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tochondrial dynamin-related protein 1, Drp1) %t £k ki {4 i &
KA B BE Y B W L2 T AR SR P X I B R . AT AT
2% Drpl fEZORLIRS] J1 5 LRk B W ok PR TS5 Lo 14
JoT ek 4 ) D HEFAR 1 o B AR T S AE PD v ) IR AL T 2R 17 25
WLIFILE T BEGLL Drpl A8 SIS TE G PD R YT 254
ik,

1 Drpl ZEZeRi A By 8 ¥ HI 2R 35 B 9 /E AL

1.1 hifkshF12: K& Drpl

AR N REE T B R AR o 24 A
Rl R AL IE TS S5 FITIRE . Aebiii sl )22
E2Es I UNFISE I N R TN TS Y A LN S BN I R 7 N VN
Lohiiksh e SR ROS 7= 4:  Ca® ™ RO 40 i
PR S IR DD AR DG, FLOF 7 B IR 8 5 T o A 45
YRR A ZAH SRR 2 AR i 2R AR R A, Jil AR
TG IR, RENE A 457 4H BT P 26 b A 19 B30 N T
L, PRIE AN T e R AR . SRR A R FA LRk 22
MG 1 BRI 2 M R E A 1, LRk 2
LR AR A WT AT B 2 AN I SRR B AR L BE S 12

e BT 056002 HRERTT FoC BE Be i 22 R CBEB O 5 i E B
BF R Rt R B 2 AR08 GBS 1]

R ]

[2E=4HE2)Y  1007-0478(2024)06-0601-04

P B ZORL A I3 i I 2 — 2038 3 e b B Wl LT BR . 4R
KA 3UE A Drpl EORHAZE & 1 1, Drpl fE 4%
TR UNAE NP i Dk rd & I R0 X GO ES Y TR LN BNl
e R R O Qe

Drpl S84k 1A /> 2L (Fission) (O EH . B & —
PR H & S 1 = #5828 (Guanosine triphosphate,
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Protein, AIM) &5, 18 it #% U1 ] 7= AH 5C B 55 25 H (Apoptosis-
associated spot protein, ASC) ,JET- %% A& (Factor-related ap-
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Jo U5 T H £ ki /& Rho GTP [ &£ & % (Mitochondrial Rho
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modification therapy, DMT) X} PD () #2453 B & B AE
M HREMHRERIGIT PD RHD AL o 28 il R 1 2k
INREIR I AP SRR R, e RS /5> B )
BT Ul S A T R R AR I 7 2 kDR ] L 11— o 2
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Syn B, {47 £ B % fig 4 2 c™) . Drpl 01 il 5 (Mito-
chondrial division inhibitor, Mdivi-1) & —Fh ¥ # Drpl /&
LRRLIR S 2L /N TR 15 Bido 249 78 PD K R AL Hh
F G B R S A53T-o- 2 fih HA4% 3 H (Human A53T-
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