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Abstract

Mitochondria, as an important organelle for most cell survival, play a very important role in the
process of cell energy metabolism. In the mechanism of type 2 diabetes mellitus (T2DM), it is not
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clear what role mitochondrial dynamics dysfunction plays, whether it is a trigger or an outcome
indicator. With the in-depth study of mitochondrial function, it has been found that metformin,
empagliflozin, liraglutide and other drugs may inhibit mitochondrial dynamics fission and im-
prove mitochondrial dysfunction in the treatment of T2DM. This paper makes a brief review,
which provides a possible direction for the study of mitochondrial dynamics in the treatment of
T2DM.
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1. 518

r LS T2DM B N BRE 2 —[1], 4R SCHRIRIE[2], XU SR 282 T2DM #ldhaih
SIS, JF @ W AR e 5 MK AR T T Bb . BRI AME SCERIFIRERIE[3], = HOBUR
R TIRREA 60 REFIE, & HATeERN A &) 2 0 D IRFEIEZ, 4 BRE 0 R O 29 .
Hyun Jik Lee %5 [415% B &1 RS 2% A1 7T 75 5 B A AN 5 J 1) ) 70 0 -4 M 3 2 R Th RERRRS , BRIt AR A RE 32
HH[4]: ki 2 1 1) i B A P SR T LSS 5t B) 78 0 T 40 M RZ AL YE 9T T2DM BT R, M0 5 B W 24 0 42
(SR} e i g AE
2. R NEF

] SR UL ZR AR BN ) 2 R AW 8 D A IR IR A LA SRR (i R . [l 9 A AR B[], R Rk E) )
ESPHETFT RS = S T (¥ B 20 M ) e B 0 DA% i 5 2= iR S JE AR O, Wl i 5 2 b 4 3 77 5 P T2DM
MIRAE . ANERRAARAE DG EE V4% . i S A i A 1 B VB AL 2 4y JLI0E R F e (asubunit of peroxisome
proliferators-activated receptor-y coactivator-1, PGC-Llea)iid i ik bt it S AL 1) 3R A PRAR AL DI B, ZEFR2E
WLARZ) 715~ 47 [6] -

LR RLAREN 775 52 Rl T 2R Tl R ATl IR TR T 5 SR A L Ry S5 A RN BN S, v I 7K S S8 A0 S el
BEINT DrpL:Mnf2 (LLf, 5 BRI SE M) T-24A8 . B PR A B LR TR, MFN2 3RikK
PR, BRI R . MERRLAR S ) 2 P AT AT RN 2 5 OR PR R A R BB, AT s
KRR G 7 2R A T R E 7] S IUBEACE T RRZ) ) A fER & ShiRm& 2 1 (MFNL)FI 2
(MFN2). MAhZ4Z455 1 1 (optic atrophy protein-1, Opal), Z474%. ZRkifAzh MG E 1 (DRPL). ZRhifk
7R & A (Fisl) [8].

2.1. ZRFRIER 12

LR R WML R A AR RS, Mfn 25 32 20 SRR S ML G B R AL 4% Mfnl, IR 1Y
PR S 2R 1 A (AMP activated protein kinase, AMPK)Z: 5 28 ki ikl & #2[9]. 2 (A (PTEN induced
putative kinase 1, PINKL)A. T~ £ ki A s sl AHE S5 405 25 11 (Parkin) BEBR AL AE e RiAR SIS |, B fAk A s
G B AR AEBRIR, BRI Parkin 3558 B ZRASME F, PINK1-Parkin il #%72 AL X Mfn
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0[] FH B2 PR R AR, S5 2RI B I 4 3 26 iR A2 25 [10]. PGC-1a # MAPK BEBR AL IS f5 32 = Mfn2
EPE, TEERR BRI, 4MNE MAPK #1 PGC-1a RIAY %, YoonY G ZE AWEFE ABI[11], ZHiik N
b R AR RS o L 2 ra b (o e R R Wl [T <0 S ik = 1 5 O 1 E S 12 TR N N
HIftA12].

2.2. Opal

Opal {7 FTZbifk Py B B IaI B i 5 Mfnl L [RIR TRk A I FE[13], AR btk R & 7 2 e
REs, HIEEVEE RS E QTS B N, TR EERR R, TR Y AR T2, TR RGK
RS PSR ATP [U9CHE, Opal S4ERFeRRiARIE L FAILL, AR ROS Ml HAL NBE. Opal
A5 5y %520 . Zhang FE[14]4 7t Opal Flfig S 40 i ¢ RS R I, /NS g A&k = Opal, £ b
AR ELRAAR G TR SIRZRRIE 7k, S FEATP A R AG I 5 2% o ik = 1t i Ak J&
W PRI o
2.3. Drpl

Drpl E 1997 4 H AR K525 WK X [15], Drpl £ F A 12 S 4e(afk 12p11~21, P MEE
J%) f1 [ 951 [X 484 Dynamin (18] X)) A1 Insert B [X[16], S WrE 40 i BEAD B 5 Th 8542 . Drpl (354
AR 616 R ZE TR 637 BRI, AIE (LI, 58 SECAZINE], LhiARA N T
YR A% A7 (NF-xB)iE b 52 20E )RR S ROS F=AE (I BEAIE[17], NF-xB th 7] LA I S0 Drpl AR,
1] Drpl Sk 2L S NF-.B & 1b it P B A i e iS FI 40 i 45147 . Yuuta Imoto 55 [18] AW 7T 4 R i
ZUBEHUR A T GTP #1 GDP 521 248 E Drpl A ) 45 # IR RAL A S KA

Drpl AR RAZAR St R 1, IR AR AME 10 Fisl 324218 Drpl Bk £ ki iA oh
J&, 5 Fisl 256 B GYAE GTP KMEIEH N SEE R AR, RARZE G Drpl BERR 178 MR PR S0
[19]. WIBERG . JEiE. MRS, Drpl RiA/KFHGRHE Mfn F1 Opal & RIA 7 HE A M EE 3% %
S, WJRE Drpl 541 3500 B AR [20]

3. Rk HEX T2DM 4 K RHE/ER

LR RLAREN ) FAMNAE IR S FRAHCPL . R WA 2 LK B Al s s/ b 7 TS 4 G I E T, B
SLAF[2UE PR S5 B RV OC R b R I s iR B 2 (5 A Rl g . R EW R —=& Mfn2 /K1)
PR T I R A R S B, 2 Drpl ISRIA KT A iR By R AHKHT, b AN B UL S E AR R
5 AP T BEERA7[22] [23]. Zorzano A ZE[24] N ARk Ao RE R KB, BB AL Mfn2 ik AR
FEE IS Oy A T R BT 53— J7 TR PR AT e N PO SR B b AR B TR KNSR R,
FHXHEEREANTE T2DM R IEISFEF, B HMOTE S MU FE R T, 2R SOOI 4 667 4 1) B e A B8 i
TR, NN B2, BINRELIE R . ZoRiRa) )12 RS 0 R4 T2 B A0 Th g B fg Al
JE B FHPL, [FIFE T2DM EALRIEOE AR T Rl ki . Bk B ERBI LA, 7275 37 i o 5 s 1
ST AT G A L R ROS PR ARk, itk R BRI 2R T RE T . HERFLRAA S ) AR
K IEH BT REAE T2DM h R 35 S B IEH] .

Lin Z5[25] N 7 i 2w 2L sh W kiR S _E 1) Min SRR R B O, AL T 2kifk A B ) Opal
MTES. WA Min B AT — Pl o S B R 7y 2L, T8 25002 R AR 2O IR 8 I i & R P, 1E
T2DM Hifil & Mfn LIEKFI %, Zokifkzh AR E E Drpl MEIETH TS Fisl (XA K. Hib
AW, eRIAAZ) 71 5AE T2DM AR vy s B A 6, JHI SRR 28 P RE S T2DM K I F2.

DOI: 10.12677/jcpm.2024.32033 225 I R AN A 25 2


https://doi.org/10.12677/jcpm.2024.32033

JEA, D

4. FEHEZYIX T2DM LRI N F IR

VEPESF BLAS VUK 2B 0 0E 8 N4 A AR = FEXUIR ) T2DM 480 1Al — FE XU ) T2DM 445 3=
1[26], T2DM & il ZRiAR N 7 #HOCE i S ARLIAZAE, Mfn ZKSFFEAIS. Fisl A1 Drpl FIAH4 N,
XU PR w2 Mfn ZKCF, JRAE Drpl KSR IEFAEXT Fisl ToH] S . PGC-1a IHIE %
3| AMPK ¥, —HXUTNCIESSE AMPK FISE0E R, — FOIUAT LS 4% PGC-1a 2 H HISZMA 7K1
SRERAR T RE[27] 0 — FHXUIAE A 6] 75 THIHIE S 1 AT DA SRR D) e Raeh G — FOSUICIE 15 41 JA I 52 A% 4
N RLAA R DI RE . PRI Ik 2 b A A e 4o I R 4 F L — AR UG ) 28R T £ (28]

SRR N At T DL IE I T A4 B 7 5 P A TR B PR 5 B 2R RAR T2, Zhou 25 [29] M\
TR N BRI LS BG4 2SI 0T L, RS B3 4 LR PR AL 2k Fr Beb LA, T80 s 22 R
637 LRI T AMP/IATP 1 LUAR S5 W8 PR S HL IR RRE AR FE o T AH O HR 1 R 15 32 R AR
MAPK (#5305 Eif Mfn FR 8 Fisl S8 2R kiR dass, mIaeias 7 PCG-1a [30].

FRLE RTE R (GLP-1) B A B A O L R4 XU, 0B ks FE A P O 1L 95005 (ASC VD) A HEH¢
KR A, GLP-1 @i 4 e APKA) R 77 AN S 0 2 21K 637 L WEIR L DRPL &I |
LRI ZAR Jo Mfn2 FRaB3G Ik e R p b & 1 #2144 2% Opal [31].

5. BESRE

T2DM B R R ARTUM g MBI LR 15 1A% . IASERTSE L0 1) 25 Ff A R AR
ARSI R R A B T BRAR 248 (I PT Es T2DM BRS A0 MO h BE RS o F - A ARSI 10 =) PR A 4R
REKIRBN 1525 T2DM KA RIR 50 28 S AR U AN R A, Xt T 2okifh sl 7152 5 T2DM (AT 7t
L2 B 2500 FeA B SEmT5 SR AT 5 T il o IR 2 T 2RRLR B 712436 )7 T2DM (10377 %, H 2% T2DM
FBE AT R T BV AT B

E&mHE
A AR 0218 ST RIS (2022-wjzdx-16) .
BE K
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