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[Abstract] This article systematically elaborates on the relationship between protein post —translational
modifications (PTMs) and atherosclerosis (AS), summarizes the mechanistic roles of PTMs in the initiation and
progression of AS, and reviews research progress on traditional Chinese medicine (TCM) in preventing and
treating AS by regulating PTMs, along with the underlying molecular mechanisms. TCM can exert anti-AS effects
by targeting various PTM pathways, such as phosphorylation, acetylation, glycosylation, and ubiquitination. The
mechanisms primarily involve the regulation of key signaling pathways, including PI3K/Akt, NF-«kB, ERK1/2,
INK, and Keapl/Nif2, as well as the activity of important target proteins such as FoxOl and SOD2. Among
TCM active components, terpenoids, saponins, flavonoids, steroids, and polysaccharides primarily regulate
phosphorylation modifications; polyphenolic components focus on acetylation modifications; alkaloids mainly
influence glycosylation and phosphorylation; lignans primarily regulate glycosylation; while coumarins are mainly
involved in ubiquitination and phosphorylation processes.
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Sk AL E AL (atherosclerosis , AS ) A2 — 7 L JIH [ F 41 1L
Ty JETTE Bl Jok i P B SR SRR A 5 M 8 T e 1, B T
L YRR D R, T AS B R BAELET]
2018458 FLy A [ A IR A5 I 28 /s, 6047 LA b A RE B ¢
1527.8%, 5220134F 1 713.29%. 20304F 2 ERAS U A\ KT fiE
123502, RIS FE S8 Ot 3500 IR TR AR TEAS
FR) AR AL 55 B T-BonS e 8 A A i R
BREHE,

A BHE R EE IR B 2 R A K0 7 B2
AEFHLATR S M LA , SOR 0 1 T2 4 1 1, 7 Qi
b A5 55 5 Oz B PR A G AE B A b B A AR T,
B MBS 181 (post—translational modifications , PTMs )
A U 8 o B0 Ak 2 R P SR A T S5 A B i A A 4 2
AEAYIEFE o PTMs P 3 1o e il O 07 > et~ B A 5 2
SERROEE , P71 8 P BOs P e AL AN > EAE 2 TR R 20
I B8 WFEIESE PTMs 215 ASHY A& LE A& 0, R PTMs iR
S RH G245 W 8 A SRR T TR AS BT M L I R AT 5T s
FETPIMsTAREAE i 2L 34 & i 4% R 225 1 (mammalian
target of rapamycin, mTOR) i 5 Everolimus” . 21 &5 1 % &,
P (histone deacetylases, HDAC) 3l 5 Vorinostat® \E3{Z &
ZEHEME(E3 Ubiquitin Ligase, E3 ligase )il 7 Nutlin—-3°7] {i¢
HENE FE RSN, D S RE A AR , fedE I IR AR T

e B 2 2R REE SIS B IR YT
ASIIE L2549 W ARk, ARG BVF 50 R 5 rh 25 HoAT 458
PTMsBIG ASHIWE 71, 15 H HTAR CHFTE i Bk = R GE e A2 .
W AR SCRE Xt e 2435 VR I o3 B S5 45 PTMs By if AS B BIE 52
PEREHEATERIR , LA ASHTR T SR A AL A L S A D8 25 1
WERTPREHT I
1 PTMs5ASHIREX

FIRTE A& BLAY PTMs 2SR 1 40070, (45 B AL | 21
b AL Gz R Iz R AL WAL SRR AR AL
FLRR AL A0, PTMs 1] 38 i I 42l ) 05 1 A2 (A0 2 P B
YE R BRSSO A AR 5
SERI AR, 7E 22 B A B BIAIL ) b R HE PR T R ) 26 Y 1Y
PTMsi# KRG 735U, ASSCE U S ASSC R B VIR WL
b Zmt e WAL 2 R TR
L1 BRERACAEASY a9 4F A BRIR A= —Fh il 2 P e
b, B = W2 IR (adenosine triphosphate , ATP) (14 i 5
AN R BN E 11 BT MRS WERECHABAT HLo> T4 E LR
BRAER) R 12 T ] B I B T 2 R R AL B R 1
IR AR PTMs , BOA N SRR 1 BSR4 0
WL o Wl P s Wi B0 P a7 A A AR 8 1 T
SCAT LAGE S O 3 B R RS R S RS S SR R
VEREIE Y & 1 BT 1 B AR R R S0 05 5
YR B AR AS B BEUERR P, ol 2 OB A B R A
AR 55k I 2% T T O R A O HE ISP A 1 R BRI L
ARSI AL WA e 22 G T ) WA TR A AR 11 38
AL FEBEN ST A3 (phosphatidylinositol-3-hydroxykinase
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PI3K)/ZE [ # # B (protein kinase B,Akt) i % F F -kB
(nuclear factor kB,NF «B)if % . 4 M55 5 W5 #AF 12
(extracellular signal-regulated kinasel/2, ERK1/2)i## .c-Jun
FHAR P (c—Jun N—terminal kinase, JNK )i
PI3K/AKtE HAE R PP ANMAAT (3458 A S SRAE R
ARl %, AR 5 2R 55 P Bz I RERRE A . W 240 9 2R 4
a2 Al B DR JR B AR S NF - BId %+, NF-w B il £
4 ## (inhibitor of nuclear factor—kB kinase,IKK)& & ¥/
SHYNF-BII | 4 H (inhibitor of NF-«B,IxB)BRIL T
2 RACKERR , BEMTRENF -« B AR e L, SR sh K fE %
PEANAE R 5 AL PR 7 R B 1 0 5 SRl o X A2 3K B AS
HERE S 14 5 SHAK 4100, ERK 1 /238 5 3 28 ) iy A= 4 ] 1
A 2243 35 IR AT AT R iSSP LA B A 34 53
FCHER IS5 10081 LR MY 55 5 G S RIS L J2AS
BEHIE 180 B R 717, INK =2 41 7 38055 240 B 107 SRR
I o FLBA R A0S AT P2 A0 B 1 SE SO B 200 ff A1 o
AR, TEAS LIS N RN MO E T3 i v R AR
12 TERLEASTHIER LB —Fsn BitE &
il FE . S B RIS , S A (acetyl coenzyme A,
Acetyl-CoA) W) LSRR B A B . DNAT/ M LAWY
i E A R B A 1% 5 R T R S R 25 & Tt AL T (lysine
Deacetylase , KDAC ) ¥ 559, KDAC FEZ 53 240k, 43 il /2
A M5 L WAL ES (histone  deacetylase, HDAC ) FlAH Bt iz Hig
WS — 1 H R (nicotinamide adenine dinucleotide, NAD )t
P2 ZBEAL R (sirtuins, SIRT) o W58 R W], HDAC ZE 1% 7T 3 14
Z P HLEIR LS 5 ASHI BLTERE , AHDACH P 1 5 T fig 1
A 5 R 3 PRI 33k, R 1 A8 S RE SN, 55 1 A8 - T UL
2L WS 7 1 o) 5 Y R U R A 4 Al 0 A A
Z: 55 N BB A R BEHIE 1 HDACI 1 2% ) T S B0 B Dy g
S, RIA R —FRA YRR BB T3R5k
e FEEAAZ 2N R B S0 P B 3E 2 P s HD A CIb RE AN T 1R
B (fatty acid synthase,FAS) ATPZ & & 552 KA 1(ATP-
binding cassette transporter A1,ABCA1). 40/ fb 3T 36
(cluster of Differentiation 36,CD36) %8 BCIAHEILEH , 5
FRIZETL PRI K S ASHE 02 SIRTA IR AE ASHY K A K e o
39803 FE 2 A (0 o SIRT 1 AT 3 3 i XSk HE 25 71 01 (Forkhead
boxprotein 01,Fox01)Z WAL HAZFEAL , AT FAHT
A PR 8 s SIRT AT AL 0HE A AR DG AR R A A
RAEHUASTE P, SIRT3AE g - I Lbi A 2 L ARG , 7] 58
I 1 8 A ) 1 AL T 2 (superoxide  dismutase 2,S0D2) % 2,
Pk A 3 5 LB ST P, TR SRR T B , 2 17 Y R A
B 58 P AR i B e P T R A I,
1.3 MEAACEAST a94E R BRI — TR Tl B A
B AR AL RIS A LB M AR |, A R RO K1t
AL Bl AL P RR S A0 TR Ml RE AL rh Bl S RS AL
RV 3 i Pt AR S AW B R 2 B 1 B A R IR
B2 G0 AR R HERL AL T5 0 A 5 i R S Rk
B A AR BEIE SV IE Ay R A 5 ) S BT B 22 B =4y, |
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IR D3 28 T HE R AR NI S T B e S R A 2
A=W (advanced glycation end products, AGE )2l AL B FL
T AR BEAEME S AL S TR 2 5 AS I BEVE AR o i M1 f i
T YA SR AR DG I 1 20 0 5 R i S5 A 35 AR G 1 iR B AR 4

KT ASHAE R o il A EEFE S i Core2 1-6-N-THI 4 L 3
HFEWE- 1 (Core2 1-6-nglucosaminyliransferase— I , C2GlcN
AcT— T )AL i A S P A P 1 20 VR 3l L Fe (e it ASTRE
HUE % o B2 C2G1eNACT—- T I ApoE~-/]N BLASHE T 5 ik ok B
R A SR B T AR 2 4 /1 (] IR S 20 32 1 AR BE B A%
RN s A SR 1 (1R o5 A b A S e o e B
A&, 55— 5 T, B B2 AR 2R N - £ T k> S G B il -2
(chondroitin  sulfate N —acetylgalactosaminyl ~transferase -2,
ChGn-2) fY it = 2 5 OB R 4K B 2 M 2R B (chondroitin
sulfate—glycosaminoglycan, CSGAG ) J&{ />, i#f T 5% ) & I 241 Jfd
S8 BN H (oxidized low—density lipoprotein,ox-LDL)
AR ELAE T, a0 E I 4 i Y TR T Sz ASBEBR A T i) A Tl
P i Ao 2 Pl A £ ol AS BREBR phy AU 1] 5 5407 1)
JEE AGE ] 51 AR 1 o sk, B 3 B2 R 3 1 S5 (2 AS TR
B SRAE SIKEE 92 AGEZS G 2R B 1 BIURL , AN AE
Wee TR T AR 53 256, 46 D R I B 1) 28 AL 3 B 1 o e £
SIS AGE BRI, 25l 4 BE AGE-LDLITEUIIE
AR A IS 22 , 0T ASHEFE; AGE T 3 2t 8 v P L 240
S RS AR RN ADPH PG 1, A1 JE 1 45 4R PR L3R, 49
TBEHBI R A1,

14 ZEREASTHER ZRUZEZEY DN —
EPTMs. %3 T8 T £ 1-E2- B3R B 10, 542 2 (Ubiq-
uitin, Ub ) 7r T3 M 42 R HUEE 1 02 3R - HE A A R 48 (ubig -
uitin—proteasome system, UPS) EZ A U E MR 2 , A1
PEAE R, 0T )2 245 A SR IR A% DNASS 18 52 I
DI N A AR 5 T Y2 AL SO AL 5 3 A% 0 AP TR -
(1Z R PG HFE 1FE ATPHOREUS N iz R Com H 2R B
J R RETZ R IR IR PP TS, B i 3 B i B B B iE 1-UD
WBEZ 595 (2)E1-UbBRBR A & Wi e wims fe /R R %
WHYZ R R 212 R A5G ME2 0070 PE2R Me MR AL, B L
E2-UbBiER 2 590 5 (3)12 ZRIEHBFES Al R S P R IR ) 2
1, AL E2- Ui i 52 45 v 932 308 5 e R B 2 4 2 I )
HH BRI S e AL BN o2 5k I, NI SEBURIZ %
HAB S, 2 28 AR AS g BRE AR rb 3 16 o B9 5 4 4 101)
hn = 45 ¥4 38k B 1 25 (tripartite motif  containing  protein25 ,
TRIM25) i AT 2 XS LAB A SCEAME 1 (X-ray repair
crosscomplementing proteinl , XRCC1) i1z KL% . XRCCI
I fot e 2 A o3 G o SR MR T i R A 3R 5 i 1 [ Poly (ADP—
ribose Jpolymerase 1, PARP—1]040HI/E R , 32F i 9K 8y B s 24
Ja 1] At 58 1 B ML B AR A e E SR SEME PR T, e 28 fin g AS E
JE B, S KelchFFECHIGHK 2 11 (kelch-like ECH-associated
protein] , Keap1 JYE A Cullin3-RINGIZ ZH 4 59 (cullin3-
RING ubiquitin ligase complex, CRL3 ) B JCHEJIE iR ) 7 3
TR S P R 1] 45 5 A% e S I T 40 &R 2 G T2 (nuclear

factor—erythroid 2-related factor 2,Nrf2), 38 i UPS/+ &
Nif2 4 2 502 2 A S A L BI85 N2 45 AT S0 A 7 80 i %
JJEI ASHIC I AR,
2 HZGIFRPTMsFEEASHIRA IR
2.1 P HIAEBRBRALE & AS
211 JATEPIBK/AKATR AL PI3K/AKfR 5 i i i 42 1
PO A4 A B i o ) O B % o 2 I DR 14 FE AR PISK
HEAL R Y BEE LS —4,5—- — 52 (phosphatidylinositol -4 , 5—
bisphosphate , PTP2 VBERR AL, A2 AR (G B IR BRI A -3,4,5—-
— W58 (phosphatidylinositol-3,4,5—triphosphate , PIP3 ) , #£ 1l 4
T AKUEE FTE IR 2R 3080 i RN 22 B FR 4T 30 a5 R 1119, 1%
TR AS R BILUE R rp 22 G o 3 Y S LB RR Al T $2 7
AR MR A RE Ty T A A IR PR DU AT B T e L T et
PR o 0 b 245 6 1 1L o3 B 52 75 PT o 5 22 e M v R4 3%
B RR AL O RS R FEpT S AL R R AR 1R L 26 10 1 93
AS AT AL I B 5 AT LA B R A I ALK BU E B ik
TEIPIBKERIL , P4 AR EPIP3 . PIP3 515 S A AL &,
R R AT AKBERR A IF IO - 15 ALY Ak R T T i
K FNef2 VT (B RR AL B N2 A% e SRR T L 175 TR
e BB , 5 BT ASAHSC Y S AL RS OB, e o, Z 7R
SR N vh 24552 75 WA R S T B o [ 0 PIBK/ A k(538
B A A L T P i o A L o A TS v P PRV AR )
AT A APOE/IN U HE H PI3K/ A ket % 14 I A 80
TV EREAT TS S HE -1 (sterol regulatory element—
binding protein 1,SREBP-1)#{5 5% iFHESREBP-1 £ /R
T R DG A R LIS A AT 0 AR TG A, AR
15 JELTE B K SF- , BT 2 FE BT ASHE TIPS, TR0 1) 3 45 JiE
g QIEFHEY TR RO A ST AE R TR E Y
GP—212Hl BEIE S 4V UK/ A kAR P A e A [ e il
IXEERFFEIER EDIE T PI3K/AkE S H7E AR B R s b
AR 0o L K HAE AT AS R W AIT A B i ) B AN (R
2.1.2  JAFENF-BBARRIL  NF-wBf5 58 B% ] 7E R AE R T
PG KK G W el AL IB , 2002 R AR i
FEAE A p6s s — BRI 5 IkBAf B I R A AL HE AL ARZS L p65ilE.
FEER 53600 22 S TR TR HE IR E VBB R AL , JLA% SR Th M 1
iR, DTSR 2 58 5L R 3R 3K o I i BEAE AS I R AE Hh HAY
A T, PRI, B o ELT 23080 % DG BEE9Y s IR L R
AT ASHY R  Z2 b 24 P 03 B 52 D7 s i 4
I IKKA ™ T 1 I BRAERR AL , 2 ML UNF -k B/ B 547 , T AT
LY TN N DR A 3 L 2 (e S R DR S e 2 1
B RAE P2 ASTELRE R 1 5228 v 14 A 4 Tt ] 3 e 41 A
K AL B 200 PN Tk B R B R 1L 15 R i, B IkB-p65S S 5 ),
RH.1E NF-kBp65 0567 1 B I 1) 20 A (%% 057, P I NF -k B
SRR, T RSB F—a(tumor necrosis factor—o, TNF—at) |
M2/ E -1 (interleukin— 10, IL-1B ) A1 F1 40 il /- K -6 (in-
terleukin—6, 1L.-6 ) % SC AL 48 [H] 7 PR e 3k , DT 22 M ASHH
KB SN, 1 AR 09 PHEE T80 PE2 e P R B
T I 0 Tk B R A B S , B ENF-kB/IKBE B W) K
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2.1.3 JEERKI2BERRL  ERK1/26906 FLAKHE T HAE 712
12202457 s A 2 220407 15 BB IRAL o 15 AL JR B ERK 1/2 7138
T YA T i S IR L P D S A S T R e
5T fe st AR BT S A AR ASIE AR T ERK /28
PR AR 7K 52 BUOSUER A 0O - — v 2538 P il S 52 5 T i
i e SEERK /2B RRAL , A% R LAR 3006 i S RE SRR B 1 1
Fs 75— e 2 Pk il o3 B 52 07 W S A ERK 12 R 1L, L
- 20 3k E A B, DT SE % AS T R AN P2 vh R B P S i T
IH LS8 ApoE /MR AE L SV ERK 12 B FR AL A, LA
% BE R 8 F A2 K (low density lipoprotein receptor, LDLR )
FIB 3K — b B T iR XA 25 AR 2 1 45 ORI AL e
3, T K % i & IR E B (low — density  lipoprotein
cholesterol , LDL—C ) PR 5% , D T 9820 L[] Pt 7 110657 B 1) S
TURR A, B BRI ] 5 W 240 7 Wk i 8 ox—LDLJ [ ¥ 7R
MY AL, T BE LR B S R A BR BT BEEIE B, e REARAS
V18 4 A DRG0 SR T V2 2 F R 2 4 TE ox— LD LI (9 1l
VAR BERS I I ERK /2 A BRI 1k o 1% 1 1
& BG4 MUAZ DU (proliferating cell nuclear antigen ,
PCNA) IR T, BELWT A 2250 {55300 gk, DA 41 3 a6~
TR JULZH L 0% 5 M G, Y90 0% ASBEHTE )00, 515 17 T 4 1 il
BT WL B T ERK /20 B AR 1 o LR FIAIL RIS K dm i
PAF S, T T P miR—17-92a% P 1 25 KT 01X 3R ]
TS 17 BE I 1 P ERK 1/2-miR —17-92a 5 5 il f 40 i) 1L
ST LA A5 , % BT ASH A St

2.14  VAFEINKBERRIL  INK{F 538 i v i o Wi e s
Fe-JunfW 2226373001 AR HEEGE B H 1 (activator proteinl
AP-D) ¥R T AW A2 515 L TE LR AP-1 RESR ) 2
Filt 98 AE [K - S 55 3 43 J@ 2 11 8 (matrix  metalloproteinases ,
MMPs ) F) 3k PR 53¢, DT A5 40 ML RO 384 080 55 A B
RS20 TN % 1) R AR 2SS TR AS & AR R e iy DG B
o BRI A, H 2 TR IS K 52 5 e B R ) R )
PR o R 24 PR3 B S D RESE e G TR INK B R 1k, _E i
LPUR RGNS e TE A A, AN TTTRSE ASTER o LA, Hh 24
T B 73 2 52 77 3 R 5 00 1) INK A R A, Il 2 B A% 200 Jfd 1)
L PN A0 B 2R B S0 % SR, DA T el L 5 B 8 A
IS o A 24 R AT 241 TS INK A 508 B, fie ik HLmi e 1k,
T80 v o AR A B LY e DR AR T il DA )
(urokinase-type plasminogen activator,uPA )35 cuPA T
LTV VR AL A HAT SRR KA R 3 A 2T 5 8 , AT 75 i
LAY AR o [R , 277 B RE A i BE B I i 7, D2
Y3 F e 21 4R SR R RE AL, JF R LI B ) S A SR
AR DT DA Sk 400 o S L A 1 T AR, s ol A AR S
(prethrombotic state ), FAAREEL A 2 XUB 5, 4 b-B g v iyl B
ARBEAS 0 ] 004 P 290 AP LR M PR 9 A SR = A, 1
il INK 25 11 B9 B B2 AL, °F 90 10 45 41 i 2 B 93— 1 (vascular
cell adhesion molecule~1, VCAM—1) 1315 , P T I 10 A8 48
S 52 R R, 240 L F) 2R -5 3 R 59, 2 A AL )+ B TR i
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BRI B AR e AR BRI R A RO AL S8 o o INK B R
PR3 %, B AFBU A BARA 055 9 B2 1R -

22 PRI LBALE B AS

221 JHEHEACEIE 4EA LB Z R L
TR ASHY B L 8 1 B TR #1L-6 \TNF-a . VCAM-1
SEAE R T SRR 65, DA T3 5388 PR A -5 11 28 P 2 AT i
RYZEBHVE T, IR 038 9 E S N9; 24 28 1 2L IR AL RE I 1 P B
Ji R GR35 P B BRI T B, S BUIR BB 3 M
PR 3 JEL000; 21 2 P 2 I A P o 8 4 i S e L4 i 2
BRGNS AL S 0 , (i i ASBEBRE B 1 5%
W, P 2GS MRS S A2 5 T A SR 40 8 1 2 SR g 2/3
(histone deacetylase2/3, HDAC2/3) 1% o4 LM 41 8 2 Bk b
IR, AT b ] & BT ASE o 3 26/ F R AL 46 15 5 i e
55 W2 A T, L B A A 6 5 IR 30 g R LA
WH R R 18R - H HIK RN AWy AT R MM I HDAC3 ,
HEH ALK, S 3 BCL24H 26 X 2 H ( BCL2—associated
X protein, Bax ) %% ] T2 I F IR 8 0, A 755 B W 4
PAT, RIEPTASIE F O A5 54T i 1 JRAE T R R0y vl
I HIHDAC2/36 PE AR #F 20 2 11 L BE A, BUEE 45 T il il
%+ — 7 THT IR AT 4 A0 M AE K TR T 21 (fibroblast - growth
factor 21,FGF21) %5 RIS SE P (9 335 , 14 58 i 107 1R 2 fL AR
fRAER AR BERE RV AE ; 5 — I SREBP- 115 5@ %, T
VAR RR G BB ASIY 223K A B8/ B TG 5 E L, AT
WU IR BRI AR ST (2R ASiHE R,

222 WIEFoxO1LBHE  FoxO1Z Bk &1 32 B & A AE i
HER242F1245 % 1 15, . FoxO1 LI AL 1 37 5 7 Pk L BE 54 7%
il 1 2= 2 WAL B (4 B 25 I35, W FoxO 1 B i BLA WU I8 15 1F
FH:—J7 1, Bk 2 B HI 5 FoxO1 M DNASZS G RE ST, B3
R B T M REARS); 5 — 1, LAk S IR FoxO1 5 3
b SR DR R4 B A A AR LR P, 2 TS M T3 PR A
FAR SIRTA A2 B AEA SE #EFoxO 1 ROAZ i B -3
58 HL A SRS RS FoxO 1 SIRALAE M 7E AS I & A= 2 JR v 473 i
PS5 R U BB UK (7= AT O3 AN A 2 L A YN
2T L R 1 2 2 o L i R UK B A R LS R, R T
e BB Tl At b ASIRT1BESIRT3 A 35 , i # FoxO1
125 BEAL , AT R AFHTASHE ] o HAL R = 2 A0 4530 ] 40 i
JAT R PUA LB RE J) B JRE RN B AR PN B T RE .
2 B 2O R AT S IR GOk L L BRI BESIRTT , 70
FoxO1 WAk , JE T I A DG ER (I 3R5K , fR R ZR (4 1
AL WU B T, DATIT 203 ASAH DG 1140 JTLIG AR 100, 2T 4E
PR £L AR TR ) G875 STRT3 R L, L #F Fox01 Z Bk 1k .
el A A E S FIESOD2ALT AL AR L iR b A kAR
FHINF—BA55 T R FEPTARAE , DABSIHOE P B B — 4 AL A
BB R DI RE S5 2 A% I (R i) AS T JRR 7, [ B o s |
X1 I FURE VS 94 3IF 552 0] 3 2 SIRT1/SIRT3 _E I FoxO1
25 Z AL B A B O A AR VR, SR AS B R

223 JHEESOD2Z L SOD2AY Z B Ak B4 B A& A Tl
FRR6S A, , HMLHI LA F £ b4 B Wi 1k 1) B2 2 I fh S
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IO B 2 P Tl AR5 1) I Tl 2T A BN o bR 2 2 AL
BiESIRT3/&S0D2 2 L BEAL B B T 7, T AL Ot
L FEM, SOD2 2 AR 8 Wi 25t 25 0 3 L B AL B 1,
BRI RERGE P TR, JE TN AS g B . Th 2%
PR3 K 52 05 AT 2o L T STR T35 5 18 B AR IR YT ASHY
PR HAZ O HLRIAE TR SIRT3, A2 #ESOD21Y 25 Z B Ak ,
TR T HE BRSO D2 A BT P o X 2o B e SR A R it P 4R Y
VAN EEE R AN @ rn PS8 €2 A v I LR
AR ZERHEY P AN AN AT EISIRT3E P #ESOD2 2%
LAY, TR LR S 1 2 MG T R Ak, B IR 2ok A
filA A 1 (Mitofusin , Mfn1) 23k N2l J)AHOCH F11 (Dy-
namin-related proteinl, DRP1)ZiE o Xl Sk fA il 5/ 24
SV B T AT B T AR ORI I AR AR IR kLA A
AT E 25 ASTHE JRE 71 T R e i U RE RS YRS Tl J O
HISIRT3R I e HESOD2 2 L WAL , MEIRAL IR 8 1 BT IR &
Pt AR 7K~ B i M A A A o 3X — S R REAT AU 2ok (A T RE
15, I IR AR SR A LI S RE RIS ZEL , DTS XS AS Y
T,

2.3 P IR R AR B AS

2.3.1  VRHERHEHEEAL BRI I PTMs R E B 7
A 5 PR IAE O A S SRS o B e M fh 5 o ki
XoF ASHATE BCEL AT B B o v 24 T 1 A S A2 5 T e T
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