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8 1 L2 4 il 95 95 (COPD) J& — F R 58 42 A 33 (1 <3 32
BELME B, 52 AT M R R . WA COPD &3 ALl b i 2
2SR WA R 15 %0 ~20 % & & A R () COPD,
X R R E A AT COPD 1y 5y gkt 2 ol 35 B gl 1 . 3 3 458
WHRH Z 55 COPD &) & 19 56 & . 548 COPD 11 5 & 5k
B .24 COPD & fi A BE 9 0 32 . 5 300 10 55 34 o7 42 418 3098 4K
oo RUEAE TR 3 Oy A 2 k45, {136 F COPD 1) i
BHLHE A Rl —25 R 8. 25 BB Y A 55 19 R BR L 3% SR 2
VIR RO J7 1 F0 21 T 04 B 52 AR Ok 8 34 il COPD AH 56 Jk Al
I B 5T E R AE — 2R 3R
1 COPD EREMHRA*

11 BfB2AsE st 2 W 50 7 1 R X K E L OBUR Jif A o ik
W& B A5 . R B COPD H RIEREN L . 5k KR I iE 8
5T, R Z Ge it sk, oMk i 22 1R COPD — M B/ B R AL
TR A2 2 TR A R TR . B T TR AR IR 2 R A vk B Y
WH5E Kl = COPD R ML i Z S A

1.2 ASEACHMIT (GWAS)  FiI FH & e 55 4 (1 B A 1
iz 2 251 (SNP) [ 35 >k i 17 GWAS, B2 IR 5 R % 5 50 R I
WA SR M7ZEFER . GWAS H BUBF 7T 07 Al e B 2 17 57 3
B T LA Bk AR . GWAS R B 7 1 /08 L4 15 i 3 6E 119
it % 2 S A 2 B M T 9T 23 R M BH M DG IR B 1 4 iR
Ko TERAMAER 3 L a) K A5 30 A% e, I 77 A6 5% 0 () A2
AR .

1.3 ZhKA sy R A R P A R B A R AR Y
& Rorbad B IR A & 1L FE R & COPD 1) & 9 AL il Hh 4
K. #lin Hautamaki 558 3o BF 55 MMP-12 % [ 3 bR %
L, & AT L) 52 4 HE A8 & Q0 A 25 51 A2 i) COPD, $2 78 MMP-12
5 COPD %,

2 BHAEMMEREXER

2.1 EHE/MEAMARRE 1 COPD 1, & [ i-Hi & H
B R AR s AR R R R EEM N RZ —., HRARE
SIS BOE A R 2 T T A R R TN
BT PR e A S BUR AR DR A

2.1.1 ol-HiEBE A (al-AT)  ol-AT 21 S5 8k & T 20
—WE M5 COPD XM I HE . ol-AT i 4 EFfiEE
W 200 05 S 0 P 2 B R R ) A0 o R A e T B 1
TEPE . ol-AT B2 i, vtk 48 i R i i) vk 28 1 ik < 40
il 1) o0 3 2 A U ) AR SE YT IRk T 5 COPD, il ¥
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ol-AT E TR SR RHRACR AR WA F A0 H
R PR WO . W WL ol-AT A Gk Z ) PiZZ T,
M35 H al-AT K29 2 f B A B 1096 ~20% , i PIMZ %4y
@A 60% ~70%, Serres 4L BF 5% %k B, PMZ/ PIZZ/
PISZ 5 COPD 5 3¢ B A2 BT ¥ PIZZ #f & & i, COPD, 3%
B W3R £ B ol-AT 11478G/A ZE K F1 COPD {4 % J& J% fiti o)
ABM R BE LG .

2.1.2 M4 REEH(MMPs) MMPs 2 — 2 & R 5F 1
WRAGF Ca™ A1 Zn™ 1) P Y EE K ik B R B4R R R i
JfAh 5 (ECMD R B I, 1R i 20 21 o ECM 1 & i 45 b
iff AR Bh 25T A L G5 A ST R B S A DA
S5 K BOE SR R AE ) B ML BG40 COPD, 36 F MMPs 1 3% [
LA & E 48R — 8, Chen %M 58 & W, MMP-9 —
1562C/T SNP £ 3 Jin i3 A COPD H i KU , i B A R
L5 COPD K%, +HHPIH7E & B MMP-7 8 hii COPD f
SRR AR (2 38 COPD 1 & J& . EDEE 4T & B G 4 )R
-1 418057 (TIMP-1 25 [H 9 rs6609533 SNP #l o1-AT
Ry PIM3 4537 35k P AH O AF A AT RE /& & J& o COPD Y fE i B %
FEHZEVRGE & B TIMP-2 35 R + 853 i s G/G 3k [ 1 &
COPD 8 35 ifi D) G 1) 451 3 A2 B A O

2.2 FAb/BiEAIERER S5 AL kM E COPD &
95 0 AL . 2 A S A CE L A 2
[INERCRAIEE G SR = VA N [ =g

2.2.1 R R A ALY K (mEPHX) mEPHX J& i 3%
B TR A S W 0 LA R R SRR Y R W A B T AR
S0 KR 25 v i B FR AR AL 0 v D . X 28 A o A U AR AL
BEAT KR AT AR TP LA H 2 mEPHX 351 3F AR 2 L % 1l 14
WM EEFNGEHWWERM A ERE, XTFHEZEHS
COPD #y 3¢ % . 9% [5 J¢ 3¢ E 0 ¢ 8. 78k mEPHX 139A/G SNP,
A BESE o 5 mEPHX & A R @ v s s i o o L 5
COPD [ 5y & # %, &5 & ¥ mEPHX 113T/C SNP
5 COPD Sy @t 5™ . whi [, B A 5 J8 W7 7 9% 1R o )
KA WA &M mEPHX 2 HZ &5 COPD £ %,

2.2.2 AMHBK SHEHBE(GSTs) GSTs & — 4B EYH:
A 09 KT8 & . 2 5 LI Y T1 A A 75 50 38 o 42 3 45
Ot O R A T e v - S5 1 45 5 o AR IO A R 55 TP i & R A
TP . FER A A AL BB T B 1E COPD (¥ & 48 & T i 72
A AR . GSTs F % 4 GSTP1,GSTMI1.,GSTT1 JL

IR
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ROl 7, H BTORSE £ 2 00 & GSTP1, GSTP1 J2 Jifi ik 55 5 22 1Y
YA ARG, HAG A 287 4 . 1051le/ Val #1 114Ala/Val, La-
khdar %" B 77 & BL%E Je T A GSTP1 245 2 34 Jin 8 COPD ()
R . GSTMI W92li& F 284 ] i L GSTs S 1 e 1% . 2 8
B i 25 58 F7 R B 15 988 I < b 5 5 A 56 . Xue 26000
FT & GSTM1.GSTT1 ¥l 22745 5 COPD TG 2% , {0 J& I & %%
Az 2xhafin g COPD 9 KUK, GSTT1 B I I & 4k 11 fig S5 #
DNA 1ER Y AT i 3 RN, H % W2 # Wt K 8 GSTTI
HEJdi 28 COPD [y ksl |
2.2.3 MitaZE PA50 B (CYP450)  CYP450 J& 4k iy 521y
LI FF R QIR 0 A T PR R Rk P . 2 5% 2 IR
HNIEE T A A AR . HIME PR 2 O R &k
PN T 2R 0 S T W R 5 A Ak L U B . CYP450 7
COPD Rl EEEM. EMNAEEET ZWR 25T,
HHr 5 COPD % 4 % UJ A0 ¢ i 2 B % & CYPLAZ,
CYP2A6, CYP2D6, Ahmet %% % 3 + H H A CYP1A2
163C/A SNP % jin COPD fiy f& % X . H & #F 58 & 3
CYP2A6 D % fv e B ek i fHLHL COPD 1) & J& . H Al id A
CYP1A1.CYP1B1. CYP2E1 %, % 75 uf & 8 W CYP450 fiy
k.
2.3 AUMIPFEE L 40 AR 2% Y N 4 5 i
WIS RER 2 5 COPD &k (kBT HE .
2.3.1 JRIIRFERE F-o(TNF-o)  TNF-o il 32 05 4% B F Al
Al 58 3% R R 0K 6 1 RN R e O A L Tk b
LA o 18 5 2% RE J) T bk B 200 35 T G L R R T UL
L 43 00 PR 2 3R -1 AT A T T UL O A R L 51 R R
EEM, TNF-o £ COPD £ R EZIEM. HEES COPD
WESHEE ZRRFMLE, AR LN TNF-o+489G/A
SNP 5 5 % # . A COPD 5 %, H A & B TNF-o —
308G/ A 7E COPD 21 Fl {g Fe Xf f 4 [ Lb 48 22 S A T2 1 X
B+ HHA B A—8m g,
2.3.2 #EBAERETF-BI(TGEE) COPD 255 &M
O I — A% 98 1 B G (0 5 O T A0 A0 3 A A e Sk
FOBETURR HOIR 0 Bl G A K BB RS AR IE KL T TGF-p1 B
R S L A . AR R M A b A oy Ak TGF-g1 n] 41
il MMPs % 311 £F 4 ) T8 Ak o in s HoAs gt L {2 5 56 B 2 L i
BNy 3  15 W 18 B COPD & fa A BE A9 Bl 40 2R Bt 40 . Bt 2
H R MR A . K TGEF-pl HF £ 5 COPD i & A4 A 1R
KIEZR. Liu ZU 58 TGF-81 869T/C SNP, % 3 C 4 fif &
JEFECOPD W EE G E R, ff 2% 2 #0585 &K 3l TGF-
B1-509C/T.10Leu/Pro SNPs 5 COPD £ X7,
2.3.3 THRFE-vUFN-y) IFN-v & — Fi 8 15 40 g 2 6 14 /)
srFZ k. 78 COPD 2t = 9], IFN-y & B ] | v 2 3k
VG AR S 38 AR 1% TEN-y BT 34005 v 1 s 4 B, 2 a0 2R 1 2R 1
G PE A T B, AT AR 2 R PE AN S L S BOR I I
& K BFST % B IEN-y rs2069727 SNP 5 COPD #3047,
2.3.4 EEHNME T (CSF)  MME A R 2. 4
PR A S N SCTE N R AN 7 A 1 CSE S 3 4 vz 20 0 £
R4, PHERANMZ CSF fil#)5 . %0k L £ % & LFA-1
A5 05 P R B 2 S A L I T A0 I 8 B A R A A
T 766 B A6 45 P9 2 b 7E RO 40 1L-6 . 1L-8 S5 A/ER R,

TR T v 1 o 240 L TG O RS I A U i e L A M S L
£ COPD Wy & 2E . M4 KWFSE & B CSF3-1719C/T.-882G/ A,
2176 T/C AL 5 COPD 8wy Ml Bh g %, & 5 FEV1I &
S,

2.4 JiiAHCHEEH

2.4.1 iR IEVEE M (SPs)  SPs 42 i vl % 1 1% V4 T Y
T LR A3 s A A N LE I i T AR Y g R AR T
SPs {34 SPA,SPB #1 SPD %, 2 & % {F H i J& SPA, Guan
25 % 3 SPA rs1136451 SNP 53U A COPD #136., H AW
% Pl SPD (rs721917, rs10887199) ¥ & % 5 COPD £ %.
rs721917 i b C S5 B R S B v SPD ¥k B R AL, 0 5 &
% COPD*!,

2.4.2 AKBBiMZE-1(hBD-1)  hBD-1 J& 15 3 HE /& YL (1
HEWARS FHEF 20 SRR ARAE R 550
G T A 2k A% B T R S AL R TR T M T 4B Ak R Y I i
B H S hBD-1 Dy Be 2R 16 4 3¢, 878 hBD-1 2 0 10 38 7 i
UYL B ML R A 2 A TR . B AR UM N A hBD-1 £ ik
S I DA T Sty ) A 8 3 s 1 A0 SRR LI A
AT MR ¥ ik, b EBF5 hBD-1SNP k& #l hBD-1
138Val/Tle J& COPD % i 4 f& o PR 2% 9 745 5 34 119 iy 480 2 g
W . NIRRT 5T & B hBD-1 668 C/G SNP 5 3K A
COPD 5y J& A #H G 1

2.5 PTTMHCIEEAE Bk E 41 -2 (Bel-2) J& JE T 9 i 5
P B 40 M O L S AN A A . R RIS R I i
CD8+CTL 414 576 26 - Hiz 40 M i 02 5 W 25 I W G =%
PR fRR G . Bel-2 W] gl d % i CD8 + CTL 48 Jifd iy Jil 1 >k
A COPD 8 2 Jili ¥ 45 #9 09 w8 2. B 2 BF 58 & 3 Bel-2
rs1564483 1 rs3943258 SNPs 5 COPD fh # fifi o) G T [& 4H
x,

2.6 COPD Hfih 3 A

2.6.1 ARIEE A (Hsp)  Hsp & — KoL b BRI R
T B AT R I St e A SRR W R R T Y S 2 N
WHEFEER TR SRS AR 4 2 A5 A FHHE R
R . S8 M S F F 8 & B hsp70-2 (+ 1267A/G) 5
COPD £ #3¢1 » hsp70-hom(+2437T/C) 5 COPD J ¢,
2.6.2 NEE—HALEAHE(eNOS)  1E eNOSHERF . i L-
R A BRI Ry LN BRI 7 25 A NO L X 2 5 15 f4 fili 1 4 B
NAEBEEMER . eNOS £ K 52 7 fE T3 eNOS 1 mRNA £
TR T AL R A eNOS T M K & B TR M. S 38 NO &
IR /L i 2 PN Bz 4 R T BB R R L 7 B SRR S T AR M Bl ik v
B kA5 % R AT 8] & COPD, Sun %515 555 %% IRIL%E A
eNOS 894G/T SNP 5 COPD A %, IR E B9 &M eNOS
-786T/C.-922A/GH1 894G/T SNPs 5 COPD # %,

2.6.3 P2 FHREREZM(ADRB2) ADRB2 F #4014 TX
BN ERE B R MR 3l K L PR i Bl bk UL
MEELL RV Z e R T, BA 7 AN EAS N G A
I A7 M4, T 55 Y U L AS 0 e LA B A0 TR 1 32 1R S sh ) s B R
i KESHEIIARAN N T ERNE, GEPRENR
ADRB2+46A/G SNP 5 COPD % J& 4 45 3¢, ADRB2+79C/G
SNP % 1 COPD % %% 119 ™ % # , 4t 22 3\ 5 ADRB2 + 79C/G
SNP 8 2% W 46 2 it o) 8 19 F ¥ . Thomsen 557 #f 5% & BA
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ADRB2 164 Thr/Tle 23 finFH3 A COPD 1 B KUK .
3 R 2]
J T AR B COPD f 48 S 3£ . T 1 COPD [ & J&

P 3 Bk 7 B 0F 5T AT GWAS FgE 9 AL F 58, A
GWAS BA Y BEAR % F 58 5 ok 3 GWAS 2R IBR1 .

A S DI, B 50 BN O ) TR R B R AL
T T 9 — 50 5 18 B TR T 1A M 0 S SO 1 AR
fit COPD 5 &£ 1A [A] i) th FIl T % JB A R L R 253697 . W1 R
AN A B TR L BE B Dy G T A8 3 R R 43, ik 2 AL TR
5 BT LUS N BR IS 2R JOE 09 B S L i AR TR O R

SiE FIHR G 08742, LAUR T8 3 347 98 97 s & % COPD i 3%
B B AR 1 AN 4 B fu L.
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