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Abstract

Sarcopenia is a degenerative disease that occurs with the growth of age and is mainly characte-
rized by decreased muscle mass, decreased muscle strength and decreased muscle function. Sar-
copenia is often associated with aging; however, chronic diseases like T2DM can accelerate muscle
wasting, which can lead to sarcopenia. Possible causes of T2DM related sarcopenia include insulin
resistance, inflammatory response, lipid deposition, oxidative stress and mitochondrial damage,
and diabetes-related complications. This paper aims to explore the possible pathogenesis of sar-
copenia associated with type 2 diabetes mellitus.
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1. 518

T2DM [PRFIEVER BT Z g MU . R R ARPU SR By A Bk = . BEE IR IR RS, EIEmT RefE
A NUERED LT A . WURE DD — M ARG SE 0 B IS I R B AR AT VRGN, £ BRI Rk
by WU REAIILED REJRR,  IX AR AN LTI RE S ECEE SR B AT, HEARIERSET, K
LSO F R AR R S R AR T BRI [1] . AT, 2 BB RO A A S LR 12 Wb v
RIELBIIIE 28%, 1M 8% H 3 WIAFFEA ML RINIMEREIR[2] . 5% RS N FIBIT U485 R WE BRI 7
REETL 20 48 10 3 DU B LR IR BOR AR, UMAE A A AR A ot iy, BIVHE 003 99 22 RO S P e A8 L
MER R A R FE[S]e T2DM [RIFEM T3 A L R - LR 0 AT 38 K 5 R ORIEG,  HE (9 T i
A DA EUULA R o AR LA (R Bl e R B T JUL DA B R P 25 O B el R thy vl s 3 A6 M PR AR R BE AT B AR, A
17 5 10 2 e AU RE 770 DRIIE, L g A o 2 RO s J 3 0 — b R AORE . ARSTE 2 7R
FRIFIAR AL LA E R A AL RO B TEE F A — £Rid

2. IRBEMM

2 BB PRIF AL S WU RE I 3 ANRT 73, 100 1 B AR U A X — S R P ) — AN SR . JBle
RARPURIRATHE B ULAE B 8 2 UL N Th e T B, AT S BONLIRTE A7 Rz il B S 10 1R H A K
o TR LR JB & 2R TR 1Y T R EORE E A TIRE, E R AU AL B R 809614 ] 4 A AT 4
FEHUAR A IE IR, DRI, AT BAC ZE LT, AL R 0 WA QA DAL IR 5 2 (R R Ik 2 52 B 7™ =
fuszi . AR, BREBERZE— BE0E, SiadruiRi, KPR 1T i BEIE ML 3-Ji
(PIBK)/EE i B (AKO) RIS B A% T, HE—P4RTT 7 BRI T8 47 B AR SO 4] RIS, Akt B33
IR R E AR T (FOXO) IR 1L,  IXREBR ] FOXO MIREREE, 2 — D Hlgs T LA E [ 4.
R 5 ZARPUBH J9 & FAVRICE F RIS DL T, PIBKIAKL I AL @ 2 2 VI, FOXO MfEH &
Tt B SHESIE A RVE AR, B SURINUA R [5]. thAh, RS E AV g5, A
AP DRSS, XA AR IZ 3 - AR R G (UPS) M, AR B R A kb KA N DA K
B AN B, B2 51 T LRI AL T B U8R [6]

[ AT 1 (IGF-1) et 3 i 2 e AKT v MR AT (2 1 2 S I & e, /b B L9 43
fift, JF HBEW A R IR I AL 2R PP (AGES) A LTI RO RBA , - [RI I 004t 0 R 7 RO 7] - T2
FENRN IGF-1 AT BEK, FEEE A& BIRA, g, Bt 5N SR s> ALIA
RER, RESIRNE,

3. RERMN

A TR JORE, B8 PR R 2 IR IR SE ] -0 (TNF-a)« FIZHELA 3R 6 (IL-6) A1 C [ M2
H(CRP)IITH . eI KIIIIRZ, R ILHAE K 2T AR Fi 5 S AR ia 1, P51 R A BT A
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Nk

4 7

WD RGN, RA&SECERIEIR, MM SlKNMRE[7]. #FFE KL, CRP. IL-6 Al TNF-a H) &
2 FENA R E RS, sz /7. BOSRRe I LA RAR &, BI2ORER T 5NN )=
R B R 7 A 5% [8] . Frost RA Fith [ DA FIHF 78 3 BH , TNF-a B 545 230 PISK/AKUMTOR {5 574 i@ %,
MITAHILEE A0 G R, BRI il . ok, B RBEIETE LRIt T B ROS HIli NF-xB, #—n
W2 - AR RGN, A S AR KAR9] . BOERTRIE K TNF-a REBE K — R54E
KAMFI R Z 7242, Heln Fbox-1 (atrogin-1). NF-xB. myostatin 25, SEUULAZEYE, SEENIER K
A2[10]. b1, 2 RE4H M PRt Be 7 B0E B B LA s 2 R E B (HMGB1).S100 4545 & 5 71(S100B)
A % W LAk 4 72 ) 52 AR (RAGE) (35 1, i3 — B 4E5) RAGE 13 5B i E. XMz e 77 ] BLAE
JAK/STAT3 MM IX 5 A A &, RO EER RIS, FRWBamEamrfat, 5
FOVLAIRA[11]. X ULH, B PRI AH G 8 0E 1T e 18 ik BRI AL IR ) & A & (R LA ) R A
4. BERTRR

B PRI ER B LA MR S, RS, KHE 80%(1) T2DM g #A id FE AR RE IS o, T8,
F TR AR 1A TR, AR 2 FEURIIH S R AR T T B8R [12] 7EE BRI,
Jif 5 R ARSI (IRS) A T 5 R M5 B B B A hRe . — BIER RS2 k7L 58 ., IRS-1
B SRR RRA(E 20k Ja 30, B — 2Dl PIBK 2545 BAL &R, MM & ARl IRS-1 £ &R
IR Ak 7] B S B0 B R AKPTL[13] T2DM BIEF R, BT B aILEALE K E AR 00 S8, PRt I H i
22 R M 5 T 7 0 o TR U = i B 2 A R 22 . — BLIX S R, B TTRE S I 5 BRI C /ITh
RE, MG IRS-1 2 MR IBEIR 1L, IR A i B 2B [14]. 53— J71H, FoxO MIRIARE /I thAgiE
TR B3R T, X2 580 Atrogin-1 FIULRAIFRRTE B 1 (/KP4 s, TS B 5 1R 70 R R
B FriFH15].

5. SHNHSZAFIRA

KR PR 8 IO FF S MDA, R RS PE SR (ROS) Bl B0, I AT RE /1 = IR,
BRI K THEARE I, SR AR RSN S SO EAHIE W1 5 g s DL K e (1 p
BEAEIR Z A7 AR 2 VIRIIR R [16]. AT FUHR AP BRI I B2 UL R A R e i B RA TS, bl g
F14 D PRL 4 I S5 5 TR DA AR L R B BRI HT . AR MESEAL P S I AN 2ok A D RERR IS A5 [17]. Bitar
At AT BA[I8THIRT Fe 25 2 Bl RO 8 i B LA AL REBACT TR, LPAT A A 3R 1 R5E S L
LRYER RGN, LR .

AWy B A s S, FLDREM I H ERFIOB T RAF 2RI AR ThBE, 1702495 P (ROS) IR 7K
S ETE, RRARE 2B, BRI T UPS WoE, MG SIUIZESE[19]. thAh, LRk ik
WRNE I B3 12 3 B A MR S LI 24 [20]

6. BERR% B E#HEREE

R DR JE) 6] o 2055 2 A W PR 5 L R 2 — o SRR IR [2L] ST SR A, i R 14 22 R M o 5 7
(DSPN) g LS /b o 3 40.88%, 2% = T-3F DSPN 4H(27.75%), & 2 kR B UL kA4
BTGRP R . S IEER . BMIL FINS. UA. 25-(OH)D. T1i. JEMiFEE B2« &5, DSPN S5l
B R 55 50 RATSRTEAE . Nomura 25 A\ [22]%F 1442 15 2 9% RIS 5 BEAT R 9 Jo 2 B, 08 s o) Bl e
SRR RERECN 37.7%. KHARIZ ZN 2 T RE 2Kk 1 AT (645 HH %40 48 J0 BT SCRC I B UUAS B 328 B i 42
FRG T 02 A LR AR i o o B ) P S T B A, R 5| RS PR M LR Y B
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VIR, A5

Fifi K R [2315 W 0 R B 2 BRORE R A R LD e ZEL 03 R 9 J] L4 22995 22 (DPIN) ) B8 3 v T AR L RE 4
DPN 7& T2DM 2 #& KA/ ER GBI E &

7. BERRIR'B R

B PRI BB B T AR EREAR U 3L T DhRe i 3 g ik > S5 0L, RN RE R AR I = fe A
EH T PRI B R IR, RV P R BT R R IR 2, RN R B A B RN D, R RS
S ATRE FRIRGL, FErTReSRILAIZ4E, M BLbEE CKD ™ ERAEEEm, DUDER AWM Et
[24]. WEFCRIL, CKD B, BT ULAINRD, WLARIRRIR fE 1 o BEAR, ik — AR BENLRE K R [22]. H
WEFCR I, PRI B IR FARAR 053l . RAEIR S AR M. JREFIER R RASS RGBS Qi
PRI T B S 1 L BE S IR LA A KA S (MSTN)E 4, MSTN A2 2 81 UL A 7 A i i 2 B A S g,
DU B 2R 1 LR AR L, MBS Z & - ROMK RGOS E K,
A SBUVDIER R AE[25]. HER B RS, A P PR BRAE B 2% WBRER MG WA (1S) % K AE B, TERE RN
RERITONIE, 1S MERRE SIS & 2EE MG, XnTae2 RN 1S FENLA & FUE 4]
ROV RIS 5E, 51 RSB AT AS S D Re S8, M 51 R S A B R R, e 2% 51 LI 22 41 [26]

8. PEFRRAMEH XIE

OO IS5 A2 B 2 BOBE IR BB AU T i R R o B KR REREAL [ WS IR, A B PRERE L g
M i i S ST e OB AR R R R 2 LT, a2 KR R R Ak 10 R A R A
BRI [RIFE L, g g R B RE R, AR R . R B R R T AR R PR AR I S RORE 223 I
BEFEE s SR SRS LA R S A SR i AR s B LA o Sl SR RE AL A2 i PR AR — /N SR BRI 9
fiE. Campos 26 A\ [271%F 208 -4 7E 80 % LA (HLHE 80 %) HFE NFAT T — T 7L, W R ERIL
WE 53K 2 FAEDE, 4 CCS > 100 B, P Sahfikk b 2 furEoe, i DUk B e 5SS
FMD B 3AHDE, S WIRE S S ko FEiE AL A5G . Ohara [28]%5 X} 1593 491 Hh & 4F N EAT 1 T THI B 5%,
DAL AR ) 256 PRk LA e, DA BRIk 3% % 5 (brachial-ankle pulse wave velocity, baPWV)Flf%
BNk 58454 (radial augmentation index, RAINKIFAL KM FEREA, 434745 R WosTHE ) baPWV FiT RAI
SRR 20, RIS FERE (2 WL R A I FE R R 2R o LANE AR RGBS SRR 2 — il A2 B0 Bk s A A
o H—AFERRME IERAE, WHtsNEZI KR (PAD), B2 T2DM 1—NEZEIFRAE. s
KW, SNESKEREENATE ARG RS, HETRTE, H AN k2 5 803h bk i i vk
A, B ILAI R E IR RFRES, E— RBUIE K AE[29]

MIEZ, W/MES T2DM KRR A & SR OCE:, P g, MEAER, X8 iR
R DA FE 55 i 3 A R R B o 17 IR B8 T A D UL P s 28 i T v, EL i ALE hid
ROERIBHE 2. R T ID 2 BRI BF NUDER A2, FRATLAER N T ARVIDAE, RF Kk
PURTSL A A BIETT J7 56, MM iR S B AR, SR TRRER, SeE AT RS R =S TS .
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