FRES 2014 F 10 A% 43 5% 28 4

[20] Erb-Downward JR, Thompson DL, Han MK, et al. Analy-
sis of the lung microbiome in the “healthy” smoker and in
COPD[J]. PLoS One,2011,6(2) :e16384.

[21] Couzin-Frankel J. Bacteria and asthma: untangling the
links[J7. Science,2010,330(68) :1168-1169.

[22] Magnus MC, Haberg SE,Stigum H,et al. Delivery by ce-
sarean section and early childhood respiratory symptoms
and disorders the norwegian mother and child cohort
study[J7. Am J Epidemiol,2011,174(11) :1275-1285.

[23] Risnes KR, Belanger K, Murk W, et al. Antibiotic expo-
sure by 6 months and asthma and allergy at 6 years:Find-
ings in a cohort of 1,401 US children[J]. Am J Epidemi-
0l,2011,173(3):310-318.

doi:10. 3969/j. issn. 1671-8348. 2014. 28. 041

3805

[247] Ege MJ,Mayer M, Normand AC,et al. Exposure to envi-
ronmental microorganisms and childhood asthmal[]]. N
Engl ] Med,2011,364(8):701-709.

[25] Herbst T, Sichelstiel A, Schiar C, et al. Dysregulation of
allergic airway inflammation in the absence of microbial
colonization[ J ]. Am ] Respir Crit Care Med, 2011, 184
(2):198-205.

[26] Huang YJ.Nelson CE,Brodie EL,et al. Airway microbio-
ta and bronchial hyperresponsiveness in patients with su-
boptimally controlled asthma[J]. ] Allergy Clin Immu-
nol,2011,127(2) :372-381.

USRS B . 2014-05-21 &[] H 1§ .2014-07-17)

IBEREEMERRERIDEREFEENREERNRHER

INE HR BBASFR
(A ERKRFEF—MWEERZRFR 650032)

FEER R LR MR R ILL R AR, S AR
FESFEE:R563.9 XERFRIZED : A

18 P BH ZE 4 Jili %% 9% (chronic obstructive pulmonary dis-
ease, COPD) 2 — N EH B A L@ M . = 2020 4, COPD
LN AR N A eSS 3 D W R o SIS DA o 4 5 A
Wi, G5 X AT R COPD {UAY S — AN MF I, 2 55 90
IEHARR ST B COPD J& — A~ & e P 50 » 45 2 i 14 BT 3 3
K E B LTI AR BRI 0 L4 2R G5 B L T R R AR AT
Forh g f5 UZh e 500 24 28 B B AR W8 S T a5 Bl
JREAR A R T 1 97 VR P 36 R BE T SR S R R
T A SROBOR B £ 1 B Y R B L 5t 1% B & 7E COPD & % L )
RERERT BH M LR A B EEME L, Bk S0 COPD
5 AL R e T R 0% 32 i PR Al — TR B 23R
1 mMEZHEE#HE (angiotensin-converting enzyme, ACE)

ACE & & -1 5 0k R -1 [ 1 3R 48 (RAS) F1 KR ik
i - BOR R BB A NI 4> I AATE TR Sed s L.
A WL B A U7 A S5 2 2R o i i L ACE 8 2 T B A I
BRI T R A R A B 0l B, A 2E ACE [
B0 F 17 SREAERKE 2 X 3 H (17423) .55 16 £ A& T 14
AN/8RF /D) = A T 3 B AR A . DD LI DL, 43 F 347 90
WFFEAIE S ACE Jik [H 22 251 5 [l B 52 0 25 DI AR G . B 5 5 Il 8
RE RN PR ) COPD i 35 41 Jil B #s L s g ik . H
S UL BE R HL I AT BE 2 AR XS T DD BY 1D BY R 3, 11 &Y
S B T A 2T 2 O e 4 1 S8 AL BT 4 TR 55) 1 LU il R
F IR (R R e R A, S sy CHETDD
RS, i DD BAMA A2 3had B A 3T LA i AR TR
1B DU SE AR A I AR, 53 41 DD BIAS 1A 2 38k
fift . % - ACE {1 P e i - ACE J& [F 38 1o it 548 % K £ o gt 191
55 G WK T A0 3 09 1A 5K AL U P AR e 2 2 At AP

x  EEWHE.zxMA R E %I (AL 2011 F B17D s =4 BA R0 ML 35 H (2011WS0055) .
(1987 —) FE A - o 232 N B I 1 A0 1 i P 22 265 1 5518 L 958 P It 9 o A0 357 - 8 UL 000 B e % FD ARG PERO BF . &

luming6622 (@ hotmail. com,

XEHS :1671-8348(2014)28-3805-03

58 TOURT 259 W (0 1 D AT S5 o B DL A B R . ACE JE R
T R 1o BEL T 48 PR 10 25 3 5 i 1 B UL B LB A 2 Ak
&, HHi i % COPD i # iz 3h i & 8% WL T 7E 2 & K.
Zhang SEUVRFFE & B 11 #] COPD 2% 8 8% LB K T AE 6 i
F DD %4 1D % , ifij i KA FE 2 AL T DD 8 ID A, 3 — 4%
FW] T BB AEA FAs T B 8 L TR e, 4R R 1T
B AR e 4R COPD BH H LI Rem R H % . |
1 3i7E 103 fi] COPD M3 B I R« %A D A5 E M 4
&0k UL B R X e i DD Bk ACE W K Ag
135 B e A 56 L $27R 1463 5 COPD 45 % AL Y) R 18 1% 5
AT 3. David %7 Xt 36 A #EH A T 4 i 5 D 19 F - 1 4 19
AR BT 1 T B A AT L UESE T R &t iE sl 4R
Ao R LU 3 RT A 35 7 v B A UL A i 2 o R R N T J5k 346
LA A A A AR J7 82 85 AT L ACE B9 T &5 437 8 R % & % UL
MY REA IE PR VEH . Meta 43 M IESE D 45 (7 & 5 15 DD B
a4 T A RER M A BE COPD B 8 iy 8 B2 IR A & L T A A7
TES R ARER . RL R R ACE 3 N 2 25k 4 2R 76 K [
PRI A 2 5 .

2 2 BUZEHBKZ M (bradykinin type 2 receptor,BK2 R)

BK2 R #ETH 8L & G EHAMKZIMRBERIE S —
B3l 3k PLOR MG LR = B 198 5k 3 72 8 400 0 P9 65 3 7 e o 344
Jil. BK2 RA 2 B4 3EFE(—9,+9O K 3 FhEEHEA . —9/—9
WEEAET) /I BMUEiAT) . —9/ I MOEAET) . B
JORCA 3 UL 1A 5% B 76 4 . ke 6 £ 4 i 3t 2% I v ol 5 BK2
R /5. BK2 R & (i 2k 5004 B S F Ik 56, ACE i
i 750 T 386 0 4 B JE IS 2R U L5 BK2 R Z B L X — %00 #
I N R A S i Y ek N A = Wi

EE® N FOAE
B AEE . E-mail: dai-



3806

SN, B O A i B R AR AT RE AR 9/ +9 di & F COPD B3
BB LT RE AT 00 IR . — 9 B v 5 R HAH B B 5 Sk T
> mRNA RIRF K, B 5 5 & 005 85 LA s R A0 ¢, h
5 M OIE YA G . E— TR W A b R B B 9/
+9 MG FHRAE M COPD 838 h#EH —9 G0 R B H1
228 07 20 4 F8 B0 AH B 1 JHL B D Sk L g s 1 1 9 B Sy B
U HROR 49 S EH 5 COPD 4 85 UL X g 1% 15 5 J8% A 56,
MAE 1 3% K RFEAT BK2 R [ @ s i BF 2% o & B0 - i i ik
R RAE 1 H 5 MR WU 539 EL R = AQ 8 i d itk 32
78 BK2 R i 2 A F] 7 8 LD RE A 1 .

3 #4E D ZF (vitamin D receptor, VDR)

VDR fF7E F AR E BT . VDR 1] 857 5 RAE A K
A F-1AGF-D BB H R4 )5 & LW Ag 1L T /v S 19 LA A
FEDHT . [T VDR 2%k T B 8% 0L ok 4 fk 9 i A 3 i 9
WSZR y WS AL T 1a(PGC-1) JE R IE Y . PGC-1a &
S AR, D R Ay T B [T B 4%, VDR A
5 s, B Fok I \Bsm [ \Taq 1 (588 LTh G,
Fok I WM %4 % F VDR KM E T 2 EdE T>CHy
Bl PR T 2 RPN L C S LD (W PR N F & it
B T &5 B (AL gl R4 £ S8R0 B . & C 4 A B R A
R H VDR AHXHE /N (il 424 DS EIERABD . & T FMEE I
ARH VDR W fy 427 D& LR ALK 18 R 56 5 B 7, 1 & T 42
% VDR W65k Re 1 NI HED A R T3 & B8 ILIL )y . AH R
M2 e f B 4R N S COPD S 4F B 45 v, CC B4l 5
A A H 2 g 0 20 408020 B e 0 Sk UL 3 ¥ 55 b B T 45 o Bk B
BN 25 L 3278 Fok | 19 C SR AL4EH 5 COPD & i JUL 2 g e
15 5 Bk A1 G . Bsm T 565 67 F {2 F VDR 3R 3" b &
bb.BB.Bb3 ffi %t K # . Hopkinson 1% & B, & b 4 i %t A
#) COPD 8 H B iy sk JLAL ) B8 5 . $27R Bsm [ 9 B 55 {7 Jik
H 5 COPD 5 # WL I R B % 46 5¢ . H Bsm T X COPD & 3 it
PUsk UL 52 a8 A ACE IT 8 48 3% B &5, Bsm T XL 1 9
M H X COPD &2 L1 Fok 1 5 COPD f # S R ARy
U3 #84 RBE, Taq I HEBE S Too PR S AL 5K, Windeli-
nekx 0T R BAIXT T F S5 073 G o M A L TT B4 ok
B4 JB DU Sk LA TSR, B/Be B B9 B ML 38 T bT 45 7 3%
A eI Taq T 936 2 A8 AR 3 T 8 85 L2 RE B
R RAE, B2 DV 2Ltk VDR S 07 5 H 5 X5 1
AL (FEMD I X RAB RN REZRIE .

4 BIEEEILEE(B-enolase)

B-enolase J& M e Bt JL-F- A 20 A0 F LR A2, 2 AR
AR R R BREZ —. AT R P B-enolase H # 1
P i 27 2 C 11 BLLF 48D v 338 T ASTE A W 46 27 24 1 AR 2R 48D
Hiik . Matanek 7%} 114 i) COPD i & % 1 3k LAY fF 5%
R, 20% (R B A T LA 4 2R R0 i e (PR T RU&F 4 5%
ek VLT 4E) L0l 25 90 (1 58 2% TR) I 2% 2 7 L8 46 R LT 44t 2%
RUR) 40e. HEUEW , Brenolase 2 5 COPD ‘B % WL B9 & £E #L
il o WS B-enolase WYFEHE N T 17 5 Y {K I, 17pter-pl1, H
L PR 110 235 T AN B s B0 A L AR IR B g A TR T AR
AL AR # RS B Z R A T AR A 7E T COPD [ 19
5L eb AR T L 400 M B L O R 175 & DNA i 3R, AT ™

T LN T 4E 0 5 LR A R . S 5 0 AR O B AL 4 Breno-
lase B M40 A 3 (ROS) ViE M40 A i JE (RNSYPE T B A1)
BB AL AE T T U BR A AL L PR AR B A L 3 2 B A AR AT g
M T AT MU COPD B8 B LR SE 7 2 &

FHRES 2014 5 10 A % 43 5% 28 &

A3 3 B 9 ROS.RNS A f8 1 5 B-enolase P & E R 72E,
WGSBS KA BURAEE B R B Brenolase
l-o §7E COPD M35 33k LR %8 & I a] ig K FA 1 T
Il BULF-4e P07 H B-enolase ¥ B 5 3 mRNA £k K F—5 7t
13 COPD B i WUAE 28 45 (8 3 Al R 1, 32 7R Brenolase 2
B 7R AN [F) 5 % UL 2 28 A A v (1 781 9 B ) T BB AN [W) . $E 00 7T BB A7
TE B M B b B L H B 1Y R £ 25 PE (single nucleotide polymor-
physim, SNP) , S0 T % 5% L fH 1% K F . U8 B-enolase AYZ5 4,
AT 5 16 T B i LA 35 AL B 1 25 L

COPD AN AAT & — Tl Jay KR T~/ 38 1 it Jmy 34 1) 952 9 » T 2 L
Az bR 4 BB . 2 B st % 2 COPD
ML 0 R4 R, oo B A T 2 B H L mAEN.
B A5 T B Y R e X S B 50 5 il B R A S R A A ), X 3
BT e 5 PR T 22 R AR LA . SRR Y AL TR B
R B R 2 M 5 COPD i 8% WL 3 g B 15 14 35t 1% 2 8k
HIF T 25 R i A 38, 4 5 T T 18 R FUBEREAS o AT BF 5T, A
T HEAT BT % L $2 /8 COPD S 3# W WS K2R 77 o=

£ % 30k

[1] Agusti A, Soriano JB. COPD as a systemic disease[ ] ].
COPD, 2008,5(2) :133-138.

[2] Swallow EB, Reyes D, Hopkinson NS, et al. Quadriceps
strength predicts mortality in patients with moderate to
severe chronic obstructive pulmonary disease[ J]. Thorax,
2007,62(2) :115-120.

[3] Debigare R, Maltais F,Coté CH,et al. Profiling of mRNA
expression in quadriceps of patiens with COPD and mus-
cle wasting[J]. COPD,2008,5(2) :75-84.

[4] Zhang B, Tanaka H,Shono N,et al. The I allele of the an-
giotensin-converting enzyme gene is associated with an in-
creased percentage of slow-twitch type | fibers in human
skeletal muscle[ J]. Clin Genet,2003,63(2):139-144.

[5] Zhang XL, Wang C, Dai HP, et al. Association between
angiotensin-converting enzyme gene polymorphisms and
exercise performance in patients with COPD[J]. Respirol-
0gy2008,13(5) ;683-688.

[6] Hopkinson NS, Nickol AH, Payne J, et al. Angiotens in
converting enzyme genotype and strength in chronic ob-
structive pulmonary disease[J]. Am J Respir Crit Care
Med,2004,170(4) :395-399.

[7] David Vaughan,Felicitas A, Huber-Abel,et al. The angio-
tensin converting enzyme insertion/deletion polymor-
phism alters the response of muscle energy supply lines to
exercise[ J]. Eur Appl Physiol,2013,113(7):1719-1729.

[8] LiW.,Lan F,Yan F,et al. Angiotensin-converting Enzyme
1/D Polymorphism is Associated with COPD Risk in Asi-
an Population: evidence from a Meta-analysis[ J]. COPD,
2013,10(1) :35-39

[9] Puthucheary Z. Skipworth JA, Rawal J, et al. The ACE
gene and human performance: 12 years on[]]. Sports
Med,2011,41(6) :433-448.

[10] Hopkinson NS, Eleftheriou KI, Payne J, et al. +9/+ 9
Homozygosity of the bradykinin receptor gene polymor-

phism is associated with reduced fat-free mass in chronic



EREF 2014 F 10 A% 43 5% 28 4

obstructive pulmonary disease[ J]. Am J Clin Nutr, 2006,
83(4):912-917.

[11] De Picoli Souza K, Batista EC, Silva ED, et al. Effect of
kinin B2receptor ablation on skeletal muscle development
and myostatin gene expression[ J ]. Neuropeptides, 2010,
44(2) .209-214.

[12] Yoshida T,Galvez S, Tiwari S,et al. Angiotensin II inhib-
its satellite cell proliferation and prevents skeletal muscle
regeneration[ ] |. Biol Chem,2013,288(33):23823-23832.

[13] Kristensen JM, Skov V, Petersson SJ, et al. A PGC-1a-
and muscle fibre type-related decrease in markers of mi-
tochondrial oxidative metabolism in skeletal muscle of hu-
mans with inherited insulin resistance[ ]J]. Diabetologia,
2014,57(5) :1006-1015.

[14] Roth SM, Zmuda JM, Cauley JA,et al. Vitamin D recep-
tor genotype is associated with fat-free mass and sarcope-
nia in elderly men[J]. J Gerontol A Biol Sci Med Sci,
2004,59(1) :10-15.

[15] Hopkinson NS,Li KW, Kehoe A, et al. Vitamin D recep-
tor genotypes influence quadriceps strength in chronic ob-
structive pulmonary disease[J]. Am J Clin Nutr, 2008,87
(2):385-390.

« £2 3R - doi:10. 3969/i. issn. 1671-8348. 2014. 28. 042

3807

[16] Windelinckx A, De Mars G, Beunen G, et al. Polymor-
phisms in the vitamin D receptor gene are associated with
muscle strength in men and women[]]. Osteoporos Int,
2007,18(9) :1235-1242,

[17] Ricardo M, Breno S, Paulo G, et al. Lack of association
between vitamin D receptor genotypes and haplotypes
with fat-free mass in postmenopausal Brazilian women
[J].] Gerontol: A Biol Sci Med Sci, 2007, 62 (9) : 966-
972.

[18] Natanek SA,Gosker HR, Slot IG, et al. Heterogeneity of
quadriceps muscle phenotype in chronic obstructive pul-
monary disease (Copd) ; implications for stratified medi-
cine[ J]. Muscle Nerve,2013,48(4) :488-497.

[19] Vassilakopoulos T,Govindaraju K, Parthenis D,et al. Ni-
tric oxide production in the ventilatory muscles in re-
sponse to acute resistive loading[ J]. Am J Physiol Lung
Cell Mol Physiol,2007,292(4) :1013-1022.

(207 B MGHE 0 A7 K 55 18 1 BH 28 1 it 5 v 183 S0 Jo] i i
MZEE A BAR B L] h AR E% R, 2012,92
(14).:948-951.

USRS B . 2014-05-21  {&[8] H #9.2014-07-14)

EHEREZHEESMRXERFARAR

R E R, HRERSFR
(FFREHKFWES —ERAMMZAA  400016)

KEIW MR E TR TREEEIR;
hE4SEE R714. 14+3 XEkARIZED A

HAT.60 % L& pg 8y b g o i b 3k 3 11206,
I TR O O R O REDY . 2010 4F At SRR B
3 65077 , Ak 1T F] 2050 M M BN L 1.2 42, PR ¥ i 3K
955 Calzheimer's disease. AD) & —Ft 5AE M L M P & R 4B
PR 2005 J R 19 7020 R BB UL AR R B . AD
F I FEATHE A0 T BE B AR R AZ Iy BGR  FO LR AE
S B-E M B AR 1 (Bramyloid . AR i T BRI B 28 4 4k 4 45 L FL o
R B . OFE R 4 285 o b AD B & 9% S8 2 15 L 42
AMEBCRTTRE S AD AHOC, Sh A0 S B © 28k BUMER 19
Pz ARV T EAR 22 10 IR 592 36 A0 & B ME 3R VA 9T A AR
AD JRU . 1% AT BE 5 fE i & 5% /& (estrogen recepters, ERs) 1E %
PEAH G AR SCRR T AR R A R MBI R I H 2 k5 AD i B 58 4T
1 BEHE

WEMCR W AEME AR B TR L AR AN AERKE
HOEEPR K EM ARG T REEATARK LT LSS
FAER IS S5INHBE TS AR R IR A 4 SR A A kS g BT
AEEA AR MO AR A AR ERs AL RS MK ERs

* EETH:ERAARPEREE EPR KOG /E 5805 H (812201080100 ; E &K H AR = 54 F IR H (81171197),
& i 1E& , E-mail : woodchen2015@163. com,

(1988—) frifii L, FEMBHME R EMEH MR, ©

XEHS :1671-8348(2014)28-3807-04

BLE AR ERs (4 AL 1 AR 35 g 5 8 47 56 IR e s i S 43 2k
5 H 40 “ genomic” F1 I 2 K] 2H “ nongenomic™ #§ F , & [K] 26 AL il
MR BT ERs 255 F R A G R E-ZKE ALY
I B 0 AT e A 5 M 08 3R S D P 4 5 T R Y 3 PR Rk L
e P4 HLH R M 2 5 ERs 454 )5 5315 538 I s2 B AR
o AKHE ERs AL 32 58 o 07 2 B 05t sk v B = 2 Ik
KRN,
2 ERs 5#X &R

ERs £ 54 ERo fl ERR. PiFh ZKTE 2 H T 2 01 .t A
AL ERe B4 fiEMEIR 28 L 1 ERP 43 #i 72
PR T o E KM b W R 32 A ] 43 A AR X0 e kKR
[l ERa 32 %405 76 F b i Fl A 12 4% . ERB 3 22 43 41 767 5 Al
PIRR B T 76U EFE RBERRE T HEA S fiti &k &
AEAE G ERe DT 2 9148 o 558 18 14 7K T 20 4 B 40 Al 1 K
S, 9K I I 7L DT IR 8] B 5 1 KT RS R 2SS R T R
FEFLR AL, ERa 46 35 W] B 3 7, ERB 119 25 35 W 18 441K,
ERe {2 35 2017 20 1 (4 38 78 . ERB 42 /5 Bi 3% 58 09 16 I IR 58 7
b 5 5 1 B0 MR Ak B . ERB W A1 3R SLR R R E AR T

EER N fEHIE



