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Abstract

Chronic obstructive pulmonary disease (COPD) is a global public health problem, often caused by
abnormalities in the airway or alveoli. COPD can involve multiple systems, of which the skeletal
muscle system is one, can lead to sarcopenia, and sarcopenia can accelerate the process of the
disease, increase the rate of hospitalization and mortality of patients. Therefore, this article re-
views the correlation between chronic obstructive pulmonary disease and sarcopenia.
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1. 53|

fig{k BHL 2 4 il % 9% (Chronic Obstructive Pulmonary Disease, COPD), R4 2023 #5 /& 3, f& FH I
TS L Y (s Uk ) S A (WP R HE P R) R R R R R AT R R R B 2 . T AE
HME I AR AR 2 SRS LA BRI BRI s AR A R . O 1 47 HIATT COPD
EIFNVME R, SEEEFETUS, BT COPD. WIZMELL K COPD & JFL/AE B A LI Gy H 2,
ARG LR B I A AP SCHR B0 1841 BEL 28 A1 Al 5 9 AR SR UL PR A L Jre T 4

2. 1BPHATH

COPD J HRTABR = RAET R F 2 —, W HACEEEE M R S8, HRR8mZ e xse
AL o S B L T TR RYR T IS P PR e, B T AR N . LR AR T RN
A BEORLAN AR 1 58 R FE Sk ORE S SORi[1]e HerP s 1) 200, K408 BT B A 15 /< 5
JAI DU AT 4 dn i f 36 4, SECGEEM . 2) SN, A5 PE PR 2 (5 15 S8 A0 N 2 5
NI fili 52 53 40 i A O, FEURIRZ IR - 3) AR OB RS, SNEMER R RIEALA =4 CD4+T
YA F1 CD8+T 4Hiffd, MIMEFFE KM, HEW i ANER S, 51K COPD.

COPD & —Fiax g tyicmi, S5Z2MNRGH K, NRERER S8R IR iRk WIARE—
Tl T 1989 4F H AR HY, A I HILAMEE 1) COPD 3% 5 25 5k AE BR8] B 3 25 R R SR AT I 75 15
BN R B Be A AR To A BRI RATT 7R A S AL E, AT FEEEAT R IR, 4R e e ik
72,

3. A EE

LD E —1i] M 1989 AR i % )5, BT B AR # . WLRIED B FRIE T A i, BRI 2R
Z o WURER: E SCANLAT S s FELA &, ThEeM FRE. & — P Esem[2]. W7 4 i
RN REFI G RN E 2, R PN E i o F AR 3 2 R A ILAE, kR MR IE S 5K
TS PERETEB A 0% WUNE BRI 22 8 N5 3 A7 E I PR 1), 7EAEIX 22 4F A Hp BB %6 ik 33% [3]. L
E S FEURF BB AR I, HE G2 (R e, B g &R A 3], IR R
COPD 3 & H W/ RE I B ZAE 7.9% % 66.7%2 [7][4]

12070

2010 4F, FRMZAE AR GE TAEAL(EWGSOP) 2 H 1 WL /AMAE 2 Wrksit: WL & 588
W EL(ASM) /N T 8.90 kg/m?, EHLAI JE(LMS): B 42 71/NF 30 kg, @2 71/hTF 20 kg, RAULAITS
RE(LPP): LA E/NT 0.8 m/s. FFG LRI & s> A (BO ML J & LA D) e s B2 W L E o
2018 EWGSOP &L 1 &AWL 1 = EES4[2] . F B RN E I NFIEIN N AR & SRl
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AETRAE, B, PR E TAE4L(AWGS) T 2014 EBHHfE X T HUAE “ SR AL
PR, I FARMUA ) S A0SR AR JRORR T8k . LR E M #ELEE(EH DXA, 34 7.0
kg/m?, Zct 5.4 kg/m?, ffF BIA, 5% 7.0 kg/m?, %Pk 5.7 kg/m?), B 11(HH/NF 26 kg, 4R 1/
T 18 kg) LA LI RE(IE #2647 E < 0.8 m/s). 2019 4E AWGS {# 8 1 LARTHUMEER & 3, EFET TH
i R NI RERMEEEEH DXA, BT 7.0 kgim?, /N T 5.4 kg/m?, £/ BIA,

BT 7.0 kg/m?, ZWE/NTF 5.7 kgim?); 48 1(5 /N 28 kg, AR 1T 18 kg); WLAITHEE: 6K
WATIARGERE < 1.0m/s)8R 5 YR Fufi 32 s2 3 (kI a] > 12 #2). 5N T “HlBEIALAIDGE” : LMS
PEERASE A SALRE R % . £5 A1k ASM i LMS B8 LPP 2K A LA AE - 754 ik ASM il LMS 1 LPP
FRA ™ B LA RE S [X 3% FH /)RR [ B, SARC-F 8 SARC-CalF #EA7 41125 R HIL A/ e 7 25 5] -

4. COPD 5h\/4E

KZH COPD B#HMIMTEFRARKIRE , FERINIAE T, COPD E&FIERS FHIT
W PRI A3 il BT AR B, T i VRS RSP AR TS T R SR 2 FR LR N THFERE R 2, AN, 14
HET TR . FReH 50 1) COPD &3, HHEAELE 1%~2% LAV K[6]. COPD A5 A2 #AE M
PRI, SOE DR 775 A N IR HERR =4kl i s 2 B R R B (R BEARATT 09 3 A (7] [8] IR £k — 25 in 2 £
HHIRA, WERCE AN RARE N UL (4 R WL Sk — 2 T a5 e R o, BT PAA 2B 2 1
WRe, BEETESN RN kD>, BT REE— D TR, ULPRIR D A R S e e JYLAN S LA T
—INE COPD, ##& it N\ COPD 5 LA E R B Ak B G 3 . [RItk, T fi# COPD & J:WL/ANE (¥ & I
W0 5 3 538 T B e AR A 3 AR e

5. COPD 5H /M ERI & =4l
5.1. 2HE

182 1 B S A A — b A SORE R E R o FL SO S S AT Rl 4 B o I A 3 AR SR AR
PERZR 2000l b B R iG iedi  , IFRmer Biasl, EmRUVE ER9]. FR, BeERE R R R4
PR KB AREAIML X SREA T, 41 WBC. CRP. IL-6. TNF-a %, KEXHIERY, KA FEEHIZE
AR EZEK[10]. (ER T TNF-o 55246454, T NF-«B K1, SBEERERIMES, Bosz® - &
AR RS SlEE ARG B B ILZESE[8] [10]. H35h, TNF-o AT LUEE NF-«B @ #Hf Myo D
AIHARILA A A KB 7 38, AT R T B LA Ak, e &AM LA B 5 [ 1] TNF-oc i3 51
DNA SR IR AN B 52 A AR LR A i T, 3 SUULA b [8] -

52. |HRMH

IEFEERT, MEFEA SRR R RE AT, N SNEMEY TR LA, S8WLE
MY N ROS %, it H G MBTAN R ATEREES, TN S IR T8, SLERAYIREUR N,
B R [12] . COPD &35 FH T i i S AN S B LA T AL RE 71 R 1%, BEE MRS AR ROS
MRRE =, RSN, COPD [—ANREFRERE, UFIERE THEMEZN, ©IPEIE, HN
WO T DARFEEARA I (] [13] . A0 SISGL AT AR LA 7= 2 2 RE R, I COPD. A SR it A - B UL
FHRN AR 2 . IR ROS AT LU R A5 5 IH B AZ IR T kB (NF-xB) {5 58, I FLARHE R M kA
MR, MG SR ZE4E[14]. COPD BFH RN =4 A F(TNF-a. IL-1. 1L-6 F1 CRP), 4HHE[Tif
T SOREFR BN 58 K 4 e LA 4 2 b gk S AL S 15] . COPD E4E A SIS R, ROS A E i %
FERF IL-6+ F K1 NF-xB AR Z Ak G A, (B HE VL2 4a AL 4EA 1) R 2 [15]
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5.3. &

COPD & i TaEAT P U PH2E A AR AR VEARSUMRE o A A AL T BREECIRES, 1R VRS SAT LAREFS A4
WRAERAE . AL, ANTTRE— Pl SOE R T A SEEE L S B B ULEIRAS (P L 5.1 RUE 5.2
SEACNL) . WUAZFYER] 70 NI IR LT 4, MR VRS, 7 A AT AN la 2 21 4 7] DU R 3= A 1Ib 2
LRYERAL, TIb RUETYESZ JOEAERAE TN S 5 5 2248, 3 EUE BRLER[7] [8] [16]

5.4. BERBHRE

COPD B HT4Fle UGN, RN VFZBEICTH I REL. DHURII M. EREER. R RME
K71 FHEOKT B2 COPD (3 A L WLAMAE i E ZEHLHI[17]. B B2 BTHER (GC)Il % Hl T COPD
BERSEMED. JFHANTRZSHT COPD BEHKKMYER. GC FANAFENFZ#EL RGN AR
B2, EEULRG AR b 2 — . BB FEEACT T AR B R A 53 T 2 B F AT HeE LA 8 E
SRR, RETE VLA ZE 4G [18]. GC B IINE FIAEAL S BUNLET 4, SRVUABERE ALY 27 4E) L 21
WL T 4E) 5 5 52 GC §2mi[8].-

55. BRIBSLRIATIHERRS

COPD M EE Gz — R4 T F BN MHEA B MR, MR i T & WEEE(CS) 2. Wik, &
T /N B AR TR T SO 18 % 7 0 B2 A (AHR) , AHR FRIIS0E A2 W 0 2 WL AL BE 71 R B SRR 22 —[19]
LR WA 20 B P AR TR R BRI, R A R R B H AR . Rk DNA B T8 S kIR, %
HHEAMANE 7, A5 DNA MEABLAEKMIES &5, FULREAA 522 E 0 85143[20].
R 42 2R RA T [ I E R (MFRTA), 2R RIS 51 2 10 2o b A T g B ts 2 5| RSB VEDEIE,
SECATP A/, BET A E A HFE(ROS) [21]. &M 25 3R BV 5 S 10 2 b4 PR 4 AR 51
WUE 50048, FEBE%E ROS PRI N, ZRkifk ROS fY#8 il id B0% MURF-1 A1 MHC [/ 551
V& 2 4i[22]

5.6. Hftb

COPD B#HINL AT BEIRAIE 5 AR . B340k A1 B 250 (2K 5 W) 5. COPD SR JLhiAt
BRI, N2 2SR, HER, SRTH, SEACEEANLT, EERM N,
WD . BH NS R — R, SR IR ISR . ™ EEN T B E ISR .
6. COPD & H Al EERIETT

L/ i R 2 AE R BRI 5 8 LI 35 2, VATT T S TR, 4 W O A (5 368 i i 4. 4
R hRES 5, R0 L 2Rk hREATILPY R B [4]. SR FTHEAT — Lo eI 2%, $UPRpizshag, ]
DL 38 28 2 (0 SRR DA — B 25 (GO S TR ) 24 1 TR
7. REE5RE

COPD & —Fli 4 & SR, A8 FRIRZS B ILH B (JE 2 B B0 RS2 35 2 ki, 28
HERBURA KRN, ST REHMM T BRIMSF 6, @it 7@ COPD. ALbELL K& COPD
5 LA RE 2 (AR e R, AT AP . o LM AT 7, e B TS . 1R A IR
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