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R BRI O LI 2 48 R B B BT | 1.0 LSS # RN B
RESEH, ML TR S IKBG | w5 IR A5 AP B IR
o O L A5 11900 IE ) BR e ) AR I T SR D BE R A, B
WA RE Z I, RA R FEOL SR, SR A
o, WERRMS R KO T i KU S I 2~ 4 1, RS
FEARBUS . Bk, BRI RIC U 1 & 955 L
FHRHRIT Y B E

JAE B HTE PR UL 1 A D BRATL R R 52 42 B
{RR IR RERE RS BN R0 2 55D, Ik, Zokilk
AR [ 7R A N T BE SR80 52 o i Jre AT S8R . T 4E Ok,
H 2GR B O LR B e PRYG 7 TR A 8] 1z A, I E
A T R ERYTRL AT I S R G Th 250 kAR Ty
BERTRIEEAE R IF G . A8 SCRT Hh 25 IR 45 4R A ) i T i
WEPRIR O B SR AT ER R, LA D J5 A G 25 g2 R it
WESE,

1 PO R R 1E R

LR — R HAT g B Bl 251 R 22 Tl B 118 US40
ar, B I e 2l A A B R Ak 7 R = B R IR
(adenosine triphosphate, ATP) , O LA A H & A KR A0 48
Riff, HiId 95% 9 ATP ZHFR AR, Horf 709 S8 T Lok
RAGNTR B-F AL (fatty acid B-oxidation, FAO), iXL& ATP
G IE RS A AT sk SR AR B SR R T RE AR
Hb, SRRES 5.0 M E B A Y IR, AR
FRAfIEas . A AMNES T (calcium ion, Ca™) {55
S 4ETEEE (reactive oxygen species, ROS) IK Sy
AT, ke T RESL R PR O LA M R A BRE B, RSO I
IR BLAh, LR RS R R B BT ARk, SE st —
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{FRLRL IR MG | 2RIk AW RZR R ST
2 SRRNKThREFRRS SHER R O AR

2.1 BAERHAFRE LRSI LR A RS
AlE, SORLRTREIE I Bl -4 ST A A S AR Y, S IR
VR N R AW oS NP2 TR N LS N N S EE X TN L o)
JIMAFE A 1 (dynamin-related protein 1, Drpl) . £RKifARS
Z4HF  (mitochondrial fission factor, MFF) | Z&ki{A 2
FI (fission 1, FIS1) %, ZORiMRRLG it BEd KL ph 28 25 40
EA1 (optic atrophy type 1, OPA1) | LRIRAAEA 172
(mitofusin 1/2, Mfnl/2), &Ailkz Jy2x 0t 1 B 2 A
W s O UL S ML, B3 B0 R 2 R I A 5 k>
Hi# F22 Dipl RibTHE 5 OPAL RIKFEL, FHFEN
Drpl FkTFH 5 Minl/2 LIRS . T, Ol
A 2ok A BE O3 BT IR RLIR R, 5T ROS 1 57
ARRET RS, FECON AT Bk, JE
LR A3 ZERNER 52— PR TSR 80O ECR IR 7 R

2.2 KB AHEFE  LORR B R R B SO
TrEMZORA, DI4Erdohiihny Bis, Sohiik A mgik iz
A PTEN i S8 2 8 1 ( PTEN-induced putative kinase 1,
PINK1) /PINK1 #i% E3 iZ % % £ H§ (PINKI activates E3
ubiquitin ligase, Parkin) &7 MZ KN RiEE, FH FE
WA B Wk A MR -2 A0 B AR & 3 (Bel-2 interacting
protein 3, BNIP3) /NIP3 #:4E 1 X ( NIP3-like protein X,
NIX) A5 S35, 78 (e bl A 24 078 JIL 400 i R 5 IO A T 2%
(streptozotocin, STZ) ¥55AY 1 TR JR G /) B AY O IE£H 21

ik W (1997—), ., AR, WY IR RS A R FRAFIS SRRV A . E-mail. 2458245356@ qq.com

«BEEE. B B (1972—), B, WA, #dz, R 5IE R E R IR IS S5IG RN, E-mail: fanxulw@ 163.com

3352



2025 4F 10 H
B4k F10M

R %

Chinese Traditional Patent Medicine

October 2025
Vol. 47 No. 10

o, ZRRLIR TR PERE AR FERIBRIKE (high-fat diet,
HFD) H& STZ 75519 2 B s /0 BR% db/db /s B
SN2 RN SN R R (S R (N a0
BUE L IE B R SORLUR I s T B S SORLR A
WO VAR LN A0 M T, 4400 JUE I 45 4 A D
BB, RSB R, 2 LR AR BRI ROS A
RRFET-H T, B OgSmoae, i s S5
AR S BR, BELORIRTIRE, TCEEE O LY
wok, FECCNA SO Hik, ROk A rERS
SE A BE PR O U B A SR 2 —

2.3 ZKEAAMERTH SRR YE BN EEH N2
AR | R AZORIR 3o S A I A B YO A
v G F-1a (peroxisome proliferator-activated receptor y
coactivator loe, PGC-lo) &8T5 ki A ¥ & il i) e vp
WA BT, BB E R R TG AR R ( AMP-activated
protein kinase, AMPK) FIVLER{FEMIEF 1 (sirtuin 1,
SIRT1) )5, S2 R R 7 BAZ sz i [ Az vp g A
¥ 1/2 (nuclear respiratory factor 1/2, Nrf1/2) | EBYIRIN
¥ A (mitochondrial transcription factor A, TFAM) %] #f
HAFH, VR EARLOR AE ERGE , WD DR
LR Y A B A S FE STZ /N, ob/ob /INEURI
FEREE IO AN, LR A YA U, A0
RERRAH T R, TR ORI IR A W U AR (g e 1Y
LR EFLC R IE 3 DI RE O 2, ZRRifk A4 W) & sz it
2 PEELRLADIRERERT A ROS 2 &7 4, R IKF L
IO RN Ca™ 3k, DA fih % 40 A O 1 sl e IR A e AR
gi BTk, SORLAA: WG S PR O LS 1Y K A R TR
PR,

2.4 ZAEKREARE HAIIN ROS AL R, i
LA R G BR R 0 23 s IR AL R 8, e PR s 2%
T, DHLAEI R ROS B IR T Lok | w5 il B |
il | LR IR T RERR A 55 22 Fhoip BE A  BOH I e A A
TERAE WSS, R AR . w1 ROS 4
TR N O LA HAE O A 2T 44k, 4 3T T Y DG B
R Z, S — 2 T O RS Sk D RERE RS 2 BTk
B, MRS OB A S AL B 7, i 2R i (23R C
RET, [R) 3T A e B K A E MR A 1R (cysteinyl
aspartate specific proteinase, Caspase) -9/3, f&#.C> L2 g
TR diMIEE C AL, HES NOD MR IR
H 3 ( NOD-like receptor protein 3, NLRP3) 485
NLRP3 RMU/MEBTE, FHCONAMB G . 25 LAk,
LORIR ROS A Jitid 22 st AL RE J1 32 U A PR O LG &
R IR EEGEN

2.5 SERARERE  IEWHOIETIEES A0 NSRS
MIAERFRE UIAR DG . ORI 1 45 Ca™ ARSI, U A7 FIRE
B, SN Ca® KT Eh A, BRE R B, STZ
BR4 HFD 75500/ BLC JILAN I 2ok A Ca™ 1 3075 &
W LR O P BT I BB 1, R Ca® SRIBURIY

WM, BELRRTIRE, 7 & AR A UL E T
A, FECONEZS AT AE STZ KA ob/
ob /NEAY LWL, Lok Ca® BEEGRA 0, 7E W 3
B0 WLATAR K2 1 BRSNS O 2L 20 R 2 A4 o
B R FE LR R Ca™ KEFRAK, 55 S AL i A4
M, HAEAREIRRE ALY o 28 BATIR, kiR
AR E BN RS PRI O U 1) G 3B TR T A
2.6 ZEARERBEL LR UL -6 Kk
PEIR . B Fieia A P AR (I Rr SRR I R AL 1Y, W
JRA KBS T 08 A 7 R R R A 140 BE T RO AR
MR R T, TS R WO U S LT,
EINEAREAR B SR, ORI RE B SR IEF: 1) FAO,
LRI RE RS A ATP 7= A R L 3 ELIG 5 R Y ik
BRIBUR AL T30 ROS F= AR 88T, 175 & AU A0 00 S8R B S 1 .0
JULEBRA3 2 Bt 2 DR 0 JULSS A 2R R, 0 UL B TR FAO
A LASE SR AT EEA RIS TIR >, it Bk A s 1 A0 s
AR R A O LA R LR S 3800 g B
Wi, HHIEFESE SO ROS i By A4 F4n i
VAT, AR R N B & A R RS 28 BRI, 2ok
RRE AR5 (R R RSO WL & A 2 R
3 SEGEEL R I Bt T NE R IR O LR 4E A AL
3.1 AELKERDASE LRSI T 4RO B
MIEH IRE R G E T, 2Rk BF s R B, DU B RERk
SR O L, 33K 5 AT AR 43 i IR 0 o 6 R 40 1
JULAR ML 1A o3 54 | st SR AT IR T BEAH 5C, Lin 20
R BN, PHE ] REE T (2 OPAL AT RLIR L&
UCELRARTIRE, WAL NI, SR PR /D B0 ILES
R IR, AR R, AS AT Rbl ad ¥ ki iR
V50 H9c2 ML 1 L i3l J1 24155, JUHE M2, 2
SELRLIR BN 12, R RO LR, Li SV R &
B, FLRIF DM ME Cca®™/CaN % B E SN T W
Drpl 3%, Bt BiiR sh 2 00 M, DT 0 35 45 b A &
Wy, Dhfedili, SR oG, FEER R RN
SU TR0 8 N Y IR 3 e BB i 5 YA Ny SN 18T 2 % TR N
A RGRIR F g, KR LRARES, WEREAAN I, &
i BRIRES T RO LB, DL A1 i35 A B8 o 0% STRTI
MRS Drpl F3k A G2 M0 PRIPE A BRLAY O AL M P78 1 4
B3t Yan ZETBRTE KB, 5 ol AR R G I B fiE A% 0 1
3 TRV S o L 7] 3 o VAN L = 1 L DT s o 5 .7
/NI BE B EE S RS GE , RO WOk BE T
BRI K B ZE 0 5 Minl/2 . Drpl 335, RE Kitksh 112
T, BCELRRTIRE, WL HEM, BARLE 1,
3.2 ALK A B BEIVRRIR A R RETE B S Lok
W, TATLRRTIEE, BREE LIRS, S i
FWR, LORRTESME c-Jun 2 EF (c-Jun N-
terminal kinase, JNK) /c-Jun 155 i@ #%, {¢#F Parkin /%
BIZRLIAR AW, RO ILAE B v 32 B g 2 b A, DA T s
BRI /ISR DU 5, AR AR A BT 4R S, BE LIRS
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AR EwoEd T WidE bR SCHR
SRR B BRR RIS S HOe2 40 O LR L ARZARL A IG I, sARZR AL (A [37]
FF 1 STZ 55 K B i s S R AT AR O L4 i OPAl kT [38]
AZ4F Rbl db/db /MR ARHHER VS S H9c2 4t il Mfn2  p-Drp1 59 3K Hl L-OPA1/S-OPA1 HAE T+ [39]
EEABHD db/db /L FERRER S T HOc2 4l Mfnl Mfn2 OPAL  p-Drpl 57 F 3k T 5 [40]
SEaa) FERIRRIAE S HOC2 41 SIRT1,OPA1 Mfn2 FEi5 T+, Drpl (FIST 3k A% [41]

B HFD+STZ 55 K Bl SIRT1 FKiEF i, Dipl FRiLFEAL [43-44]
R HFD+STZ ES/MR Mfn2 Fik T4, Drpl MFF kAL [42]
EITVURANRIEHE  HFD+STZ %% /NR A HRRIE S HOe2 41y Mfn2 OPA1 ik T}, Drpl \FIS1 FRIAFEAT [45]
R L AU HFD+STZ i3 KR Mfnl Mfn2 Drpl ik T [46]

B3 e 1 i O UL A0 B P S A |8 e, il JUL 40 O
Ry, TR AR R o UL 1 R P St ok X 2 i
WG 9 0 1) 3801 A B0 R R A Lo L, T R 455 AMPK/p53
{55, THeE Parkin 23K, fRIFZRRLMR B W, B0 0E IR
o/ NEUODBEDIREN ), I 2R R E W B OE , EE
& AMPK/SIRT1 4~ 5 09 L B 4K fi VE 3% B 1o ( inositol-
requiring enzyme loa, IREla) /PINK 5 5 8 8%, B 1%
Beclinl , i E AKX HE M 1 48 3 ( microtubule-associated
protein 1 light chain 3, LC3) T3k, W/ 2Rk 5wk i

AW IR PO EA R AR 7L 7 E SR 1/ SR L
YT 2546 2 58 o 15 BEAR BE LS 3 WA ( phosphoinositide 3-
kinase, PI3K) /ZEMH{4MEE B (protein kinase B, Akt) /MHFL
S VG A 5L E B R 1 ( mechanistic target of rapamycin,
mTOR) {55, FEAK HWEAKOE Bt iR A B O
Yrfg, BRAEUCURFSTARE, T M bR R PINKL/
Parkin {551 #%, (20ESOR A A mE, s R K BLC 2
fE. BRI 2,

F2 HEAEITHERFOARERIE B EERYLE
Eais WFrEst 4 F bR ik
AR St SIVA S VIN INK c-Jun IE PR, LC3 T /LC3I FLAE A Parkin 7K -T2 [47]
PEINERASIR I STZ TR LORLIAR [ WG R [48]
SE 2y STZ % F /MR p-AMPK Parkin Z35F4 55, p53 Z5 kM4 1% [49]
S 2] EREE IR +STZ i T /MR B HEiE  p-AMPK SIRT1 #3575, p-IRElac, PINK1, LC31, Beclinl % [13]
S HL-1 4y K REA
JSEYi%S EEE BRI +STZ B3 KR mTOR 2 1k fl p-PI3K/PI3K | p-Akt/Akt H{E T+, LC3-11/ [50]
LC3-1 FEAE I Beclinl FEiRFEAR
i 1ML B AR STZ W53 KB PINK1 ,Parkin Mfnl Mfn2 Beclinl 3k F4 [51]

3.3 AEEARED SR LRREY G NRELE R RE
NL, BEELRATIRE, W AANIEL, ek, TE
Ui O MEGERE T R R A, T R AR B AR, A
Z g4 Rbl @i TH PGC-1a ik, LA EY G AL,
B ROS A, DT 40 ML T2, G2 A Do /s B L
B, EHPHESGE, TN PCC-1a {5538 #%
VLML A 5 5 8, e PR B JUL ) 4
o EEBUC PRI, FO UKL RE T B RS R UL O
P SRR A ) & B G S A AR IR, MR ZORLIR T BE,

B P EM, KRR | BRI RACHET B A
i P4 SIRT1/PGC-1o {5 i, AR BELRLIR 15
SUIRE R, E e R O U M, Li 5 R R
W, LK ATREMOE AMPK/PGC-1o/ TFAM {5 %56 5, 4
IMERLARLE ) & BT I A S A B, AT S DR 0 L
Wgo BRISSED HRIE, P2 R WO i A G R R T
BTG 52 K v ( peroxisome proliferator-activated receptor vy,
PPARYy) /PGC-la {5518 B 2l 0 LA AL IR DI E, %
W B O I A B LA . A LR 3,

®3 PHXEREOIREAEEY S BAE RIS

FA LEDRSES T WitehR Sk
AZ B Rbl STZ ¥55/INERL R B 3 A0 LA PGC-la AT [52]
HREH STZ ¥ K PGC-la Nifl F3ATHi [53]
KR HFD+STZ 75/ SIRT1 .PGC-la \ TFAM 5T [54]

[EEA2] HFD+STZ 755 K B, R A S HOc2 4l \STZ /MR, SIRT! .PGC-la Nif FETHES [55-56]
FERLH HFD+STZ 5% K SIRT1 ,PGC-1a Nifl 35T [57]
KA HFD+STZ %5/ i, AMPK PGC-la ,TFAM ik T [58]
&% B IR R B +STZ SRR PPARY.PGC-la £ikTH [59]
Rt ik HFD+STZ 7553 K TFAM Nirfl kT [46]

3.4 AELBERRA LY HERFE AR BRSNS T ik WLan e 2k ki & ROS, Jig i of H 1k =¥ W — B

FRECTZ, BARE | T R AR IR RO

3354

(malondialdehyde, MDA) 7K, 350 JJLZRL 74 8 S 1k )



2025 4F 10 H
B4k F10M

Chinese Traditional Patent Medicine

R % October 2025

Vol. 47 No. 10

BAb T ( superoxide dismutase, SOD) %, W 4% & b Wi
W, BEEREROR K RO DIRE. B IR R, kT
R BEB 1k = A T 0O LA B B S R R (A 9 ROS i
A, AR ST, A 2R A A AR 2 R
AL AP 48 PR R AS TR O UL 20 M, TCBR A5 B0 35 R 7 3
(sirtuin 3, SIRT3) /X 3k& O #HH F T 3A (forkhead box

O3A, FOXO3A) {53 45 Jo& W 7 STk 17 384 1) o 83 i
AR AV HGE |, R R M IEEGE SIRT3/FOX03A 15 5 %,
WESRPTAEILRE ST, AR AR N O AN IR T, DT R IR
W/ NEUOME 25 4 B T R, HAR SIS R, FEm MR BT T,
EO S LRI A AL R, WS AMPK/mTOR 15538 1,
FHs AWKE, REECATRETYER . Bk 4,

F 4 HEITERFEOINBENE R BIERILE

AR Wroesxt % R Sk

HRE STZ T KRB ROS MDA K-F-F#{%, SOD 7K F- Tt = [60]

T STZ i 5K ROS MDA 7K-FF#{%, SOD 7K F- Tt [61]

FKTFCR STZ ¥ KB, miMiHA T HOCc2 4ifE ROS MDA K F-BEAK, P L BRE T = [62]

ZEER B R IR IR +STZ i 2/ NV R SIRT3 ,FOXO03A ,SOD 7K V- F7 , MDA \ROS 7K F- R4k [64]

T S HOC2 i ROS MDA /K- F#A% [65]
3.5 GAEKERSAE 2R Ca TG S RIRIG I 2 BB IR/ RO LIRS . Duan 2 BFSE AL, P15 2

Jit AT ATP 25 i 5 P, fe o S AL B R AL AL ATP 7724
FARFEORIE, R TR ] Ca® FhiE B LR
T, WD LA L RLR Ca®™ KT, BUHEE R S T R
it e, PRBEAE SN, A2 WE PR O SO L& 46 2 BE,
FAULERIAE R e 45 S h AR BUESE , Lin %1 B 5E
FOR, BRI AT RE I I A LK R 22 e AZ 44 2 (ryanodine
receptor 2, RyR2) i BEWIE , I/ 200 A JoT 45 itk i AN 4500 2,
BRI KA Ca™ /KF-, PRIPEALIATIRE, THEr ATP K-,
SR 3 5% WL BT P 85 € (sarcoplasmic/endoplasmic reticulum
calcium ATPase, SERCA) 7&ME, fEdENL M H 45 [, Bk

AT IV a 3 5 S SIRTL/Z0 M A0 15 5 38 15 Al 172
(extracellular signal-regulated kinase 1/2, ERK1/2) /[q]J5 5%
BB FE H la (homeobox gene la, Homerla) 15 5 il i,
R AT LA A 2 R AR B B I3 v Ca™ KT, DT Ui 2 8 £ i
W, JEBHIT Ca® MRS R AL (A AR 1 20 e 8 T, i e
BRSO, B G225 70 Rl S B k4R
1o DU AR E 3 P RO /N B O LA A L Ca™ 7K, 3
SRPTEALIE TR, BOGELORLRIIRE, SEZ2 .0 NLET 4k AL oE e,
HIRWLZE S,

x5 HAXERBOINRERESRSIERNE
B g xt 4 T it bR SCk
REMT SIVAZS N INY = VG =N ) LRtk Ca® KT REAR [66-67 ]
] TR, HFD+STZ %5 /N, RyR2 7KF-F#A1% , ATP  SERCA 7K 1o JLZ 405 157 725 el g - [68]
N ZRHF Na STZ %S/ A S HOc2 41 SIRT1 .ERK1/2 Homerla ik Tk, SRR Ca?* 7K FFAK [69]
FM DU A P IS /N B LR S Ca®* KT [70]

3.6 AELEARERM  AMPK I AL 0 RE R
PR . PNIRETUTURRSRR L, B B AR AR LT AMPK,
fie it PPARo, [A B A A 58 4% B2 8 1B ( carnitine palmitoy 1
transferase 1B, CPT1B) . PGC-la 3k, i A% 5 e i A
FIHIEE 1 (stearoyl-CoA desaturase 1, SCD1) ik, Hiom
FAO JHMHINR LA 1, b 0L AR B8 AL, DN B
PRIG O . RS2 H 4 (glucose transporter type 4,
GLUT4) AR A0 A M O (1 S P b, TR 7 WF
FEARIE, /NBEDLAE 5 I AMPK/AS160/GLUT4 {55 18 %,
PEFEAR ML A EE RO BRI, THeE ATP ZKSF- 714 R 2

WiE B (pyruvate dehydrogenase, PDH) JiEE, MR 2
TR PRI K B IED i, SIRT3 o T 4 AL J oy, 760
Wb RS, AR IR T LRI D RE T AE 35 AUl Pl . R4
A IR R L, M S AT IV a fRIE 1 G SIRT3 %Kik,
Tl 28 R 4K 38 F M 5% % L ( mitochondrial permeability
transition pore, mPTP) TR, ek pe I AT aE,
S A R PR JLG B A A AL L 5 i A . T v
WA AE T ARGE, PRV TIAE S AR S R K LD LR R
AR AL, A0 WLRE AR, WO L, Hk
W6,

F 6 HAIERBOIFEAEEEEKXEMERVLE
4 B P8 bR SCHik
B NRE HFD+STZ ¥55 /M AMPK .PPARa .CPTIB PGC-1a FikTHE ,SCD1 7K FREA% [71]
INBE, R IR & +STZ i K R AMPK ,AS160 .GLUT4 .PDH ,ATP 7K F-F & [72]
iz Na  STZES/NE  EES HOc2 401 SIRT3 .CPT1 .PDH {GPEF1 ATP /K F-FH i , mPTP FF s> [73]
R SIVAT N ATP 7KF-Hl Na*K*-ATP [iff ,Ca® Mg -ATP B PETH = [74]
4 FiEESRE SR RENAELY/ R IR L o RN R AR S E s R TN N Y

Hh 23 o A R MR Bl g2 TR ORI P, 5

AL ETLRRRE AT, MR ROk D E T RE, 9K SE

3355



2025 4F 10 A Bk %
474 o Chinese Traditional Patent Medicine Vol. 47 No. 10

October 2025

BRI LR BERE , 4 J5 T3 MR AR ZR P 2570 IR A O
WUATT AR VE IR, R E o s 3o 94 4 2R AR 2
RESRZE M B AR (b, FLUK, i BETT o 5 22 A Il DR 1t 6 46 T
RIS TR R O U 9785 e e, BE— 20 O FLl PR
I FHBEE SLml, BLAh, BEE TR S EOR B AN BT E A,
LORL R R AR 553 ¥ HE ORI 38 % 4 TR KA B T A
SERHEIRIT SR, B2, Wl a G ES Ay, A2
PRI DR o JLJ R385 215 A B R A S8 s R 7 T B
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