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Abstract

Mitophagy is an essential component of mitochondrial quality control. By selectively removing dam-
aged mitochondria, it limits excessive reactive oxygen species production and mitochondrial DNA
release, thereby contributing to cellular homeostasis. Accumulating evidence indicates that mitoph-
agy is involved not only in the pathogenesis of cardiovascular diseases but also in the maintenance
of mesenchymal stem cell (MSC) stemness, including self-renewal, multilineage differentiation, and
paracrine activity. This review summarizes the major molecular pathways of mitophagy, with em-
phasis on the PINK1-Parkin pathway and receptor-mediated mechanisms involving BNIP3/NIX and
FUNDC1. We further discuss the roles of mitophagy in MSC biology and in heart failure, myocardial
ischemia-reperfusion injury, cardiomyopathy, atherosclerosis, metabolic cardiovascular disease,
and cardiovascular aging. Particular attention is given to the potential CSE/H:S-mitophagy-MSC axis
and its possible value in cell preconditioning, pharmacological intervention, and targeted delivery.
Current limitations, including difficulties in measuring mitophagy flux, disease-stage dependence,
and the lack of a clearly defined therapeutic window, are also discussed.
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1. 58
O MBI (CVDS) AR AL 0 B2k, RIEREMRIB B L JORE SN GHIRAE T AN 2 55 2% il 22
WA, REFIHEE IR FE K ERAAAEZER, EEFERFT I 7 — M E A 3 2 i, Bt

FELR BRI RERRRS , IEBR R RO BRES 1k 2 Floips BEATL I AR A% O BRI [1]-[5]. 18] 78 )5 41 i (Mesenchymal
Stem Cells, MSCs)#E T H B R E e 71 Z 101908 RRIC A 58 K 1557 70 b ThRe, fEHSUBE 5 AR R 3240
WA 2 G, IR AR, MSCs B AETEMiZh ke ey O UESE . B BRI 5E 2 P I =76 B R
R WA IR BT RO TR ZE KR MSCs, X EARAE A K (B AR 38, fEIX AR TT R
o, 3P % (Reactive Oxygen Species, ROS)id FE AR 5 it il E AL R, & B MSCs [H FREH7 B % 11 73k
TR N R, S WATRe A BT, XA E R T IR IR R R, KIEA BLERF MSCs RSN 1S S
FE AR 20Tk 0 S, AL 3E MSC 7 i I PR B #5410 ) 558 [6]-[8]

DRI AMEYE SR B R T, ARG H — RS T I R T B 1 I (MQC) R 48, ZikifkH
WA I R R — AN R, AR TS BR A B IR R R ThRE, 130 A2 B PINK1-Parkin ft
2 R AOBUE 5 BNIP3/NIX. FUNDCL 5547 5 1 52 A4 1 i % Wy (R Sk i 48, IR B S2 4 2R WA AE 5
RCTEVE” BN AT, S Bk B BT FRAR[9]-[14]. B X E I RGURAETHRE R, A D) RekE
5 I ) R AR SRR, K BN ROS BL AR 28 PR F- (41 mtDNA) IR 32 B Ut T2 sl S8 A R, me
JEL A /MA, I 238 A R ) R T BR AR [ 15]-[19] -

HAT, A ORERA BRI 70 32 B WAk B A R I — AR HAE O L0 A . 17 40 M A% % 48 i
HR AR E R s R T T AR SRR TT RRE IR . PR b, B SRR T REAE S
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(¥ MSCs 75 B2 ELFR T GRIAL L AR SR O S5O ML BRI, FLEORL MR o B 42 1) B2 70 1R WT RE vk 4 i
RETS ARG I RFE S o WMER] . BRI, A MSCs H S ZRiFads thk, PHRgRiik B W5 O AR IRTT
Z IR FER AR, T BE A B T B A ST SR A A .

BRI TR I, AR A0 TR RFAE 20 35 A TR 8 5 T AR P, 2o iR 2 B A TR AR A
TR I AR AT, MBI AR AL RE, XA S R T BRARE MR S A, kT 1 20 i
ABERAEFEPTI, AT RIS AR, 2R A DD R I BLE 2 Ae  AR i e AR OT SR
ORI BB LR EALBEIRIL ", PEREE 2R IR AR BCRIG N TR S AT B R,
AR P S SR BRARGEE R, B 2 3 B D Th RE RSN o O Ak B WA Dy — Tl 6 M M T e S2 A0 AR AT
FREERE, XA EoR R BOR A  E AELRA D R FF e BOR RIS RIS, IS4k ik B R BEAH J798
ISR B T AR R 4 LI 1, PINKL-Parkin {5 538 8% 2 %o T IR 4Rk B Wi SRt i g 2 —,
PO %0 B T AR LR AR 7 B S BE R 2R R, HE T RE 9% B 4E Fr A TR RPE T, X L8R 5T 7%
T CSE/H,S {5 5 Ml B A5 Bh IR 2RI i B WE4EHF MSCs T-E4s 17 EZ IS ST

2. SNIFEENE: THESBEMLE

LRI R — PRI RN AT R, IR R R RS R, ISR E
PRBEAR, AT SCHLANNRAR 0 LSRR R A AR R . 2 I 7 I LD AR A A R T, R4
REAAHRE L DABA (R A AL [9] [20] [21], JEEEBTACIESE, 00— AN B RO R PR MU AR R o

2.1. PINK1-Parkin B GZ RKBIEIRR)

ZIE S H AT BRI, AEIRE TR, PTEN 75 SUE 1 (PINKL)TEZR b Py Rl 1k %
fR[10]. ALRAARNL AL (APm)TE R, PINKL g #UR TZRRiARSME(OMM), Sl i B B RR (e, 3k
FRARIZ 2001, TR 5L U0 M 3 b ) E3 72 225 Parkin, Y80 1) Parkin {28044 SRR 25 11 (0 MFN/2.
VDAC)Z &k, TEMIRIZ REE[22]-[24], IXELyz ZHE v H WESZ R (W1 p62. OPTN. NDP52)ifjl, J&# [F
W5 E WA ¢ LC3 SRS E, MK 2R R R R & 2 B, JE i riERR[9] [18].

22. RN FBECTRIFHRBUEER)

BRIRANE FAFE R HES LC3 M BEAEH M ZAE A .

BNIP3/NIX il #: BNIP3 & [AIJEE A NIX BT BCL2 FKjk, H MM &A (R LC3 #HE/EH X
(LIR), fEBAEE A ERE S ST, BNIP3/NIX Fik Fiff, #id LIR M E# 5 LC3 454, N FL&hifk
TEFR[LL] [12], NIX A2 W9 2L 21200 i s e P2 v 37 i 2o Ak 1) S8 5244 [9] [20]

FUNDCL1 jff#%: FUNDCL 752 & T LR RAARSMER LIR S5k [, FLAEBE S TS, itk
TR 4045 ULKL W08 T B iR b FUNDCL 358 5 LC3 s AIf[13]: THiM& & (1 i 2
(CK2) B A U A A HD I AE I [25], SRECIRAS S, FUNDCL R ML, JashZehifk AIE[26].

2.3. HATHLH

B R AR OB, AR F R 2 2 E R . HsRoKOT b, SRR -1 (HIF-1). FOXO03 45 1]
WP R T ERIA[21] [24] [27], % JE/KF E, ZF0 microRNAs LR R BAE S8 2 5 HoRS 4
T, LY R R 4 AR AR [21]
3. N BERHR: WVHIBTEIRARE L

B DRI AR L B R AT o SR AR DL R i 0 R AR AR I AR FH - 2R A 5 M o L 40
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BRI T, SRR “BLR AR 7 B B, KRB “HUHIERTZ " 5 “H AR R JE E IR BL[14] [18] [28].

AERERRE SRS, 24 NS A BRI T EIES2 PINKL - Parkin BB 1E M, 2 Bk E
FAB R FO SRR S A R AL, DB ORE I8 RN 2 OB I S D T B, I TN SA A DATEVE 4 i
22 e S U A 2R R 2 AR S B R B R PR ) A R . TS IE B B IR A B
37K 22 R L A 20 25 0 AF EL AR P X 28, G R hiAA — Py i s (MAMS) C B I SE X WA T J i 2%
R s 242 20 F G 1R A, 30 B 400 I A 25 58 B (R 41 28 ELVE R 7 v il R [29]-[31] - #R 2 HAIE 4
R, GRik BWEA RRAE R “TEER” MFET, FHFEMRHRI AR (BRI RR)IE m] B A 15 %
FERIRIE, SR (0 T4 PA R IE BN BT IR 7 A5 4] [32] [33]

TE S AR B BRI A RIE 5 038 L, F 0 B SR T SR B 1 B B R “URYT R 7 R T
SRS o — 75 THI, I8 Ik A A o JULE B S 1 5 DR 5 /0N BRL (i Parkin, FUNDCL %5), W 9838 CL7E O 13535 |
IV i 100 T FE VR 453 477 A58 Y ok v 2 1) 1 S [ e 70 A R FE B B ) Th RE PR 3 [19] [22] [34] [35]s 55—
Ty TR, T F WAL P 2 75 R AR B AR AT TR RS0, (9 353 2 A b A (A TS0 B HR (I 2 Rz DNA
Fr B R microRNAS)IFHRZR, N SEELTC AT A Ol [ WS PESR L T T RE[15] [16] [24], TEZ5MHE K L,
B TGN FROE RN &R . U, HEn 2k gk 259)id ik RGOl BRI T,
FLRT ST AE O E BB H R0 & 4R, A SRR R R GO BOE R ORI 2 AR I R, R T A 2Rk
PR A TR T B % A2 [1] [26] [36]-[38].

SRS, BT BOR Z BOER TR AR Zh it . OF 200 BN ARS8 AR B Ze RifA ThRe, 1H
T R S 22 S AT B, SRR K A DR TR F R . S SR S A B A Y BT 4
(EEhl b, S50 AWGEERI ., 5 IR ihik g, Bt B T S 2 B B

4. SRR EREZERE MSCs T4 50 M ERHIRTT
4.1. ZeRifk BIELER MSCs RIS Y EAH

RIBULALAR MSCs 2 LKA (LRE, ZORIAAS Fi /> HLESHEON TR L, AL ROS 4EFFAEAL
Ko SR SORERIH e ] LR A AL BRI M o5, JF AR s L 7% . ROS LA DNA
Wi, ARG TAING 20 S i DL S o A AN S B T BE 0 T o A 1 Wi oL 35 B S 2
RLAR, A BT 4E 55 BR A AL RO AR Al 28 . 2R, MSCs )5t B FASREAUK R LC3-11. PINK1
B Parkin &8 AN IO RIRFINT, IERES G HOEE . AR RAL, ROS KF. WwHEERL. £ 1504k
Lo 55 0y W I REEAT ER G PR o

FECILE R B SR MLAN SAEFA ST, 2 4H MSCs i PR A RO e AR PR AS TR k. AT
R EERE IR WAy G R R SRR T R, R B R e AR S AN 55 2 WA RON . (H R
A G AR AR e, o FEE T Bt T R J P R AR B AN R ATP ARl T B BRI, T F0EE e S TRAE T
SOEH FWOEE, AR A s A — F AR AR .

4.2, iHEB

OEVE N FERE A, FLURSEThEE = AR bt OXPHOS F=2E 1) ATP, TR0 J13E s ib R, 2k
IR E A SIReE . JEAMK. WEEHTH L. ATP & B8R TR ROS F=A34m, 2h/1%F
B FTELI6]-[8] [28]- LT, FENAZ LR LA B 2R AR WA ThRE R, SRR MR I HERU 5] R B &
BERE fEHL L AR AR B, O S5 R [28]. KEWTR RN, W& B ALk 5 Wt OBt B A R
VER . HmIE RSB R ThRE R A M LRRiAA, F ROS SKIE, MHIANH G R ¢ ST PR, M8
FLL AL T A RO EER, AMPK ZEILIE FE Ry AR AL A 5, 7E R 1 e i, AMPKa2 W5 —
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D5 ] EAE S PINKL HAE, (et Hmsmik, 198 Parkin AL, FHzh& i GWEK, 55— )51, AMPKa2
AR BRI IR R 1 Bel2-L-13, J5 & H B 3 2 6% ULKL H5 B Lbifk, fBE Rk R 515k
[10][39] [40]. #7 Lidi@E&=zFH, 41 AMPKa2 k88 Bel2-L-13 4%, /NROTEN S INE. k2, HED)
REBRIE SEO™ G R, 2R HERAMY BRI ATP & R, MR 28017k DNA(MIDNA)IE AT 34
1% CGAS-STING #AEM R, 5K JIE [ N FLFGELL, EAOATZEH[15] [16] [18]. XFEoR, ZEFFLbifk H
Wk (i 2 A 2O . IRER O IR I S AT 52 . DRIk, RSB ITR YT SR MK 1T 25 R B ) 0TS
AMPKo2 JH R 5r (0 Bel2-L-13)1) 254, BN PDEAD #fil55] LAEEF H Ko X T M- HE %
RE SN0 R, BEA R STING H| 7 8 n] SR AR 25 [1] [15] [22] [41].

XFF MSCs WITT S, O JJZEsa BT FEBE 18 1 2ORE S A RSO 57 88 S5 AN T 78 A 40 A7 0%
PR AT R FH A RS . AMPK AHICZG ) B8 & HoS AT TIALEE, 7T BB MSCs Lo f i i & A1 v
B s, O UL R AR AT SR S R T IR . FEEEMNE, DR R AN B Rk, Bl
BEWY AR Z AR RN, PRI 75 IR A& A& A FH B 8] 2297 RO F A

4.3. 1LAESE SR B

FEBE 5 0 PR VR T BRI S IR, 20 R R “ B ARSI~ (IR1), fEMERET, s
ROS Ji & A 5 B2 b7 A 5% e A7 i i S % PR B e FL(MPTP) T e IHRIRF, 38 8 (R 2Rk Ak F e A2 o UL B 4
FrAa S B BB AEAENLE, 83 I B ) BE B A (1 SR A IR AR A I 15 s T Wkt PRt FE MO B2 B, J T
e TP FEERE[18] [25] [42]. B4R i) PINKL/Parkin il # (3% RhoA 1554l S B R T R ) 4k, %
A R IR TR 2 S H B FUNDCL J2 VA T 155 B R A% OS2 4, JLVE M52 CK200 S 1) £ 4%
0] CK2a PP FUNDCL /S FI M, D O N [43] [44]. SUEAER, SGLT2 #fil 7 EAE 5114
AE S AMPK-ULKL i, @21k FUNDCL (G A7 a0, 38655 A WEVE 14 [13] [26]. hAb, 2okt py i
Ak PHB2 5 Annexin A2 [ BAEH & #0H] E 1, 17 TBC1D15 A5 2Rk — 7 B4 B 5z 1 ik 1Y B e 7R
2 FBEWRGZFA[30] [45]. XK I IRI FHASTHAE T FE T IEE R, WIS CK2 #ilI[25].
Annexin A2 Il 7[45] 8% RhoA ¥ zh71[43].

O YUREFEJ5 R ML X BB IR RIEATR ROS Z54F i, MSCs #E NAZFAEE 5 771 UK. AL HoS
TOAREE . R0 K B A LA LA B K3 326 15 T o 40 M 5 T B R 55 A0 IAE . AR, B 5 P
AR B WCIRAS A o an SR P HE VS VA A T e 24, Ak S ik R AT B PT RE 5 B0 A R AR HE AR
b, PPN TSR S I [ B DG [ Wk S B AT VA B B A T AN B UM B WA oG 2 1 e 1 HH 0

4.4. 1AVR

OV R 2 5, (HZRAR T BB o 2 JL AL R B R Al . JC iR TAR AL . MU /38 2
PEBRS, 2RI R K ROS MR MRE AR R [1] [8], ML R, Rtk AWETE 2400
JULIR AR TR r 45 F B M O I PR A F <

BEPRIRCo U . 2o IR 52 B2 SO0 ThRE T PR OCHE . Jl it — SIS 270 80% AMPK. &
HEWR, AT R 0T Ee[28] [38] [46].

JE T A OV 2R 2 AR BE RPE N o B 1A G 1 1(Drpl) /-5 1 2Rk Ak 4y
FUE AW E S RTEE; AU RS2, SZA AR AR HEAURE i O 3 ERE[19] [31].

WORS TR .  WORS AU 9 2 B RBERR H MR A 5 (PGAMB)RIL, 5 & il id 2 BB Ab 411 il
FUNDC1 &1, PHWT EWE, #if PGAMS Ik & [FE, I O U5 [35] [47].

BTEE 2 O : ZEATEE I 2 (PHB2) RIEXNERTEN, HAMAE N B2 AN FLRRIER, L0]

DOI: 10.12677/acm.2026.1682888 1135 I IR 2= =23t e


https://doi.org/10.12677/acm.2026.1682888

Tl 4%

FaE N B S | SR 5 ThAE, PSR PTE PHB2 TFE, Al vk & Hge ok A et g e s 5
P B [45] [48].

b, RS R, AR S 1S BR824 R O DI RE B L B A 1F o YR TT SRBE LA BUOE S5
&5, FHARARE o3 DRDRS R VA2 o 51l Tan, RF T W0RS 4RO JUL 5 401 PGAMS, T B 2% 2% B M4 ) 75 9% 1 PHB2
IR E 48],

ANTR) R AL U R B AR AT LA FE 22 57 o B BRI Lo JULIRG DA 3 I3 S 5 R 1 W e S AR A R
e, PSR ORI K PGAMS-FUNDCL 4% 2k 7, [ 25 2 0o U U (R INf R A W i 4 . DRt V697
EANEIEGICR A G R E R SR, T RS A R B AR R AT . X MSCs # A, AR R 1A
BPIRAS R S B AT 5 R 1 DU R R A R TR B R . AR R R e MSCs, i T ik — B VR it AL Fase
PE K22 A BAS IR IR 40 i ) — Bk

4.5. FHEKEHEEWL

EIBKRAE R A 5T _E AR E JORE TR - R0 ) REFRAS AV 3 B ROS i & A i, B 2ilid mtDNA
HHRHGTE CGAS-STING JEF:, WAIFFEEVETCIMMERAE . BRI, ZokiiA B WGEAE A ) JOAEAZ oL E T
AW I, SEARAOR AR S BRI, e 2 mtDNA 47 cGAS 5, ALK cGAMP,  #Eifi
Wom STING @ i%, 5% | IR F(ER B 7 RIA[5] [15]-[17]. XA E VRSl ik AL, 3 hnJal 3
BREEFEMAFGE . B FRHIC, BWERES B I8 T BE T2 mDNA-STING I8 VEReE, R 7o
3EZ REBNOR PR I E BRI R . BAh, ZoRifhThRebfid & AR AR TR AR, BRI
N, IERCEYEES . STk, T URE TR R A A B SRR RL, SR AR ]
HIESPR YN RATT, R BB A 185 1 [36] [37].

SRR RIS K EWEAANE PN B 20 AT L2 0 55 2 R, AN ) 4 I o R o ik 9 W £ D T
REFFAN— 2. LR AR [ QKA R T FE42 i SR JR) 58 24 W P2 7D [ P SHe e e e A 5 R 47, MISCs [z
2 A0 th A 2 AR O S B T BB A B . LSRR AL HE N I PR AT/ 5 R R BEBRAE [ R . MR
R 2 e 225 [P L, 3 ST A 50 S S IR B P 2 1 WK S RO VAR T3 %

4.6. R0 NERR

OE R A ERRUNE RIRE 7, nTARYE B FR AR RS R R DT R . 1 260 0 S A iR o AEAR
PO ISR, R Sk (fatty acid oxidation, FAO)S2 45, WA & A B4 [4] [49]. DL, Zekifk
HWEAL 5 ST E R Z B bk, 2 ma iR B AAs A A (CoA)RaZS. FAO HLfe nl S 8UMR 5 a4
MR R, & 243858 Parkin /T RIS B v] IR AR DG 15[ 23] [50]. MEAh, S5 S i v f K i
T 5L-CoA i B , BRI 25 CoA 7K - F5 M 22 P AR B B 5 175 B ix Se 2 b AR ] B A B 10k ARl &= [51]
SR, G R0 g 3 vy o (1 I A ) FH 38 A S R RR AR AR A B B 2, R IE Gl G — 77 SN s 2 kA
W, A5 g & BRARAEER BRI [32] [49] [52]-

JEJE R 5 = APUA A B EA DGO LA, W nTRE (R IE T B3 3 51 MSCs R EHEIZ 1
ThAEE R M. @ AR RSN IR E AT E . IR AR, JRE e b &, R AT Re s m 4
A —8cE . ORI Z BAT BRI B AT BE, 5N I8 o I8 R R S P S G X 4y L B AR RN 2R R
E W AH SCAE

4.7. ILDINERE

RN AEAE TR RE A M AT, TR AEAR KRR RE b AT VA IR 2ok i B WERE JT 0 T . 7E%E
Z0iEd, BWRZ I SRR R, TR ROS 7 AL S 8 4ok ik 45 407, k1 i TI5 R A
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W % ROS PR BVENG IR, IRZH4H M 2 FIZH 2 ThRE IR [53] [54]. BAT 5, LRkiiks) )y kil
(n hFisl i3 FXFOL BERE 4. OPAL ThfgHh & Ml A 32 BH) A S mtDNA FEABZ 1N, #2 WK 53
(B K &K [17] [55] [56]. E4 TJ21H, PINK1/Parkin 3B ThAEEE AT FUNDC1 5 LC3 454 RE T
B, JEESECTZ R2MS IR R M IEIR[9] [12] [57]. PR LA A B Wk DR I BN FiE 2% 00 1L T 1
ARENE . BN, ZoRiARE S A A B (MCAT) IR A R, 249 (n 75 1A 85 22) Bl A v U7 X (e
BELFR) P304 500 AT, T P R R 2 2 - RGP R B RIS 53 (R [14] [38] [58]. HEHFA KA
AW RAES BRERENAS A, RORFEOITFERSR R

ZAEMKIE N BEEUR T MSCs WA SHIMERE . LRI AR E WRARE ) TR, X 7T ReRR
H AL ROR . AR A SRR Tk MSCs. 15'S 2 RET-4HMSKIR MSCs DL £83 2 i ¢ it 297 ik
[F1E 4k MSCs ¥ BAG — @AM E. £ E0 @8 — M2 AR A R & BT, JF R
P2 A 32 S B K A e A

5. CSE/H2S - £k Bl - MSCs F14: MRt 5iEEsE

CSE 2.0 RGMZ R T-4uf b YR HoS I A . HoS B P PUIE TR 2k
DR SR, Il 2 A B S AA . AMPK (55 SRR 3l 77 25 e 20 B SR SE . 456 B IE 7
A AHEN CSE/H,S n feidid 2 if PINKL FEZRifAMMEARZE AN Parkin 2248, 57T BNIP3/NIX. FUNDC1
TR IR, PR IRERARIERR AR . I ROS Fil mDNA #hit,  4ERF MSCs 1R 15
&, AT HEER TR 2S5 0wahht. FEMIFENZE, HaTEBAE X — v 8R4t
FAE D, FIRHLEIEE 20— T A IR B ) TAE R

SO UE MR U 75 B L e R R SRR S . AT 4y Sl it CSE iR BUL RIE . HaS A A B 7 AL 2,
WM % MSCs 2 Rifhk [ L Dhfie 2 ik, #E—P 454 PINKL. Parkin. FUNDC1 5% BNIP3 -7, HIW7 HoS 1
YRR /& A AR e Il % o FEZR KL B WA 7 T, TR A mt-Keima S5@ &5 R4, IS5 G BEAH S|
SEBG, X WS B R S PR SZ I . % CSE/HLS X MSCs T R4 41 78 6 B 368 % ol BEL U /s 74 2k,
FREE A R RS EIRR, A REECH ISR RO R . AL, BN EE HLS IR AL R
6], 36 G iR VAR B HoS U 2R A4 W5 BT s Sk PR AR AR S 1k s il (1] 1)

[ CSEFA/EM ]—>[ PEHEH,S ]—>[ P'&Ngg’%fg" ]—)[ BRthEE ]—)[ ﬁ?ﬁé&*ﬁ%?ﬁﬁ%]

ROS5mtDNA ERRRS FlERES B BiEEES
ShHTBE 5RB8S BEALERS D EEEREE

BETRAR: WIBCSERA. SNRHEH,SEHATH, ZHARENBHEMSCSTRID; IRBRRXINE. NERAMRREUTETrESRel

Figure 1. Working model for CSE/H2S-mitophagy-MSCs stemness and cardiovascular repair
[ 1. CSE/H.S - iR Bk - MSCs T 50 M EE S M TIERE

6. B SARKFE

SUE LR A B WA L ORI AT MSCs Zhe4ERr i o 32 7, Flm PREE AL 1547 22 775 1l i) L 7
B Hoe, HORR E R RE B R IR SR R AR RE R B o 38 S BR A IR A A T4
Mads, (HIBERs BRI e BB A AL, DRIEAN B fi] S HeRE B v WA RONIR YT bR HLK, HETZ
T FUHE LC3-11. p62 B PINKL/Parkin S5 &5 b H W 4ok i F N, R = BERS S i 52 38 Wil B 38
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