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Abstract

Skeletal muscle is the core metabolic tissue of glucose uptake stimulated by insulin, which is re-
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sponsible for up to 85% of glucose metabolism in the human body, and is also the main part of in-
sulin resistance. When the body is in hyperglycemia for a long time, muscle will be damaged to a
certain extent, which is called myopathy, and muscle damage in turn will aggravate insulin resis-
tance, thus forming a vicious circle. Skeletal muscle damage in patients is hidden and easy to be
ignored, but it has an important impact on glucose metabolism. This paper reviews progress on
the pathogenesis of skeletal muscle damage in the diabetes mellitus, so as to provide basis for
blood glucose control and prevention of related complications in patients with diabetes.
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1. 51§

i PRI (diabetes mellitus, DM) & — b DA e MURE A 32 BASAE (K18 1 3 M5 [1], & 0N ™ 5 1K) 4 B i
e I R [2], O 1 R W PR B R R AU D A L B PRI AR AR R T B ke
AU PRIRSS, SR R AR R R B, BRI E Z R N3], Ao R U 2 F TR R
W EAINRE4], mbEE, RO FEIL S8, EREE g . e, BRI,
FEEE IR NUBESE LA UMK 45 o AT, B PR B B s A8 H 28 52 2GR SGVE , HAE 1 A% PR3 (T1DM)
H1 2 BUE PRI (T2DM) o 3y ] A [5] [6], JLHRIR R FLBEE I A B, Sevl i RICILE
JECIC ), BEJE AT IR S BRI, FE A IR 7], A FARATL ) SR i T i R AT 450

2. RIHEE

ARFT R0, B RS A2 LA P v MR R AE A, IR BRK AL & IR T DA & B B 454X
AL AT SRR B E 2 RAHE, HhufiEsimAE.

21. EARKMRE

WLPRER (1 5 A B 3 i 2 [B] PRSP il e s LR s IR SR B U B BRI S B AR N A
BRI B RGN 9K [8]. FoxXOs & Xk & (Fox) i F S0k i iz I s A1, ZENLAH, FoxO &
I B D A6 2 0T E3 12 RIEREEF MURFL F1 MAFbx (W3 FH L2545 5 1) I #4 5%, FoxO3 [0S 2 S
WE AR R IS 1% . Lee SE[9)WF AL R, LS SEIE HEERIERIRER 1 F ATP B
(YmelL)JR/baihde, —J7 % AMPK #1 FoxO3a, il Akt {55385, Wb HILAE A5 B4 B M e i3k
EEFE, A7 ML ARKINHI R RIRIE, 6] IGF-U/PISK/IAKL &%, (RN /7 if, &
A SHLAIZEYSR . 117 Brocca Z5[10] [11]0F 58 & B FoxO (k2 BE 5200 2 1157 107K AR, RN R 15 A4 Bl o

12 % - R AWK R 4t (ubiquitin-proteasome system, UPS) 1 7 K 22 $C4 itd Y 28 11 R (1K) 20 e, iX — i FE v
JEE ARz AL R A B AR A . Reddy S5 [12)7 F K BRASZYIE B 7 88 R PEIRAS LA R AZLE UPS i
YEsgm, R AR 2, SECEBIEEBZEYE . UPS BN SRS 4E 5%, Cohen Z5[13]4 Hi45
FIR-1 Gl A 25 B T 2 R R AR E LR 21 4 ) o R AVULIR IR 2240, T 45588 V2 1 B T iz R BTE R IR T
IS
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BRI A — M & bE - IR IRAHER, Km &b 5 8 A PR R SR . Okun S5 [14]0F 78 A 30
T T O TR R A 5 RO PR /s B B UL S 0 13%, R =KL 9%, F&& AL &3 m
10%, FWI/E T2DM & MRS N, RN BRSSPSR, SECE#IIH RS, HEH
A B> B G %, VLA JE ) B 4

Sirtuins (SIRT) & — 2 [ /i JR B i FiR P24 — 2% EF 82 (nicotinamide adenine dinucleotide, NAD){&#fiE:
Jii e, 7 RO (SIRTL-7) 4R, LA A KR E o Surinlert S5 [15] 7 ARSI I, BE R
) v MR R AN I AT SIRTs 3 PR PR 22 Sk 175 3 U LA 1) 400 e ) S i el o A AR s o0 i, 323K
VAR RS AL A 2545

22. EERRWRE

W PRI S5 B LT A PN R AT A ) A AE DR 2 R MR DT DTAR [16], 3 S 6 1) g o R B 2 2 b e L 4 i
0] i D 4m Ak, A2 ma B B UL B AR, BN « IBAATAS R BB DL L FEAIK[17] [18] [19].

I /N AT A A K R (platelet-derived  growth factor, PDGF) & —Flt 5 5 (1) 41 4k - i il #H 48 J#a (fibro-
adipogenic progenitor, FAP)ii 15 [+, Farup [20]5256 /K 3 T2DM & (1B 8 UL Hi 3 PDGF B3 FAPs
WHEEAL, T BCE BRIV 4ERR T AR 1, 615 B B U A4 DI BE 32 4% . Gumucio %5 [21] [22]385d &
B AE R E B 1 WL PAT ) 0 S5 s B P AR SR vT DL B0 i B LB 4R 44k, T W BRos A3 LA (B AR AR X
Fhp RN SR .

2.3. RRNIFIHRERSTS

2R R 5 B AL 5T RN T 6 5 DDA 5% [23] o SRR TE B B ILER 5 & -5 20 A IS 5l 2 R 477
FEEMEO, REERARKREE. NIRNRGERREREH ATP 324, 11 ATP fELRRifk =4, MLRifhTh
REFRAGIT, WIPREEMAAE, - BEVLED AT H EAH S IR 2% S D RE B2 40

HHEWL ARSI L, T B IREF YRS LT 4E W R 28 . B LT A7 7E TR A2 L
W, EERAEGEENHI (A BERRI) IR RER, RS B8 m; PRIk SRR L P R &
REE, RS ERAK. FIRPRAS T E B4R 02 R AR, DL 2 e s 7 R [24]. —LUmf
FARE R, SERATRRAAM L, T2DM E3E R H B A4 B HRAF4E I S8 AL 4% 48 [25] . Monaco 55[26]
WA R R, TIDM BE WLAF4E A S 2 H LI A P e TS 2 S BB DI REFRAI, WLAERILH &
AR ST, LA TRk, DASON BB AR AR AR TE K, I ELAE B AT 4 K R 2 i A2 £k
PR AR AS [F S B  JOR e B 2 B R /) B 28 SIC 6 i DM PR B LI A2 5 B R AR D REAH DG B R A R AR
K[27].

2.4. MEEAPEEALLR R (Advanced Glycation End Products, AGEs)fZh%

MU 22 30 5 & Fh a0 i i A2 0 2 1 TR B AR B o 81 T 0 B B 800 A 1) PR R AR 47 PR AR
. & (methylglyoxal, MG). Z, &N 3-Jii 4% %) B £F (3-deosyglucose, 3-DG) A& Jx M MEMEFEALRF, Aid
B~ AGEs [28]. RGBS IALAS T KRBT e, SRR 8724, 5 a e AGEs FFiZ#T
2. Chiu 28 A\[29]5L50 R IUBERPEIRAES T AGEs il i B IR v 14 &% 1133 (adenosine monophosphate-
activated protein kinase, AMPK) T il & [ ¥l B(AKY)(E 58 %175 UL b sk 12548 . Mori %5[30] [31]
W R I 2 BURE PR 8 E WL 4Erp AGEs R B — B  SGER NN R IR B H, ENLNEE, [%
(SIINATS &k

2.5. SR
B PRI 2K S AR A T B2 = 40 g P v P 45 (reactive oxygen species, ROS) 1 fiifuf, ROS =4E
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i 22 DA R AT AR AN B 1 A 51 A 0 SR A N B S S B UUUR 4R 4 3R (& kb, 3 i S SO o i)
R4 S ECE B 48 RS A0 )& AE AR [32]. Sanchez-Duarte 25 [33]3 i 52 i 42 I8 AT /R AT DL i 25 4
PRI R BB B L) SR A S R 2 AN T 0 7 8 ks - i LA 25

2.6. RIER M

Jei S B A By JE I i A LR L R R 1) 2 5 A DL LR TR B ) R [34] - ARV B R S M A0 4
-1 (plasminogen activator inhibitor, PAI-1)/& —F{E & Fric#, AR PAI-1 75 1 BUF0 2 BURE R LA KL
RS IR TT BN R sh i R ep 2 Rk T, PAI-L [T B R 15 8% UL 400 i 4/ 26 )57 (extracellular
matrix, ECM)E %, FEUILAIIIE E AP AE AT [35]
2.7. BkRZ

HEIH RS 24 10%~15%, HAEFRNLINREEAW T ks ZCELENIEN .. SRk = i, Zokifk
PRI P 5 B PRI, SRR IR R AR T . A, shEE SR AR A, HEm s m A R B A,
LR R BT RN EARE ST %, oA D Re RS [36]
3. MEEZR

B AR 75 B EUR A H L i, I i i D B A4S 50 DA R I/ PN 2 4 i ) e o oy 5
A E R A KK E -
3.1. BHMERLE

ren MU 2 5O B0 I IR, FRARBANIM Y 871, WERE BV RS )55 . TIDM B
U A LRI B M 5 2P L R B I A s S DA R I A i e 184 J= [37]
3.2. C5b-9 M E MR

C5b-9 X Fr AR Mt 4MAE &) (terminal complement complex, TCC)ak 1 i 2 &%) (membrane attack
complex, MAC), & —Fi#MARTAY), WA IEEN M Cob-9 YifE & S5Hull &b <. Paul Z£[38]iH
b PR A L HE TR RS, R B 90% ) B WL HH AE7E C5b-9 Ui & AR
33. FIAIRBER TS

17 N B2 41 i 7= A2 i) DLL4 (Delta-like grand 4, Delta FEAC {4 4) /& — il & 4587, Notch {5 5@ 4
ST HUA TS . AL B AR . N2 DLLA-JILIAI Notch2 Fif — i 15 LA 20 A = 5 10 v o
WML Fujimaki 25 [3916F 70 & BLAERE JRI 238 LA, AR N B 4 P RE ik DLLA 380, AR5 s L
W Notch2, FHLPA 7 AR 0, BV T & 1) BRI
4. EHRBBSHERE

RESUULEI LS W (sarcoreticulum, SR)EHT, ryanodine (—fh S 7-iliE)Z 4 (RyR) 7 5t 40 L 9 Ca®* I B:
JH[40], ATl R LRI A o B s s ML AR e B 2 25 1F F, i SR Ca®"iid RyR “iMhlg”
SENA MU LEBE )1 T F%[41] [42]. WL M4S ATP E(sarco (endo) plasmic reticulum calcium ATPase,
SERCA) 6t 53 LI H Ca®* [ %%12 , Oldfield % [43] & BUAHE R /1N 6L B LA H B0 SERCA T 4 1) 35 L & 32 45,
SECE B RS .

5. Hitb
Miller S5 [4417E SE86 A HL, PR 8 (K1 BR UL ARIEENS A% H R (ADN: ATP, ADP, AMP)FHIL 1 Ik

DOI: 10.12677/acm.2023.1361238 8862 I IR = =23t e


https://doi.org/10.12677/acm.2023.1361238

T, ik

b, RUIZAT IR B AR 38 I T BUR B ULh e T B RIZE48 . Nutter 55 N [45] & BLTE NS PE & fUFAE /1> B0 HER%
WUHRAZLE BN LA AR ARBTRIISC AR I BE R R B, 3R T {587 RNA e85 BY 32 T B8 2 W R
BEWUR AR IR 2 — o 3 — LB 50 R IR FR A5 /1N BV PR T 5 () ko2 e o o — e LA A 0 1) 3R 55 2 4
GTIEER Y LI46]. JRAESR, SR EWRCOHIESORE S E UG AN EE RN K. Yang F[471FH
B PRI /IS BRI A5 H R TR ORI JRE SN DA R S8 A I 33 ) 48 i 2 348 o B VL) 1 Wk ~F, AT e AL
B PR R R 2 B A I R A 38N, Chen Z5[48)F I Sh 42 36 W 9 A B Sl 3 Akt {55 g4
FINAERL, SV R TR, 3R B IS o] B A2 8 R L I fa R R 2% . R 3R 7E B B UL
FIAR AN Ak e 25 B (R I [49],  Coleman Z5[37]42H TIDM RZS FARBCR MRS KA T 0%,
B S ECE I RS20 AR K AR R IR RS . ST AL, LA b [RRE A7 LE B B
LTS A (BFR T2 20 M), B PR L A 7E TR A T e Rt , ELAIZEH . ThRe AR AR 1L, 3 &
FIMATTT, WIAZESEE[50]

6. B&

R S R B L0 B e PRR BB B A R AR A L, L wT RENLIAT 28 A1 B S R AR 7 . 2ok kT
BERRERS I PR 3R DA A AR 2L A . o T B B UL 480 2 WAl b BAT B A, SRR TORRE SR
WA IX —FF RORE SAFIC N EL,  H A T AL (9 0F 7K 2 5 B AR AR A S st ST K1, IX 28
B AATAR DR AR AE 2 KRR L LA I A it — 0 B
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