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3. F R RS2 5 IR R = B P I N AL, FEIK 400010)

(FZE]BR: WO I B2 MR ZE MLl (COPD) MR P LRI 2 . Sl Bk o3 Ik B — S ARk 43 TR 1Y
0L LA SN, JFYE BMI BEAT 22 JROP5E . ik e M EE COPD Mk /38 ik 5 4 B AF W A 0 1) o 2
COPD Xt BREH, Jifi Dl BE AN AR A I B A3 52 3038 19 1 s TR (FEVL) MO FUHE ;s DU B s S A o i,
THEE BMI, IR G028 W AP0 2 UL 22 5 i sl BRI A7 1 oM o WFST4L -5 0 IR A oA, FR LY 4 )
K5I M AR TR ARG . SR MRS BMI - 41AY H I COPD 413 I P LA ) 36 &% —
SRR A O IR A T, TSl Bk TR 2 R R s WFFE 2 b BMI AR LA 0 3% K — S Ak 0 T 7K
IR EI R, KR T B (P<0.05). BMI S5 LGN R £ AAHSC, FEVL/ SUHE S ILAE R 2
RS WL R 5 e TR S IE A5G, Sl kA TR TR o6 . k. COPD B LA i 2K -F bl iy
BMI A, R S S — S At fif B B R, i, PR 2E . WLAIMHIERAE COPD BomAT EZAEHT, AL
P 2 T RECN COPD H & OV AE IR T I .
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Relation between serum myostatin with
BMI and PaO,/PaCO, in patients with
chronic obstructive pulmonary disease
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Abstract Objective: To determine the relation between serum myostatin with body mass index (BMI) and

Pa0,/PaCO, in men with chronic obstructive pulmonary disease (COPD).
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Methods: A cohort of outpatients with stable COPD was evaluated. We evaluated the myostatin,
Pa0,/PaCO, and BMI, and the patients were stratified by BMI. The plasma level of myostatin and
Pa0,/PaCO, was measured by high sensitivity ELISA or blood gas analysis.

Results: PaCO, and myostatin increased significantly compared with those in the control group
(P<0.0S), but PaO, decreased significantly. There was positive correlation between myostatin and
PaCO, (P<0.05), and negative correlation between myostatin and BMI/FEV1/pred value/PaO,
(P<0.05).

Conclusion: Patients with higher myostatin levels had a lower BMI, lower PaO, and higher PaCO,,

with poor pathogenetic condition and prognosis. Myostatin may be a potential treatment target in

patients with chronic obstructive pulmonary disease.
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chronic obstructive pulmonary disease; PaO,; PaCO,; myostatin

12 PEBH ZE M il %05 (chronic obstructive pulmonary
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SRR FEAFAE, B INE, RZ NI
W, WU ZEAE, RBTE FRE H BEAL AFR
COPDBH Mo B R M. WA ZE S & COPDEH
PR T R R, BMIAY AR £k nT (] 42 S 0 4
SRR ZE R, LA 2240 5 B B IR 0 1
P45 2 LA M 2R (myostatin) £ 56, A5 L B
COPD AN AE H myostatinZK-F- B 2. T+ . LA
il 28 2 75 55 COPD & 4 WL IA 25 4 N2 17 1 ™ e A JE
AR BAEH A2, BiiE NG ICHHC
WY . ABIF 538 2ok I v - o B2 it ) RE A 35 1 55 AR
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Table 1 Comparison of myostatin, PaO, and PaCO, in different groups (x+ s)

2153 n  Myostatin/(pg/mL)  ZIfiK%E M /mmHg Bk AR E /mmHg 11 BRI e A 5L
Xof REZH D14l 20 9.03+3.03* 77.3£9.1* 40.7+4.1* 0
D241 13 10.31+2.88*7 75.1£10.2* 42.613.6* 0
il Biél 27 12.2742.63* 60.0£7.5* 49.1£5.3% 3
B2 2 15 15.3142.26*1% 46.0£11.9*11 56.9+7.9%{ 12

S5xIRadi ki, *P<0.05; 5D14ltbEs, tP<0.05; S5B14itbis, fiP<0.01
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ARVER . TEERRIL. O WLENRL . g5 A i A5 b
BRI, MR ThRZECE DR E NI R 2 5 1K
(latent myostatin complex) [IJEZAELERT . CEIRINLA
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