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[(MZE] BH RiTHBEE RERMEMEEMMABCOPD) &% 5 ADAMS33 A B S1.S2 45 .8 % 5K
XA, Ak #2012 6 A £ 2013 %6 AstS TZRFRAA.%H 4 A COPD # 4 & R % &F 100 64
AR B R B gE R RARAEF 140 I EA TR, REFHAT F IR hi2 I DNA, R A R A B4t
BB -FR4 M B B K E % A M (PCR-RFLP) 7 ik #m ADAM33 £ K S1.S2 455 4 A K, R Larmarkik,
WA ADAM33 A B SI Sy AH A FEARMESH ZRFH AL T FE L (' =11.41,11.55, P<
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#AAEEEOR=0.12,95%CI1:0.02~0.59), S2 = S XA HARFH AWM ESF HAN Z LK £ F L% F
F L (P>0.05);SHESI 947 A & I S1.S2 45 & E A 5 3758 0 K 4 5 R % AR COPD A8 % (P> 0.05); A
COPD % % Mizh #t 69 FEV1/FVC.FEV1/#+t 445 S1 45,5 SNPs LA £ M (P> 0.05), #it ADAM33 %
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Correlation between S1 and S2 polymorphisms of ADAM33 gene and chronic obstructive
pulmonary disease in Xinjiang Uygur population”
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[ Abstract] Objective To investigate the correlation between S1,S2 polymorphism of ADAMS33 gene
and chronic obstructive pulmonary disease (COPD) in Xinjiang Uygur population. Methods Chosen 100 cases
of Uygur COPD as the experimental group and 140 healthy Uygurs as the control group. The peripheral blood
and DNA were extracted. The polymorphisms of ADAMS33 gene S1 and S2 were detected by polymerase chain
reaction-restrictive fragment length polymorphism (PCR-RFLP). Results Compared with the control group,
the genotype and allele frequency distribution of ADAMS33 gene S1 site in the experimental group were signifi-
cantly different (3*=11.41,11. 55, P<C0. 05). Logistic regression analysis showed that the genotype of the S1
site (CT+TT) genotype was likely to be the protective genetic factor (OR=0.12,95% CI:0.02—0.59) for
the onset of chronic lung disease. There were no statistically significant differences between the genotype and
allele frequency distribution of S2 site (P>>0. 05). The single-body analysis of S1 and S2 sites was not associ-
ated with COPD in Xinjiang Uygur population (P>>0. 05) ;the FEV1/FVC,FEV1/expected value of pulmona-
ry function of the COPD patients and SNPs of S1 site were not correlated (P>> 0. 05). Conclusion SI site of
ADAM33 gene is related to the susceptibility of COPD in Xinjiang Uygur population.
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H R £ & 1t (single nucleotide poly-morphisms,
SNPs) it 3 5 Wi “CIE 1Y w5 52 0 PR RAE T2 5
COPD g B A= B A o pl T M 380, o L R 58 0 42 1
EA R, ADAM 33 FEFA ) SNPs 5 COPD ) #f =
PERT RS RAFAE 2 S BRI TEIR R b . AR B 1E
PRiT ADAM33 KL [H S1.S2 i £ 9 SNPs 5 B it b [X
Y5 IR COPD (45 5y bk R i D e R B G & .
1 #ABERE
1.1 — Rl E20124F 6 A& 2013 4F 6 At
B TARBE RN FL #1112 R COPD 9 4k 5 /R i 8 &
100 B 4F y WL 4, Hovh 3 41 i, £ 59 ], 4% i
(58.73415.19) % s 4§ A bR ifE: COPD 3% i2 i 2 IR
SCHERLA T HOARH A LR R 452 32 53 25 W1 iE IR T .
HEBRAR M  HEBR 5 OF SO W L SCRUE YRk )R
P B L 45 A% i 988 O I A8 B A SR Y R . Ik
SRCI) 0 140 491 A5 75 1 A B AR AG: 387 A O o B A1 HL o
P54 B, 4 86 s AR WY (57. 4414, 72) %, AL Xt
SRR HEB R B R, E R TSI R X
(P=0.05) s L X R 2 1 # A P A B(FEVD /
H i i &8 (FVC) JFEVL 5 Sl iHE A 4 b H i, 22 5%
WA L (P<<0.05), W& 1. ¥R R &% M AL
R HIOUE W AT 5 T 90 28 R e A R 2% 01 25 o %
HEHE 2 R FE I G R B4 .

1 FAXMNRIERBXFARLE (TLs)
i n o WRIER (/4 FEVI/FVC(%) FEV1/HHHE (%)

Wi %L 20 100 14.6+13. 10 54.39+9.57 54.67+21.72
Xif R 4] 140 14.6+10. 10 79.80+6.50 87.20+20. 40
P =>0.05 <0.01 <0.01

1.2 Fi

1.2.1 DNA BRI KL EE REVIFTXZ 55 IE Ik

JE KL 5 mL, f# ] £ — iU £ R 8 (EDTA-K, )
Uk i E T — 80 CLRAF. RAHEE LA AL M DNA
PEHOR ) & 19 $2 B DNA, [A] i R 188 1o = 40 6 6 B
T1AG T 5 B DNA 4 J35 F v B

1.2.2 BAEWEE RN (PCR) 51953k NCBI
48 http://www. ncbi. nlm. nih. gov., 3|#H L
W T A A BRA A A . SIS EWEsI 9.5
CTG GGA GTC GGT AGC AAC AC-3', FiEs| 9.
5-CCT GTG CAG GCT GAA AGT ATG-3';S2 fi
S EWESI .5 -CTC GGA GCC TAC CCA CTG C-
3Tl W 5'-CCG CAG ACC ATG ACA CCT
TC-3", RMAZE N 50 pL. 404 DNA 1.0 pL, B F
Ws5l¥ 4 1.0 uL,Taq Buffer 5 nL..MgCl, (25 mmol/
L) 5 pL.Taq fiff 5 pL, AR NWIEK, I 15495
C WA 3 min; 94 “CAFM: 30 s355~65 CiB K 35 s;
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72 CHEAf 40 5372 ‘CRELIEM 5 min; 35 E L.
L0 BE R FBLIK 20 min, HELUKOUEE 2 54 1Y B2
1.2.3  [REIMHE R BKEZEMRFLP) &0 Xt
PCR 4" 34 =Wy it 17 V), f | RELP #5900 . f D& R
15 pL 434G PCR 724y 10 pL, BRI E A U)Eg 0. 1
pL 10X Buffer 1.5 pL, 420 WZE K fE I 37 °C L, Kk
W . BV Y AE TBE 28 vh il B K 30 min, Z&
H 2 Y BRBEAEERE L 100 V HL I L 8E KBS 2 48 % 45
Y HEAT 43 A At R PR A

1.2.4 Wpsrdr ¥ 54 v Bofli A4 L SK1141 4k
FNG AT I W 45 R R AT BLAST 340 5 %5040 122
SEARE A 43 B [R)IEAE o 36 DR A5 30 B 47 3G 358 B B OE
k.

1.2.5 fiishaes il 04 %d 2 24 00 47 35 Al il o) RE
SCRE R o R I8 i ) 8 I A i Dy R A AN 2 S
Yeager A= 77, SCRUE YT 5K A V> T e A 00 A
2§ 5 FVC.FEV1.FEV1/FVC.FEV1/#i 14 %
EZ R

1.3 Geit phb s Bl 8 4] SPSS19. 0 84 #4743
Br fF G IES AT E R R DL T4 Ko A I8 i
K ¢ R THECROR LR FROR AL L BCR T o K
5. FERZSPES COPD AR fa B B LSS 4 (1) Lo-
gistic [A1 54347 . i 2y g 2 P BY 5 60 S Pk TR R R Oy
ZE5r 0T AfE ] SHEsis #5144 3 47 JE DR B 40 780 % 3% ‘B
TG R4, LD P<<0.05 HERA ST
2 %% ES

2.1 S1.S2 fof g BE PRV I B e 45 K XF B A
FEXF G AT B R ARG I ADAMS33 JEP ST 45 5L A
B4 38 7= 192 bp DNA J B S2 A s BL A 1y 47 1
PR 166 bp DNA R Br. 2 200 35t g Bl %8 i i Ik
Ja .S AL EA 3 A IL R AL CC(166 bp) . TT (128,38
bp) \CT (166,128,38 bp);S2 fir & W A7 3 Fh 5k K 7
CC(166 bp) GG (102,64 bp) ,CG(166,102.64 bp),
554k PCR 41 5L ) B Bony iE s v i 45 58, DLIE 1,
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2.2 BETHAEHERE XA LR R
HE S1.S2 i i #1956 5 R 7y A . H ¥ 4F & HarDY-
Weinerg ﬁf?ilzfﬁf(xz =0.29.0.62,P>0.05), 30
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®2 SIS UREERESEMEEMESFLLR(7%)]

., ST 3 A 7Y SL &y B S2 A R S2 & fir kB
A ! c/c c/T T/T C c/C C/G G/G C G
R4l 100 98(€0.98)  2€0.02)  0€0.00)  198(0.99) 2(0.01)  61(0.61) 33(0.33) 6(0.06)  155(0.78) 45(0.23)
X4l 140 119€0.85) 20€0.14)  1€0.01)  258(0.92) 22(0.08)  88(0.63) 44(0.31) 8(0.06)  220(0.79) 60(0.21)
¥ 11. 410 11.55 0. 090 0.080
P 0.003 0.001 0. 960 0. 780

2.3 PTG S1.S2 i i 5 PR 7 A 45 A0 35 PR 3t %6 43
AL STz 50 3k PR IS 45 A3 35 PR AR 3 43 A 1 A1
XA 25 5 A Gt 2 L (P<<0. 05) s FRAI X 42
S2 A7 5 1) 55 PR 8 Ko A v 5 TR A 0 38 40 A LU 25 R 3
TGt 22 L (P>0.05), L3 2,

2.4 S1 g ER AL SNPs 5 COPD & J& (1) #H G Pk

L Hrp R R HL(CC R H3 (CG) 1 20 % 42 He 4%
LR TG L (P=0.55,0.22); %A% H2
(TC B HA(TG) . W% 41 19 5 (5 R RN F
0. 05 WA AT, 32 4, S1.S2 £ A7 5 A 47 75
BN (D' =0.47,7°=0.04),

=3 SIEEFEEREBE S % £ COPD g XM[n(%)]

-8 LogisticBl 943 #r o, #5478 8 B I T 193 o n cC CT TT CTHTT
AR CEL4G CT T B ARR B (CO R L ATE#E mgar 100 9800.98)  20.02)  0€0.00) 2(0.02)
Bl B FEAE COPD & A MG (OR=0.12,95% CI:  wfma 140 119(0.85) 2000, 14) 100.0D  21(0.15)
0.02~0.59), ILZ 3. OR 1.00 0.12 0.00 0.12
2.5 PHLAXT G IR A SR BRI E BT X gsvcr 0.03~0. 43 0.02~0.59
DA S1.S2 {7 s #EAT A AR BY DT TE , 153 2] 4 Fp s A5 4K

x4 S1.S2 (L H B BERFRS (%) ]
HL A S1 4% 8% S2 fii i W X 2 p OR 95%CI
HI C C 155. 00(0. 78) 210. 34(0.75) 0.55 1.14 0.74~1.75
Hz2 T C 0 9. 66(0.03) 0.01 0 0.00~0. 01
H3 C G 43.0000. 22) 47.66(0.17) 0.22 1.34 0.84~2.11
H4 T G 2.00¢0.01) 12.34(0. 04) 0.03 0.22 0.05~0.99

2.6 S1fiifiny SNPs 5 COPD g # fifi o) B8 M £ 48 b5
EFR SLAL T AR R T A A (CT T
FEF AR FE R (CO) i # 1y FEVL/FVC.FEV1/#iit
LA, 22 R TG 2% 5 L (P>0.05) , W3R 5,
5 WEAS| LAREEERSMIEEERG
X& (L5, %)

3[R Y n FEV1/FVC FEV1/%HiitH
CcC 98 54.26+9, 74 54, 77422.00
CT+TT 2 59.45+3.18 50.00+15.56
F 0.56 0.09

P 0.46 0.76

3 i+ it

GOSMAN 817 2007 £ 5 k45 f ADAM33 it
K1 SNPs 5 COPD 5, JF I 1 1% 5 93 H i) BIF 55 O
M. ADAMS33 J& K £ ik B — & i 4 205 5 1.
UMLAND %8 % BUH: 3 %3 3658 1 0 2F 48 40 i L 7 18
JUL 20 L UL 2F 4 40 it . DIJKSTRA 2507 15 fifi 26 41 o

A4 5 G - B 4 B R L A P B 200 A 0 3 2R 3k L X T
AREF RIEN TR B RLA S5, % & ADAMS3
HHS 5 TS IEE I R AE NI 0 4 6% .

VT AR A6 ADAMS33 () SNPs 5 COPD #f 3¢
PERIFR G /A — . H AT 58 5% 17 22 A [7) b 3L AN )
RO 2 5% . LAXMI 265 75 4538 B B A B AD-
AM33 ) S1.S2 fii g Z A 7E COPD 4 K it % [ &
EEEEM. Mk ADAM33 £ FH A SNPs 5 COPD
FEAEAR KRR Z BIAR 2% 3 B gk . H X ADAMS33 Bk
S1.S2 fii i 5 COPD 2 [i] 3¢ R {778 5 B, PABAT
AL0) g g i Nt ADAMS33 JE [ S2 {7 &5 SNPs
Xf COPD % Jgid # Ies2m . 5 HORAHOC . A WFoR R
b X 4 B R g CHE COPD &y &Y A BIF 50 3% HiX
X COPD (3% 947 70 A . R 1T H 5 ADAM33 %k
S1.S2 fii i SNPs [AH &P A5t S1.S2 {7 g1 5 A
TUREA LA TR AR 707 55 b IX 4 5 7R T AT
COPD 5 ADAMS33 H A S1 fi i 4HC . 5 18 A [F] 1
X A B COPD % 5 ADAMS33 JE[H S1.S2 {if
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& SNPs [ R R A AR — 2R

TAN FEUY % B o [ P9 52 3 1 X 524 % AD-
AM33 1y S2.S1 fii & SNPs 5 COPD 5 B f5 X%,
ATERKEN 451 % A /] B L 3 i) ADAM33 % A
SNPs W55 45 1T Mata 5387 o 45 R 4275 W0 A Fol o
ADAMS33 S S1 5% 4 COPD fa A %, 1fi 78
MU AR ARG . S2 AR A & 4E COPD 1915
BTG 5E , ZHOU 51 % 5 5 56 F RO A Fh Al 8 5
KT Fh G 13 ASBF 5 BEAT 73 A 43 8 ST AL A3
SNPs 5 7Y AF B A Fh & 4 COPD fs B A % 5
ZHANG 25" 58 33 AS [R) RO L #3853 J8 4T Meta 43
Bro 45 5 ST £ s SNPs J2& o = g 1 A fE % 4= COPD
(R HH GG R E 2 — . ARBFoE A3 1 ADAMS33 3
K S1 v 45, SNPs 5587 8 b [X 4 5 /R 1% A\ f#F COPD
(R A I M A 56 L I LI ST 7 5 2 A8 JE ] T & o7 3
H Al RE Wiz AN BE COPD & PR P dE st e R & . A
WEFEARTHH S2 A s SNPs 558 988 My X 4 5 7K e A\ BF
% COPD ByAH M, il S2 7 5 SNPs 5 COPD iy
RHREAE 1 A AE

AHEFEXT ADAM33 FE[R S1.S2 3 o5 JEF 7 B 1A
Ry T, AR (R T8 5 e b X 48 R i N RE COPD
KT KB, EL-ZAHER 20 BF5E 8 & ABE COPD
WA S5 ) ADAMS33 JE R & 3L ST 5 fili o) 58 K¢
Wl AH G . IRIEA B 15 th S1 {7 &0 SNPs 553 55 Hh
X 4t E /R COPD & # Jifi o) fig tf FEV1/FVC,
FEV1/BUHEA A E . 856 H IEA PR A & i A
2 Y RAEA i — 20 W ABESE ; O HE B b
BRI ) 22 e BN 22 R
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