk LR A gl &
5573410 8 5 °F i ; L8 SIRT1, AMPK  PGC - la,
Nrfl I TFAM 7K S, i 1F 28 A A= 9 % A 981
PINK1 ,Parkin ,p62 \LC3 F1 FUNDC1 257K, fig #E 26 hi
(N EL R NI /=R cr ke AN L = W AT G2
RN FIA PR T8 e s CF

8 8R H R 2 16 T R R b 24 0 T R s R AR
Fri Gy CF OB B Bt i e (B A A —
JRIBRPE . 55— R [T e 4 ] 45 WL (B AS 2 ok ST A
FE A BB, HOA PR I S 3 A B B[] S
IR FR A 15 hGEFRF LR I 2% 1 2 28 74, 5B R
B — B AIE YT A AT BEAE I R TPy 7 RCR R, H S B
ZHUH 2 2R ZYE BT T B 2 IR TT I ) 4R
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