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2. B R 4 4E1k (renalinterstitial fibrosis,RIF) & ## J& % ' J# (diabetic kidney
disease, DKD) W)™ B Jf KAk —, FEHE G H BF A @ R AR E . BT HIRR
BN D EEEORIX —F 5, Qi AeT b7 8 B RO B R L 9% AT 5T AT 44 2 R A il
(R e) . VE 4RI RE B L), ARZ IR G IR, GOk 5 5w in) 8 YDA G .
WA, XLk AR R & 56| (mitochondrial quality control, MQC) HIFF L H T K
W, hiAREENOEERNAENEEG. 2R, BWAERNEEDRE, N
BAMQC RGN RA RN, LKAKEYKAEX AT I N K. 1 ZiEE R
W, S ZORLAR D RE, T AORLAR A K A kF DKD ) BT AF 4E A A S B
KSR NG RAR W) KA G AR — 25k, /i H 5 DKD B [A) 5 £F 4 4k 1) A O¢
e, DU R T B . SRR T SUR .

KA ARk, bR R A BEIRE SR B A A 4l

TR, WRMERRESRKEEANEE LA, (MHJ)) BEERK—I
WEFE 4R, 30 4E1R), IR B R IEIG, &= 2022 £, 2K H 8.28 {LKHEN
SR PR U BE R WA AN e e 2 MR RORE, HoR, B R R B R B L
MIFRIEZ —. WM REZSERWF RGN (PEBERBEYGIERE
(2024 i) ), DKD & 18 tH §% J& 3 BT 25 1) 18 74 5 I 73 C chronic kidney disease,CKD),
Il S 2 Wr 2 BEAK U5 JR 2 A /ULEF FE . (UACR) >30 mg/g M CEL) A5 510 15 /N ER
Jeit % (eGFR) <60 mL » min™' » 1.73 m2H & 3 MH: 478 g RIEK & 13
5 DKD MMM BEERI, —HNWHELE - T#H2E. 2W Ny DKD J5, &
BNk R R T LA E B, HRTEEVE T A B AT . B R AR 4E A2
B U Th BE ARG G B B AR AE, R CKD MW WA R, JF % 2 A8 N 4K W
Wy, SETCER B RAE R, XA T ko KON RAEGE 7 R ™ H fE Bl 2k 4 i & 458 1
MU R 23 03 5 4% 1) AL ) RO 400 P 2 0T B A L R . SR, S AL R R
B R, RRR AW KRR RE . KRR R R — R 2R
b A TH R 2R AR 2 b 22 AR i B iR 2 4, BRAERE Rt g R W, LR R RN T Th
A2 UDAH OC, B I 2ok A4 T e B 65 ) 72 — i€ A2 B2 B2 DKD s 15 g, i =
B TR, N E A g RR ),

18 PR3 B 5 B IA) A 4 Ak

VB N Bl PR 95 1 2 B RN I R E 2 —, DKD [ R % AL AR 1 R R R 2
IR b AR AR A E ARG I, WSS /NERIEL R EH N, mAHERERN
LRWIE RO BRI R FERAN ARG T mBERET, 55 /NBk 2 g0 i ™=
= RGHREESAE, AFEMEERERE. Kotk FTRMAR, EREY
W B AR RN TE . WA R AL IE B PR RRAG . AN AR R B R, R
B A B2 ik 2 B N ERIE R, BERS AIBE VR S X Bk R E 4 R R AR A R,
A DNER RS 9K, RAEBNE DN . mRIRE 0 SREE DNE =
g J 8] T A5 4E AT, G N A B TR AR R TR R O A AR AR O, Rt E A



Zkifk. B DKD BIANWrdE fe, B /N 400 3 0 3 00 AS 4o 5]k 42 ki 4 Th s B 4G, B
FEAEYIRE B PG, ZRARTE S (mtROS) B B F= 4 . 2Rk B W& sk b A 30 7
A AL AR B A S AR 4R A B B AR AR R E RPN AR R R E L FANE M E
i Je AT Ik . B ONE R T BA MLE N R RS, W R E R YL 4 H R
B /NERDE T T RE FEAR DA KB /N DR R BRSSO 1E IR T R B AR WP, fEAR A
matsh, CHZMS FHEIESCS BERRA AU ET LR AHARY, B
JR AL 46 T 40 B 4F 3£ i Cextracellular matrix, ECM) [ &, 1 # 4k 4 K K 7 -B1
(TGF-B1) fEH %KV E RN AN LA T2 —, A Wi 2 3k 5 2F 4 40 g
AR ECM U, 2R 1 7 oK 56 8 B B A0 190 R B DhRe i A, 2 5 5 IR A 4
P R AR DO LR, I R TR VR ) A B R S AL R -1 (PAT-1) KCE T &
SRR INY B =l T s R A = v N W B N AN il 5 S i 2 1913
AR U, geAh, B0 -1 (KIM-1) MR KIER F -0 (TNF-a) 25
RE Rt 7E B 1) 5 2R 4 A b R B EAEH . KIM-1 78 155 B B B 5467 A R
M, {H7E CKD 2F 446 B I i b KR AL, 18 1 3Rk KIM-1 (1) b 52 28 i vl fig
L 5% 43 i 7 AORF 5 k% 40 i 55 AR B B IR B, B LR R R OB, 3 B0E] BT R ORE K AR
Ja, B GRS AT A 4T MR IR SR F-o (TNF-0) J2 R R 41+, 2
5 B F A R N L R A R AR S R B AR ) ORE S R A
Ao AL F TNF-a 5 5 @88 NI p38 L FE IR E HEEE (p38 MAPK) 8 %
FA) S8 3 T A 3R 4 P R TS AR R B I (L HE TNF-o. IL-1B A1 IL-6) W=, i
— B e RV SE R — R VB AL OO T g 5L T 5 0 B R B AR B Cunilateral
ureteral obstruction,UUO) #iHY, fFEH M TNF 24k 1 HE o —EAERD
TNF-o ##il 8, TNF 32 {4 1) 5 K 78 @l 6 UUO #5828 % 5 1 5 25 4 16 10 38 BuAE . 3R
TNF-a & 12 & 5 25 45 46 00 A A B 190 97 8 f 018l
2 BRAR A KA

SR EZMMh B REE MMM, AMUSHMRRE T, LA
P SRASAT . BHEEARETmRESEEM . SR g 42 kA nT DL fE N
MM N CAFEMRAR A KA E S, LhkaE A ERA, FHitknrblE 30
S, FEFELRAR N AR =4, LR RRERAMEH, PLELRIAER
A R A A B 20 R AR AR R A R E AR KRR R SRS . LRk DNA
MEHRSEE., ARAEOREMR. LA ERMEZ A0 KRR SR
H& R A& TPaEN R, EEFLREII T KEEFEHN. »RMHEKLE
Bz MK E A 1 (Drpl) MEEMICEE 1A 2 (Mfnl/2) HFIRL B2 3 46 40 5K
HH 1 (OPAD) fE4EFFLLRIAR M 4 45 i hild & CHAE ], XEEA MR H KRB
gl T 4ok Ak Th Re BE RS, HEm 5l k2 R Y. 28 ki /& DNA (mitochondrial
DNA,mtDNA) W EH 5& 5 & &bk =W kLML EHRH . EHWiS DNA ¥
4’ (DNA polymerase gamma ,POLG), =& — £ 5 DNA B 5B 8 1Y, I
ORI FE R B, POLG [ RAE 2 T 802 Fh 2R AR 00, a0k & 1R 22 Lok 77 98GR |
BN B AT WLJE 0 RS B R 0 AR R P e s SR 123 2R R Ak
WHIEZ R DNA BREA, MEAH B (POLB) M 8-% LIS DNA B 5 (LA
(OGG1) , FRILHK OGG1 Al A B 40 g 45 175, (2 1t JIg B A6, $2% DNA &
S IhRe, 123k DNA #1518 224, DNA B &8 p(POLB) F& T& K iAE A+,
25 7 mtDNA MRV BRES R, AR, % POLB AN E 40 nl I
B () N R P 26 R AA DNA (mtDNA)D 45, X — &S HLH] 1A 2401 B 42 52 e 26k
A Ty e A A0 i AR A 1200, ZRREAR R T A R R AR R AR S — A R D IR



AR AR B A OB T kAR A IR BB A A ke B, R SRR X B R R
AH OB PR R 7 o AN R T 40 B 5 R R R e, 2ok R R AR T A D R E B .
MESCIEAR G, BT Af =& 4, IhEEPE RNA (messengerRNA, mRNA) F
¥ F RNA (tranfer RNA,tRNA) 72 W E 1), 788 3%/KF Lii# mRNA Al tRNA,
EIPNVSR R = Il R S5 A 2P A N s AV P2 R A NG S 7/ e 0 ) N R
K=, GRENN = KBEEW—E &4 1 I, A IV—AIKXZ5H
F AL B (electron transfer chain,ETC) , ¥ & 66 T M4l NADH A1 FADH2 1%
R T, NN ATP. AALBERRA AN EE THRIESI IR K ATP, &7~
AT RKEMEBEBHIE (ROS) PN, KL, 28Kk #E & A U 101 65 X5 T 40 A 10 fa B
BREE,

3 kiR AEY) k£ S DKD 'S [a] 5 £F 44k 0 A o v

HAr ok ot S AW B4k 38 8 s AL 2 Ry BB L ¥ lo(asubunit of
peroxisome proliferators-activated receptor-ycoactivator-1,PGC-1a) - AMP i& L& H
¥’ (AMP-activated protein kinase, AMPK). Sirtuin ZK & (Sirt Family)%% 7] DL7E £
P TH b 23 5 F0 Y 20RL A AR R AR R R
3.1 PGC-la {5 5 %

PGC-1la 52 £ Wi fk A W) R AL B B 42 R, H 3Rk K P 5 &Rk A1) kA
PEE A K. PGC-1a 3 BEAE 5 5 A B 88 1 A Fr b Rk, I &b 1F 72 48 M AX U 75
SRR 20 B I W T A A HE B A X 328 T BN E AR R S A EE R Rk, R
PRI RE PR AS BT 3 81 = B R It 7 (adenosinetriphosphate, ATP) F| F 52 [ F1 4 {1t B
B MERMEMEEHRAMEEZEZ —P), FEiRRMLEPMAIES, Ealtg
#1155 Cacute kidney injury,AKI) FlfLFE DKD fEWN I — R % CKD A4 a] M %2 3
PGC-la /KPR N K 3 P e sk BE AR ok /b, H PGC-1a 8 = 5 5028 CKD 19 5 KL A
KOO, SRR T, B /N ER R 4 MR Bk R AE R A AR, BR TR SCH B R
BB WA E IS E T A AT MR EZIN, AR AU REE D
PGC-la, 2K PGC-1a FRIAEHFEME], 1E PGC-10 e E K /N R, 121 8
[ii] ] 175 5 1 28 07 Ak T e R4S I 35 008, UE B PGC-1o 7B IR 37 28 K7 1k T BE A k4% 4 ¢
BAEMPY. A2 AR EHMEER T 1 (Twistl) B8 8245 /N B0 il 2
PGC-lo MIZRIE T, MR MRS /N b R 248 Mo Hp 1 i 7 R S8k, o T 4 2% ' 4F 4
e FEB IO E ) 2, PGC-1a X TR £F 46 I+ TGF-B1 (4 H B & . PGC-1a
fEHEE AR F 1. 2 (NRF-1. 2) « ZRiREFEE T A (Tfam) 75 N 1%
S PR 0TS S DA s ke A S AR A R T BT AR AR &R O 9 D SR Ak B I, TR) 2 R TGF-B
f) RIS MBEEDP. DL EWFAUESE, DKD EF MM PGC-1a Kk ¥ FEAK LR kL
AW R AT, e GORLAR D) RE, B WA A B Dh RE . IR WL M) T BE v 1
AR Mar LA, W AR PGC-1a IR IE T &, 25 DAk & 542
EAKAETIRE, MR T A4k e e ? & & A B F ks, i RiE PGC-1a A
DAYRk %2 /)5 B 28 00 4 T e B S A B A BT, i 5 2235 KB, DKD mBERE TN, o
KI5 PGC-1a X5 /NE 40 M B Cr 47 /E B8 — 28 254, 40 Sirtl 3#sh 7] 3 22 5 R,
A I G I PGC-1a 35 K By 1k & Bl /i 3 1 2R A 452 497 I B AIC 4 Ak B 3 9400, L
H, H M % & (Rapamycin,RAPA) 2 — M AZY EH W5 R EH (mammalian
target of rapamycin,mTOR) |7, it # | mTOR {5 5 il #% >k K # H A W) 2= 3
R, mTOR 15 5 38 B 76 20 B A= 4 38 58 A A b i 5 S B 1421, 7E DKD v,
mTOR 1) FEiE L5 B /AN BRI S B8 o 28ORE S B A0 2 4 4k 2% DA OC o 538 /D 7R A%
MR AR BT RZBF T ENB MM E, K DNRE#EULE PCG-1a FRIAKF T,



M mTOR il 55 torinl WX PCG-la 18 F/KFA WG 1E R b 238 & 4y
510 A D /N BE R E YR 9T T O AR U 2R AL . R 4 B R A R N BRAEE Ak D T 9T R
f, B E PCG-la W& KR ATRA, RBELNIATIRE, A BT %% DKD s
‘%iﬁEHMO

3.2 Sirt K ik

Sirtuins BRI FE A7, BB B 8RR R4 & B LB g R R T
BRI, Sirtuins 1) F TN AR X WAk B 9, X2 — P E B & A B I AR S,
Wk Wi, Sirtuins FTULgERFE AWM ThREMEREME, HS 52 MARTRE,
U1 DNA &5 . BRI UUER . 40 Mo J& 30 U8 45 A0 AR 4 35 % 1400 Sirtuins 5K 1 32 2 AL
RAM TP R Sirtl. Sirt6 Ml Sirt7, FF4E T MFE P H Sirt2, F4 A 76 2%
AR R Sirt3. Sirt4 Al Sirts Z4 M), Sirt FKIEEH T L RAAKEM R E T HA
WEEH, CWiELs 5L MapRdE, SR ATRRAIIGE. SN, RIE
AT B0, Sirel-3 f M 2 I A i R R S ) A A TR O T A R VR R R T
B2 (NAD) #E47 B, M S8R Sirt /S ATP 4 A48 J 77 3%, fE
LRI TR EE, RS/ EFRPMKERRERPY, Sirtl 785k 58 0
FVE AL B I DA B o503 4R R AR D e O T R R OCREAE L, BB TR BRIE B4 M IR ok
EESRBURAN (BEEBRUABE A PR S R Wik, Sirtl 2
I7 IR S AR HURN 2 B PR 9 16 T ik vA o7 SR S 00, [ BRI SR SE, Sirtl 5 PCG-la
TEAESy I A HAR L, 764K A A 3 AT e 3 PCG-1o 1 iE 2 B 4k, 3E 170 48 38 1L 5 NRF1
LS AT, BRI R A, TEPUL 440 77 T OR #EAE R B2 A SCRr
2R 1) TGF-B 72 3 8K 2 8018 M B WE 5 h A 401 2R R AEFHZEM R,
BN B R AR Sirt2 KIRE S PES R OO IE B S E S AR 44, TR N
Sirt2 1 4F 5 P i 20k OB IE B AT DL I A 4R 40 B3 Sirt3 & — R ik & 4Bk
ellg, H%F KN, Sirt3 B ER /AR 5 % B A2k ik 8 R ™ 5 4R 4E 4k
MIRZUA, WOE Sirt3 7E— & 2 LA B0 BT AT 440 Y. DKD AR AR Ak
AR SirtS A, e — R, S5HEHMR AR, Sirts A —E ki
CTEBEVETE, P RBRUE E WA A ORI RS AE T, AR B IR 00 N ST u N B
IR SirtS AT AR . SCI R, BEREM D, SirtS R WD
Ui B SirtS A #8530 DKD H I E FE 4 Bl AR 22 . SirtS £ 3 0 i 4k 4 g 1k i
197 B AR Ak, 3K AT LA Dy ok A4 g 5T AX U 1 4 Bh 01 Sirt3 A1 SirtS # BEHE Bt A AL B
KPR ThEE, AFEMZ, Sirt3 B HEABEANCDE R 2 (Superoxide
dismutase 2,SOD 2) [F{K 40075 % (Reactive oxygen species,ROS) 7K-F71, fi
Sirt5 M i i 0 E AL P B AL B 1 (Superoxide dismutase 1,SOD 1) B#1ik ROS /K
_712[58]0
3.3 AMPK {5 5 18 %

AMPK & —Flifg BN EEE, TR RRASPREZE CHEENIEN,
AMPK {5 515 5 58 IR 5 Dh e B b5 % ) AH OC %1, MG 78 KB, AMPK ik F
VA AT AN PR B A 4 A R R, T AR B @ i AE T AMPK/PGC-1a 1E B, Pk E
AMPK JE ¥, kR S A 41k, SR TE DKD B AR 4E 40 S N I RO Rk Th g,
PR AT YA Rk IS0, —ue 2y, 1 AR R OBE 25— H OO ATl ik AMPK A &
Fo@EBMmE Sl ER. KRBT AT NSAREE, FEERE, K
T AMPK W 3#0E , — W XUICRT DUA 25028 3% 5 2 4 A0 13X mT g 03 DR = A SO AR ok
AMPK ¥3E J5, 955 T TGF-B1/Smad 3 {5 5 1@ % 1 /% F 1021, AMPK & L 75 M 4L
RARY N, AMPK #UiE fl AICAR BB T U /2 % 40 fg [l ¥ TNF-a. IL-1B £ IL-6



(7= A, A 30 98 RE B B2 7 THIAE A B R 130, 13 ] fth T (Ulinastatin, UTT) & — Fft |~ 3%
EABME R, BERAMPANREE, AtbEERagEm, mREm,
UTI AT DL i AMPK 38 % ek 55 8 B2 7, 38 7 UUO BE B 1) 5 B 453 I 4F 44k o Bt ok,
UTI 36 ] LU 5 0 d1) UUO BE R dh () TGFE-p1/Smads 8 B & 75 Bt 5 2F 4 4k 1 i 104,
HEBOE AMPK (0 T 2 F 3 P88 w1 2 BORE IR RE R o 9 W, 32 4 R P AMPK
BOE RIS T LA s AL CELHE WS U5 3 R 7O IR SR RE AR 19T, 7 5 — T
WL, B AMPK BOE A0 T VLR R A A R R OO PR AR T 2 BUONE SR AR A
R pElS MAeRBRMAR s EYTETFERT, XKRERNEEA
(meteorin-like,Metrnl) & — M FEAAHEARIAHARPREN PWEH, SHHE
g —Fh IR BT R T, R 2H 2l Metrnl (1) 350k B AR T OS2I /N B TR
H & H/RULEF L, H Metrnl /£ DKD /) B I A 1) 3R 18 A8 {2 f#f TGF-B1/Smad /K
FREAG, A BT O T A RR A AR E B4 K P 98], AMPK 2 Sirt3 [T
T HE A, Metrnl 38 i F B Sirt3 /5 ) AMPK 15 5 i B% ok 45 45 4 b 1A F2 &5, H. Metrnl
MR IEE G NEH PGC-1o MR —3, & RIA Metrnl g &2 1 585 IF + PGC-1a
k1091, %5 %) FF JR A6 5 3 3R B (Grape Seed Proanthocyanidin Extract, GSPE) X}
DKD K BB D) A ke B A R4 VEH] . GSPE i it # ] p66She 1)k, 4% 4L ki 4
AWy R e RV R AR B g2, DT 4E R 2R R AR Th RS . GSPE 3 i 28 h 4 2B W A M o5
w|H (W Sirtl. PGC-la %) WXL, WD 7 Drpl KIRIE, AR oR, {2k
TR (1 F A R T e R U0,
4 iE5RYE

VE R RE PRI B W 3R RAEZ —, DKD MIBE — BB FE R EME A, %
Mo B4 L DKD i fE it e R ) R, MG R 2 LK EIHIE
e M B o 2 RE AR AR ) AR T DUBR R 9 O T 3 N 41 B BE b0 BE BE ) AR R ok, d o b
TR B Bk e & T P AT R AR I AR . HATWE AR B, W SRR T B RE e
15 5@ Bk A S 1, o] DLZESE S8 2l B N R T &Rk i AWk A . EE R
TGF-B1. TNF-a. IL-1B #l IL-6 55 B it {4 K 1, #HOKSLIUER], PGC-1a. Sirtuins.
AMPK W T — N A 0 32 W 4%, =35 W 1 % PUAR 45 4k 4k 87 98 4F F - 2 kL 1k
R A IS N IR IR LR AR S B, AT LA RO 2R A T fig S
Y22 DKD B 2R 4E Lk #2 o B AT AT LA 4598, SokifA 4B ) K £ DKD. DKD
B E) AT ek R R IE S SRR E R . (HH BT RIE G — AL, B0
KM R LY KA R R4 1 5 DKD (R 2F 4E 0 B 1A Rk R R, RRiAE LD
KA AR BB Z R 08 I R AR o oK Ok 22 B RLIR N FL & RAR AW kA 5 DKD H
V) JoE £ 4 A B AH DS HL I, 4R T 2ok AR W Ok AR 0T T AN R B B ) DKD 97 20 L AT, [#]
I R LE R B R 2 2R A A2 ) o AR AR 3R ) ) TR B, AT 4 P IR R T 8. et K&
Mo, JFR R T RRAAE Y KA R DKD B A 528 440 1 397 i, DU R SR
BT KR 7 TR AR BT 0 A0 H K
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