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E: #& k% B #»(diabetic kidney disease, DKD)Z —#F 548 Jk %48 X 69 1% M ko & I RJE, R AL
AHME RO EZRE. DKDO K ENH FH L&, KEIKRAEFEADKDE R L LW S48
(high glucose, HG)®T 478l & itk A i 48 XiB %, FHDKD## K. BAT, &/7DKD#H#HEXR %, 12
A R ARk L DKD3E R 4 KA B AE S % (end stage renal disease, ESRD). #L-Fk, KEHF
RAEH, A RAAR AR TR L DKDAY & . WL, @40 X 2R X kR A 2 15 /A DKD#E & R A
W REA WA 0697 %% . ALILAALAR O £ AADKD ¥ #9 K £ ALH] AR IR IE K ALK 8 7478 77 DKD#)
TR A — 473k, AR I IR 6 7T DKD#R AR 37 E: 9%
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The treatment of diabetic kidney disease through regulating

mitochondrial autophagy
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Abstract: Diabetic kidney disease (DKD) is a chronic microvascular complication associated with diabetes
mellitus and represents a leading cause of end-stage renal disease (ESRD) globally. The pathogenesis of DKD
is multifaceted, with mitochondrial dysfunction and impaired autophagy playing pivotal roles. Elevated
glucose levels can disrupt mitochondrial autophagy pathways, contributing to the progression of DKD. Despite
numerous therapeutic approaches, there is an unmet need for effective pharmacological interventions to
prevent the advancement of DKD to ESRD. Recent evidence has highlighted that modulating mitochondrial
autophagy may delay the progression of DKD. Consequently, targeting mitochondrial autophagy via relevant
pathways has emerged as a promising therapeutic strategy. This review aims to elucidate the mechanisms
underlying mitochondrial autophagy in DKD and summarize recent advancements in this field, providing
novel insights for the clinical management of DKD.
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W IR 97 ' 93 (diabetic kidney disease, DKD)#&H
B PR AP A AU R 2 —, DU IR 45 4 A
D RE B # AR RHE, 2B RS AR IS
J%(end stage renal disease, ESRD)f - E JFHHY, #F
FOEAR s 30%~40% [ FR 93 £ 2 H4 K e yDKD
DKD WA I A B /N ER I EE SR ALK, B i
Rk, B/ RREL IR M, FEUREAKN R
R i 40 2 5T (extra-cellular matrix, ECM)
PR EHER, BE— D5 R R BRI HER .
INERIE R R 45T PEAE AL 5 18] BT 2T 44k, 24 7T R
A2 NESRDPL, H AT, DKD ) B 50 8 4
R AR E L ) IR S RS K B RCR 2 -
BEIK K ARG HH 5 (renin-angiotensin system
inhibitor, RASI), 1 5 5K 2 & i g 400 il 571
(angiotensin converting enzyme inhibitor, ACEI)F!
I 5k 2R 2 AR B f] (angiotensin receptor
blocker, ARB), IXLEHYT LA DKDZE R )
— RPN AR, K X s 2 oy e A —
ARRBL, IHACEIR (e T 80U PRk, ARBH
S S0 A M E B9 RO R, FoRETRIIE T 5
I B 24 SRR i (R DK D BBl 507 1 Jre 2 22 1 o

RR B XUZ R, @S MR “he
BT, A ACBERR LA ] AR R4l i P 7 1
FEREE KR IE =R IR ¥ (adenosine triphosphate,
ATP) o AR H ) B AR R K (¥ ATP DA SRR
BRI D RE, ST FE B A 2R A % AL
BLJE O S5 o SR AR HHE 50 240 i Th 5 1) #%
OB, R s (AT B
SO RBER ZR o AR W (B T A s B O P
fige TRV BR A543 O L A ) S T e 2 4 0 2 e ) 1
T RAE B G AR LA R s i B S B AR A
T H 2R A8 00 R R 51 R g AR 5 FE AR T b f
R 3 — WL A1) LA PR 45 200 L P 2t Ak ) i 2 A
SRR AR P . 2RI [ AT 40 A B B
PRI . ARG 2 /K-FF, B i BR 52 401 1 2okl
WA BT BRI GE M AL T AR R A S0 . H 2,
240 O BT BE H IR AT N, SR B R T AE
SATEL AR e BT, SR E 2 AT,
NI, pei I v B P 35 3 R LN SN (2
DKDVRIT (BT AL, AT BETTREIR YT 1200 R AL T .«
AR b R I R 45 2Ok H R VR JT DK D Y i

F GO IR, 75 I DKD B i A e B R 2
.

1 ZHi{kH % 5DKD

DKDRANLHI 7 # 2 4%, HAThm B8R
No &8t BN RZm R A5 B AL Ml
WA H . M) 1% W SR RIS K.
LRtk A WR /EDKD I &R A4k e vh B SCHEER .
Rlt,  ASSCH M CL R 7 AT A .
1.1 Zhifk g bk

RARTE NI RE R T, e A 25
JEREAER . dEH SRR 1) ) 5e A0 25 1) S
YT B IR B E R R E R, M —Fh
AR EY), ATPHEEA g2 &Rk, It
Gb, BRRILAE R Z PR GRS, W45
B (Ca™ )y IBEER AR A M % (reactive  oxygen
species, ROS)H¥J#yi 4 KM . WL ER,
e RiAR B EANME PR T ATPAE K, &4 B
B, B2 AL 1 e B RS o6t T AN 4 2%
FLAR DI e A 06 75 B o IX Fod B WAL A1) 4t 6T 1 th
T8 R B o 52 40 B R 1l FR FR O £k R Ak B
Wl 21, 2k g — R AL, & T 15 Rl
J P 52 40 B DD B % B 2RI, DT PR IE 2 R A4
PR EAAEFIIRE. M2, A TR RS BN IE BR
LTS3 A LN BUN e S S Y A LN E L A NI AR (o
AR E LA K3 22 R R 2 0 B VE 22 5 I R AR
R & (EIEH BRSNSk B IR
AT DU Ty i 2 1 1) Ze b Ad B I B R0 RIS B, M
T TE 5 Sebi A 32 At 7 2 B SR, ORIE 4 L
Re B LN, AEFP4H N A E P A 784 B 2R
PifR 3 SRR R WL RAR A R, TG
FCAH L P ATPIK P FEAR, ROSZKFFhmr. i ol i 2k
FiAROS 5S4 N BB F it G L SAK R K A R
N, 3 AP T T kR A T ZRRiAE H
Wi 5 2 BhWiiE R TE BOCA 5%, WEiE . M E RSB
AT O I S B AR S e AR A
R 4 M G 3 v D A0 i B A SRR I I R AR,
FEMEGEE AR A R A L T RIATP, TN
Vo ) EET R SRR I A R R SRR, AHELZ T,
T R R AR PN R A R % AR A R ) S
b WERE R AR L RE E R R . fEDKD FIHF B,
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B S8 o O 2R E AL, TEBRSZ IR,
CLAES 20 Mo Dy 5 1 B 1kt — B A LA . B
JE R, A RiAR B /)8 H 1 (dynamin-related
protein 1, Drpl)id B ER-F S b 4 7 240 2 T+
RIS GRA & IF M BRI REZ . XS
EY S AL R S R NS Y IR LS TR AL B o
RATPAE . KR b (high glucose, HG)IRAE
N B2 gu At . AN S SR @ DL R .
AN T B e bR b, SEUEAK.
UBAh, 2 MR AL R B OR TR FELI B A T
BB T DKDR R MY R, ki H
BLI ) 1 4% /& DKD & i it #2 i ) SC B3R, 2
By 1t DK Dk & ESRD A ZCHE Ao
1.2 DKDRYE &ALl
DKDWIAKRIEERE R, WhZzHEERRY
TR o XM (1) TR A EH T4 N AR A WL )
() 2AT, AR ML s 1 e . AR DR &
W LA K 22 Fhicas AR Y s D B ) R S RS AR
%o {EDKDMW Z R Z KM bl 25T Rk )
K, i K5k 2 1 (angiotensin 11, Ang-11)F1
B 2 - I 5K 5K K -1 [ B & St (renin-angiotensin-
aldosterone system, RAAS)7EDKDH &% 01k
Mo dbsh, WeHAREfL 2= 5. B EK -1
(transforming growth factor-beta 1, TGF-B1). %5%%
HLPEKH T HABEEC(protein kinase C, PKC)

A S 22 4 T B0 B L AMROS .2 5 1 i Bt
2, LRSI Z R . X Tl
Boh, JLFEHES) T DKDRIREIHERE, EoR 7 HAE
PR3 Hh I L R L A B A ) A
VigriEd ZMA R EMELEER, FHAEAR
A EARIE R R . B, Ang- 1 fil 2 16 S AL N
Wl FEAN AR, SRR SR RAASEE— D
WAl BRI, M BERE BR O RS O R
(nicotinamide adenine dinucleotide, NADPH )% {1t/
(35 A AT B R TGF-BIYERIL, TN TGF-BH AR |
TANADPHA MW KL HEROSHIAE Al . IX 6 AH ELAF
82 2 M S 50 T DKDEIBUR HLH 24 K g 58
BAG, [R] IS AR 38 A2 A (2 3 DK D R (1 HL A4 £y
o th R se A e (R D .
1.2.1 &AL 91 R

8 Ak S0 7E DKD s B A 1 3o 7% o 3 R O
TER o VAT AL AT A 30 % A b B R A T R 15
K HIDKD I RS IR . X B e T Ak S
LA AP S S AL BB EN . R
LN 2 % 2 5DKD R B KM A Wi & =g ir
w7, WIHGH M E M. fFHGHEE T,
ROSHI IN/2DKD K e i B 25 . HGi 3 (1%
A S HOGE I 1IN AR 9% W A B 75 3 O B v A Tk A
JPR T RIE,  TINH S35 R G 90 OB
S RS R A AR AT A AN P B A i i

*&1 DKDRIEZSEHH

el L

EAEME: HGHME R B ZE . R RIEAIRE T & 5 AR, B E L. RIR
AN P B AR, TR R B () T T A B A

[HBAER: EAb NI R Ang-TT . PKCLL K TGF-BI#KIL, Ang-T . TGF-BIEUE &R R4 M NADPHA LA
HEYE, ROSIMIF=AIMZ, 51 REIMPECMKIL B EM, HahE NEALIIRRE, IREE R

HE PRI R A ASHIBGT 51 2 2 TR A AS R Sz ot B0 52 ARk, S 35 RN W /INBR A LA 8l ) 2 e FL 4 1y 32

W AR P A S L AR EREL R B ) 2 AR i A RAE [ B2, BIEIL-6. TNF-a. TGF-B12IL-187F
TS5 175 32 Fe

HGIAEE T AL AL P SRCER [ IBERR AL TG PRI o, 2k A B A AT ss, o m] S UL 40 PINK 1 (R 208
FRAR, AR A AR RN A AR A, RS 2SS e SR, U CARET, SEDKD

HGHMF FLC3FHYERILFE(K, [FINROSTILFEIER T AN, mTOR(E Si@fisib, Wik 1 IL-1BMTNF-o
SIOER T, PRISEALA BN, SRR IR Y ST, I R

LR FWEER, WALAS RS B RIOR, RN B, S BRI RERERS . N AR
BEMR A NERIE AL . Rz, LA B IR L AT B A L Y ok 1 T

DKD#AEH, B /NERFZREGINE, FEEDUSPIFMINIxE [ARIEKF N, Ml T&REkEamrRE, T

ALRTRLE A
H£4DKDI
5 HE LB 1
RASSfRA fk, {ZHEDKDAIIERE
RAEAEH W, P ALK, IR REMT, (2 EECMET R,
N LA
it
R R
ko TR
R
BN A, SEUE D
W, BN, M7 EDKDIR
N

BURNE LR AT, I DR R R, I T ot e
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HEWE, 5IREA RIS R A4
AL, T B N ERON AR A B R e AU
FLAE B2 0L T o 3 I 15 bl L A B T & 40 o g S 2
HesE, AFrE s, HGHEL FDNA. i85 fl&
F1 5 B 45347 5 ROS 1 34 0 K S 42 1 S A0 RL
S | =R AR G A IR 735 Cpr s LR bt ol
SURBE— B0, RZIMR. TEFFSMHGHEE
N, FACSEE KR T Ang-TT . PKCLA K TGF-p25%
A EM IR R, XSRS sk X
IR T AR R, TR T R . BAK
i, Ang- 1 EIENADPHAE LB, 2 HE S I
WROSIHIM % . [F, HGHEL KN, TGF-pnfE 1
R P NADPHA LB 1) vE 1, T34 in 1
ROSHIF= A . X s 72 S BROSIK E (M Fr 2L =,
HET fik 5 TGF-BIE — B 3E, 51 ke & M4 i
ECMPJit B Efe, & a5 /NE R4t i R e,
TR R AR, I — 3% R N AR R TR
WRAEDKDH W Z HAEH, HRE T HAE NG
T HE P ITE T
122 HA&-dd RRKE-BLE B R K91E R

FEDKDI K BT, RAASHIE T LM,
i PR AAS AT LA RUE ZEDKD I HERE, 0 1)
LR R I A E E R TS DhRe 2. Wik
B, PR IP IR A AS 55 35 52 0 B /INBR (1 I 30
S R AP T R G B T — B RS,
SR BE 5 2E % 2 FIRAAS 43 B A 6] 7 1) 524
Fik, WEFE. BEE LKL Ang- 1524, Fehl2
Ang- 11 18246 G RAAS 2 1 ) 28 56 B B,
1.2.3 KIEB1E A

B R, BREGN SR B DKDL N
— b L B () SORE PR, H G P R RN AERE 7E L
R LR P T oA A R R T SORE
SN IR, #AIE S AE DK D L 46 Fn s gk v 2 oA
dEtER . — RAIFAIEH, A, HA
FL A I 20 P ) 35 R 2 5 DL R S E R B UTL-1
IL-6FHIL-18 #5218 3 N 5 DKD g AU 2 35 FH K
DKD )97 B4 B 72 52 3 R G M AVE AT 22 1H
RAEFFEAFAERVIRZIFE M . BhAh, B 95 A8 o m]
DL AR o AR R EL R R Bh Jy AR Ak 38 mT
RE il 5 90 ] B o U B R 9 RE IR T B FE IL-6
TNF-a. TGF-B1&IL-18, XK 7F I i o /K7

Fhi, RDKDHERE oA AF %=, 7EDKD
R R, B I ) SORE 40 AR 25 50 ) P EL AR
FE R B A, R SOREAE R B R Ty T OC
o . 12 ERRIA ST, 33X L A AR AR AR RORE
B e R LA YE I T, BERERFH 7 E RS
MR e R . RN, Xl WAk 7 b 2 E
Jii [ ¥ 4% (epithelial mesenchymal transformation,
EMT), fRfFECMEISEHER, IREDHETE KE. X
LA i PR AN A BAN AR 22 5 42 45 ) R AR A
I SRA ANAERE AT 1 RRE SN, IR 1 o IX 48
KRBLSRI T AEDKD R S5 B A, B 205
REVETT BT E -
1.3 DKDH Ry ZA Ak B R

BEEDKDII KRR, Zkifkaha iR, H
ZLARTE N R Rk A 5 B R R 2 B X
BA AR A I e BV 2 0, T 51 A R
PRTE R AR B o X SERE R4 ) B AR T ATP
ARG . fERMIHGH N, B i = A4
I 7F 4 B 2 S0 B R B SR S T (07,
HIZROSIIHTIRY . 247 Bl B L A e AL e
i, ROSHI 5] & —3& & IR B S, 0G4 B 4t
AR R dr L ZE ) A RN R 5Kk . XLk
B R A FEE RS ER 7, IFREUEEIRT)
KA. RIS, 24 A S F A ) e 8 B AR I 1 WA
5, SRR R FRIREL, INRDKDH K JE .
PRI, B4 JF 15 okl ik B g i A ) T S Ag A+
TRDKD % S H %,
13.1 Ramjp b &tk gL

B /INER IR S5 M) A 5 PO T 2 4 B L 53 2 1
U JEFECM o 1K B8 55 1) X0 2R 4 Tl BE 1) 76 3%
PEAR LU, ERFSEHGH S, 2Rk m] g
A AN O s TRIINE, SRR EA S AT BRI R
AR R IEH T, SBCENNEIE N, &
Al PR AP ) EAMPRAET S . ZhengZF P
RN, EHGHEH, S8/ R 1) 2 40 B s
HSRCH I BRI VEIG 5, X — I FERHAS T 2%
BLAR A I A FUN1438 8 (1 (FUN14  domain
containing 1, FUNDCI) ¥ (26 R4 5 g AE .
I SRCHN IR AT LA R 24 T3 A 05 1 7 3 IR
A, JHRFELR A B YA, TR L A i
MR TSI, IFA BT B A o LI R0 R 2 B
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K. SR, EELZFUNDCIFISHL R, SRCHIH
R T HAR ThEE, X T SRCHNHIFILRY 2L
RN SE 4TI B KR . TXNIPY D R 2 4H
i ) R AR O B B R AT R R e RE s DI O, HE
T B S AT LA ) eh v L B A R O B R R AR O
(mammalian rapamycin target protein, mTOR){5 5
BN FIHGIAEE R nephrinfllsynaptopodin ) 7
AL AKX ROSHITE s, I 7 1EME PR /1N B2 4H i 2y
RezEdmPl, [N, WRFCERE, EHGHRMT, A4l
MR PINK ] A 2GS 808 & A paEE
O 0 ) T AR R, X AR b g — B R T
JE 5 RS 5 W IEH & B0, X s gt R T
PINK 1/Parkin. FUNDCI1/SRC & TXNIPTE i 5 /& 4
e A B S R A P A A
e ik 5 RS 5w Bk, WAL T 241 i kA%
HURAS I OB ML .
132 ABEmisE &bk aE

R B NG =2 —, MiE'EE
YT, IR OB A . b, X
S A i 8 S e LA S5 R, TR P B L B
J1EPT, FEHGHE N, RGN &3 B 7= A i R
EAMALEERED, SHECMMHER, 5l
R A R R . ThRE e R A B %€, JEim
fil R RRELF ek . T FE S 2R W A O
WeiZE P78, RAEANMAEHG S F FLC3FHMERIA
FEAIC, [RIBFROSHMILF4EIEELEE N, mTORME S
B, XL NS T IL-1BFI TNF-055 480
K7, FHASZRRR EWE, 51 R RN LT 4810 J
HIEgE . ChenZP 7L LI, HGIRE T, MR
RN+ SRCE AR IR k358, SiEFEE AV
A K. S SRCHII e 8 10 i i J 2 1 IV (17
O LR AR W, X — XU E I N DK DG
T RME IR TR A . ARSI 7T M AE ] D
BB, AEER S R A I ) P AR R 2T 4 A 5 i LA
FARNIRITSRC mTORSS S i@ ES, T8 NAELSE
DKD K e s L it a7 % .
133 Akmpb&etkai

B /INER (1) A Rz 240 e i A 1 B AL A SE IR
KHEEMPET TNRE . X P &5 M 7E B (1 R I R A= L
SRR RS OO . AR T RE RIS 5 R
FIR IR 3 . ZRRAR B W /E o — R R

BRI, P9 0 i LA S RF L @ . i)
PEFH, T WG 450 (1 w0 s U T R 5 350k i 35 R
AR BWFRER, B/NERN RIS 24 2
FMAFE R R ES KRB, EHILGE e %
Bl AR B Wk i 5% 5206 R A R 2 PR VT 5 35008 40 A
THReRERT . P R 240 0 52 453 A5 Tl A2 400 P 1 A7
W R ECE ANERTE AL 2 20 ) 98 A T RE B EL
P B 240 R P R ST A, A A A RLUR
IO bk W E SR BIHGERBE T Py B 40 i 32 45
R E R E R, ELAE S /NG H (8] (9 A R 42
H e B A ARSR AT TR SR A T IRNR
LRI B W 5 A BT 2 5 P R A )
o AR R AR JE A0 M5 P R 2 e TR) AR ELAE R AR R T
RE. IXUEHFFT AT AL NDKDIA T HRAEH 1 SR .
1.3.4 WEmiaE&Eik gL

B /N A I A B B 5 90% I 2L 73, Xf
FL AR S %) [ PR S R A 3 T 4 A ) e R A 08
BE & X DKDAF AL IR, 22 T E J1 B /N
BRI B 1) B INE B . ZEDKDIF R EL,
HGHR B X ML B 77 5 18 B o 2% 5 B0 o ' /N
Dhfeid BEWOE, G aRAN A RS, T R g R
17 FRE0E BE AR D o X PP R ko T R R
(AR AL, a3k T 51 A v N R B EUIR A
LR R 5 K W R ATPAE B /D, T S 8UE /)
EEEMNEG 5. fEDKDHRE S, B/NE R
Pz n e, B XOURE 7 1 B R B 1 (dual - specific
phosphatase 1, DUSP1)FINip3# & [ X(NIP3-like
protein X, Nix)RIAAKP TR, SEFEME T HWEAE
MR, X — i FE S B 2 btk BRAR, HESh '
NG MBS TT L, RIS ThRE R R
1M #2 F-DUSP 1 FINix ) 238 W] e A7 24k & B Wi
T2, RRRARAAN B, JEA R IKROS A i
RUNE AP T2 22, ChenPY T 72 &,
N, {EDKD&EEH, HEHNFMAMEOMME
R (optineurin, OPTN)5IL-1PFINODAF: 57 A #4
B A 45 MM ¢ & [ 3(NOD-like  receptor pyrin
domain-containing protein 3, NLRP3)Z%JEbrEY 2
AR, OPTNEAEZ R G, 245 WEe%
it 22 FWRY), FHEEBIEPINK L /Parkinif £
PERE LR bk [ W, A R BH LR 28ORE /N A B TE B
XU AR T R AR PINK 1/Parkin, DUSP1
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Nix/BNIP3. TXNIP% H M@K, NI KIAITDKD
FHOCE INE AR (PR SRS SR it T A .

gi LR, MREDKDM AN, 454 Bl
I K 3677 DKDIF B, &I H #1107 75 A E
AT DKDH AL, RASS SOREAEH #E47
TP, HAET, X7 7 AAMUAEEEFA R R
N, S A Y05 1IEDKD#EE NESRD. 4R
K, WFFCIERH, ZRRIfk B WEAEDKD K AR K i i
REEAER . Bk, ISR B VR &2 ] BE A
DKDH AT HE AL, WARIRIE PR IA IT SR s A 8L =)
BT AT —4iby7, ERAZIEE B IT A
VIR SR o

2 AR B A fr DKDAY A R BK

H A7 X DK D) & BE S g 3 B A T2 i 1L p%
i AL g 7K, BB ARG o ML A8 T JRRE KU
FEUCEEA b, TREH IR IT HAR 1500 A K.
T SHRE TSR, X ZRLAR 1) T VR A BEBEAT 2L
RiXTDKD, ERetRyE . AR, BEE 25
FAGERHERE, o 24 PR3 14 J 23 A V6 97 W PR s B 3
FHIRPIR J7 1 s tH& 77, iR J7 DKDAEAE 11 9%
I RE T HTI &R
2.1 HZERNABER
2.1.1 FH T

WEKHAZ MRS AN XA
YR Re A0 1 Drp-1 152 18 # I8 17 PINK 1/Parkin
. XA SRR BRI, ad ok
1% T DKD/N R E B85 . RAL B SE i B,
/I BRCEF AN ER B R A B 8 T A 4 i R SIS B 4R L 5T 1)
Hmia s BENGE, WEKASHIHITEE TR
AHRMPO T ZEAED, SiEREEK T RN
Fhrp 25l R 0705, i AR AR R B la
(hypoxia-inducible factor la, HIF-1a), ¥iEPINK1/
Parkin/ S AL AH 22 7% . HIF-1afe it (it
HGIRBi 1 14 225 Z4 R 08 B /N A e i 45 )
G e 25 B 30 445 7 R PR IRDK D K BRIy LT afi JR
A REE K24 hRE A BIKEE, BEIMBRL AR
WP, I IMERARIP RS &Y 1. ATV 3
WEPE, T ORI B NE A SZDKD SR T Zehith B
W AR TR T ISR I B2 A R S %
501, BAEMAEN. R DIRK.

WEFLR B, 4 UA%R iM% ] 2 s i 48 4 ) T Ak 38 B
YA B0E R T 1a(proliferator activating receptor
gamma coactivator la, PGC-la)fJmRNAFIEE [/
FiEKTF, BFIECNLRP3. IL-1BHImRNAFIE (4 7
FIKIKF, BEEDKD K B A2 40 M 2R EH R, I
BAEACRLEL, R AR RN, EZEDKDEREPY,
I RIS R B, 2 VKM 37 e A 2B IKDK D & 3
(R IS AR B K, B RS DhRe i
PERP, 28 5 i Ah 24k, AT R
DKD K Fs i S8 AP i i S BE P R PGC-1a 2L
PRSI FAFImRNAR L, W 4R ri 7
PR AEY & . PGC-1a B AIE SEAER 1
BRI A G R AR A 5 F A R 52 e B R A I
iy m R e WY, %25 T B A kb
HAEIGIR B o] RELEDKD B H 'S e di s, b
B4 5IRITDKDIT AR & . FiRSIe 45 R,
T2 7 B A PR R . 982 B R AT 5 T
Re B D% X Le T J7 e A T ek Ak 3 R . 2R
A TR T e RS . AR SLTEORT H At AR AE TR T
DKDH B A HI 5.
212 v H 87

[i5] ' fife B AR B dd ik T A DK DO BRI R O T
85 [ Bcl-2AH <X & [ (Bel-2 related X protein, Bax)
Pk, L RBANE M EL SR 2(B-cell lymphoma 2,
Bel-2)Rik, AT &R T . BaxFIBcl-2
SR TIPS R BEAR A, EHGIE I 12 40
P T b R e g AU [EJIN, DKDOK R AL 40 i
Fric¥podocinflnephrinth #5 [# & fif 25 i %8 1M,
FE [ B i B R 28 0T e ad 1R 1T 2R R AR E R AE fR
BT R AEAE . =328 IR CIE
{EFFAKDKD & # R 8 7K -F . 235 1 0s 5 Dy fe
Ayak A2 B B4 T 7 TR e RS R R
T UE A 2R 3% . PINK 1/Parkin /™5 (I 2R R Ak
Wi SDKDE VI K. WEFERM], WEPINK1/Parkin
I F BB B R AT 2 DGE B A A 1) ok ik
Thek, MMk EDKDH i o A b A
A e H R S Vit 2 T B & P L R RO S A .
X N O T PR = T R R
MOGE B DiRe, BRACR S RIRDL, REbrEdne
715 IEREMEREPINK 1 /Parkin S A £ A7 44 15 105 410
HIINLRP3 % PEFEE B 75 A, AT e Bk A4 2 £



- 424 - CEMMAEY 20259454531 Zrik
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