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. Method Beta enolase genes were assayed by polymerase chain and one-way

directed sequencing methods between 120 COPD patients and 60 age—matched controls in Kunming. Result

There was no mutation in rs121918403 (G/A) and rs121918404 (G/A)

of beta enolase gene in COPD patients

and healthy subjects. Conclusion SNPs of two mutational sites of beta enolase are not correlated to skeletal muscle

atrophy in COPD patients in Kunming.
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i COPD J"H A, Frf BT 3 YR ML 4
SRR, (H ARV A SRR A KR R
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BELAED) . HEHFRAE: COPD B PEAG ik il
WENG . SCRAEYIE . O IRERERE . BUNE . i dh
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GebEPER. IR LR AR E, RN AR I X
COPD 3 120 fi]. 60 {545 FH VT Fe 6 fe R X BE
KRR R, Yok A RHHX. Bl g Akxd
LIFEATRE, AFRAERY . PER . WOmTE R, A
HHEEC (body mass index, BMI) . JClg i 44146 %
(fat—free mass index, FFMI, =% BEHPLEENE) |
SkAE S E (Pa0O,) FIGTHEEFEV & FUHER H
Syt (FEVI%) . 1s FJ WA 5 0 ilivs & (e
(FEVI/FVC% ) 1; % COPD # %, L\ BMI >21
kg/m® Fll BMI<21 kg/m?, H.HH:LL FFMI > 16 kg/m?
M FFMI <16 kg/m?, 2 7£ LA FFMI > 15 ke/m? F

FFMI< 15 kg/m?® ) COPD 41 &/ I m 4l A 25
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514 ENO3-F: TCCACCCCAACACCCCCCGCC -
CCTG, 514 ENO3-R: CCATACTTGGCCTT -
GATGACCCCCT, 15121918404 (G/A) 51¥y. b
51# ENO3-F2: CCCTGCAGAGTGCTTGCTACCC-
AAA, U514 ENO3-R2: AGAATTTGGAGGGT-
TAGGTGAGGCT; ¥ 3{K%&: DNA 2 uL, b TIiif
519145 2 wL; EPRE EXTaq i 0.5 wL; 10 x Buffer
(% Mg 25 uL; dNTP 1 pL; fi ddH,0, 3] 4k
FR25 pL. W AN 94 CHIZEYE 5 min; 94 °C7
PE60s, 60 CIBA 60s, 72 CLEMP 605, 1354
ARG EAH 5 min. PCR F=#128 1% B9 B e I
HL UK 43 BT, 15121918403 (G/A) I rs121918404
(G/A) H 27543 91T 240 bp F1 352 bp At B 52,
PCR = ¥)4hi% bl AE T aE4T DNA ELE2 R ) )y
X I PR 22 AR AT et HEA TG
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Tab. 1 The general data and related examination results (x +s)

woH COPD HEZE454H COPD ZE4i4H 1E X BE A
A (7 2o) 63(41/22) 57(38/19) 60(39/21)
Fl (%) 72.27 +10.45 74.03 +9.57 73.15 £ 8.25
W AEFE g 363 £22.00 374 +49.50 319 + 33.004°
i (em) 165.54 + 10.20 163.52 + 6.67 166.35 + 8.48
#H#H (kg 62.37 +5.72 53.30 + 9.60" 64.17 £7.94%
BMI (kg/m/?) 2391 + 147 19.32 +1.58° 2471 £2.78%
ZRBNitEE (kg/m?) 18.62 +1.98 13.79 = 0.86" 19.71 = 1.66
FEV1/FVC% 54.44 +5.04 49.78 + 447 77.90 +7.34%"
FEV1/PRE 43.23 +15.30 37.16 + 9.89 92.58 + 15.514"
Pa0,(KPa) 9.10 £ 1.07 7.84+1.10 10.49 = 0.822
PaCO4(KPa) 4.86+0.69 451 +0.46 524057~
fEpusk R4 (em) 425+47 36.6+3.3" 42.8+3.7%

HAEFEMALE, "P<0.05; SFEAEHA L, 2P<0.05.
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