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[E ImiREERBVHREHE

EORIY R &Iee TE05 B

S CRIFRUENG ) & — 2 JE DR i 6 Mo . it
fR B SR R SR MR P iR L R R A
T A b2 2 R T 0 53 0 7 0 3 2
AT T KRBT . 45 5 K L5 N2 WA e 7 e 1
261 i~ SRA TR 22 X G ELURR 1 X EL R b A
5 A R PO R R T Sk

W

S5BRSELENER

W ity e S M 4 RE M TG R I 2 M 1 2 R
TFaE i, STE RAE A A7 6 i 2= R ) — T 2 WO Wi 26 £ BFF
TS
L1 1g2122 BET-# G F 3 (DAP3) [ 1p25.2-25.3 11y
HEAHE 2 (COX2) ., 1pl3.121.3 (9 I £ fig (CHIA) 1
1p31-p22 BUAEHE SR E 1 (CL.CA ) R H v K s 5 0E
RAE 2004 4F Hirota " IR T RBTEFLRE FK
AR, 5S0E E RPN OC) DAP3 B, Rz E R
S HRERAEMIEEIB, IFN-y i FHRIL BT
1 2934532 343 (305 5] 2% g M e e 28 )L, 322 {51 725 1o M o g
BB 95 BIAEZE N B i BB L 5T 23 IR A M
PR RE AL X PR N (A ) DAP3 B EMBAE T B £ A M
(SNPs): —20632 G/T.15900A/G 21573A/G 1 27657G/C,
GER BB AW 5 - 20632G/T BA7 850 M M G
OR=1.87, 95% C1:1.20 ~2.92,P =0.005 1, B & JL
TR A B MG, X — A CHETE S 7E TeE (> 250 10 -
ml ) IR AR FE TN E T 2, 0R =2.40, 95% Cl:1. 44 ~
4.00,P =0.000 61, FF5E455R W~ DAP3 BEEEEWHEL
JE N & e G, W B GE SE IS E

ot AL R 1 = AR I AT S R 3, ] A 0 G AR
JEo COX2 B —HEMNTE G T COX2 B3I Kig
HIGE R | 45461 S — SNPs: - 765G/C, i F 41K
AT IEE, PRI I 3534 2004 47, Szezeklik 25738 1o
1% SNPs 1 1 J&] ift 5% 20 B 7= A= BT 51 IR E, D, (PGE,/
PGD, ) BT 5, L4 A 857 T 57 Xt 52, ALHE XF Bi] &) DEARIE
& (AT AZ ) B CALA ) FRUE 112 {81, ) ) DC AR 32 14 5
Wi CATA ) (B35 198 5], f BB ARE 547 4, % B 2 SE i fl ok

EEEN HHEMKFRBILRILEER JL5,100045
BEIEE B, E-mail : zhaoshunying2001 @ yahoo. com. cn

K B R H B COX2 - T765C 4i & F 5 Em 54 E
X:,0R =3.08,95%C1:1.35 ~6.63,P =0.01, CC A&+
A A 0 2 R SR E KRB GG SEA i 10
A LTI FLX — 47 H G R AR 2248 (LPS) i F H A Sk,
fii 2004 4, Shi 47157 7] PCR 1 BR 1 44k 1 B £ 75 1 40 7
(RFLP) WS T IR B I 2R W i AR AR R 2 254, &
R R - 765C A5y B N 2 45 H BLTE LY 30% B EE I
BHFIAEE NG X BB L M - 765G-> C Z8M SEMm L 4.
B 7 AR AR AR REPE AT ATA FFARHE G

CHIA J2& 2% 52 0 AT , R BB M B R S s R M AT L 20
¥y CHIA ¥ J% 08 Wi i PR AR PRt P2 . /R T IL-13 0T Ui
X ,CHIA W] LS KR Th2 4HAERAE PRS2 S8 B R L 3k
VBRI ML PR A . 2005 4, Bierbaum 25 B 5T A I
CHIA JE40f0 [X 22 25 1 13818822 ¢ B {4 15 1% I AR G
SRTHT Boot 45" BT 7Y % B BRI A 25 it %345 CHIA fo 7 X R
6], A Al CHIA #3008 Wi 245 1 RE AR (15 7 1 o

REIT /N ZSEN CLCA A, BN FRE MEA
SR b B S AR T AR A A A% S T A 44 R B AR
W, AR E L R R, A T
06 T 265 A 200 1 3042 o 35 TS5 ) g R RTGEE Wi £ 5 )
WYMo 2002 4F  Toda 2511 % BREEIG B %538 b B2 CLCAL
mRNA " 40 JL-OR 40 5 . TL-9 ™ 4 O 42 1F % %o BB 4H 8
W & B IL-9 | DL b8 CLCAT 2 [H 323K, 2004 4F,
Kamada 25" 25 T H 4% 384 {510 15 28 L (480 B2 R B
BHE R 672 & %f BB AKE T CLCAL 2 [H SNPs, % B 908
+2199G/A 1087 - 754C/A 1533 +997A/C 2787T/C B &
M) A P 2 P 2 B o
1.2 2q14.2 AR 1 iz k (IL-1IRN) £8P IR,
YR T S Mg ST AR E L 2p24 AR H T 45508 S HE R AL
1EZE 1S3 (KCNS3 ) 5 1) 122 Wiy 48 1 A5 9 S = ) W
IL-1RN B #bg e IL-1RN 2 (250 R AE 40 ML H F, 76 24
T A FIHL A2 E 40 AL R - = ] A S 4 v EL AR R L T
5o JL-1B =444 IR IE BB L1 £
BN 5 BRI TT-1 RN 38 R AT LAAE A ¥ okl i e 2 iy LT R A
FIES KR PR 2 804R . Gohlke 2518 852 T IL-IRN £



.44 -

SNPs, H rft 152234678 . 1s878972 il 1454078 (P 43 5l Hy
0.01.0.05 1 0.006) 5 75 [ 1 Be 5 % 745 5, 52234678
rs878972 (P 43517 0. 03 F1 0. 04) 52 K F| B B 2 H Xz,

S TR OV A i T B PR AR 2 — , L B
RSB RE. TR 2 SR EE p in K SSER R
REPER 0 2 R, X — X 34 i KCNS3 2 PR 2 12 i By — 4
fREEEA . 2005 4 Hao 45 16 1 rf | AR 48 IN2EJ5UHG
PRELANAE 22 (% DNA A 5 E S22 F A 1510317716 25 {1
HE (OR=1.42, P =0.006) F 1s1031772T % {7 % H
(OR =1.40, P=0.018) 5% iy i & 1) E = b 2 3%
FEOG, A6 0 B U th 5 e M o ELAT R AR G (P =
0.006) .
1.3 3p25 fit UL B G A P 52 0k v (PPARy) 875
RIEFEFEFIL PPAR FIE B T RAEREFE FIKN, M
VTR I SGE S0 2004 4F, Nie 2271 57 I 3t S 22 0 3
RGBT G DR M 7 35 , A N 45 52 R PPARy 5 J7
R Z AR BB P R 3] PPARy Sah 7 B B TR
B, Z ARSI FIAE TR L E F 8 LRI w5 IR ok
ML IH T (eotaxin ) 1Y 2 [H §£ . 2005 #F, Kobayashi
4R RT-PCR G O 1100 £ %5 6 44 (e HExt B8 AR
B PPARy B RINE LA SR BUL 24 h JFRIFEIN, &
SRR IRABERRE Al OV 40 i = 2234 PPARy mRNA FIZE (1,
17 iy 3 230t A, AL ZR B38% R PPARy mRNA
FA TR OB TR 45% . P =0.008) , T FLA s 76 e e
8 0 7R il 6 2R A PPARy R RS R M R 4 Bt oo o
PR 2B TG o BRI TA R Jif 9 I 40 B Y PPARy ANiE Y
TR R R 2R T N AR S R — B R L T RS | &
W iy B B AR RAE
1.4 8p23.223.1 B L& B, (DEFR, ) B DEEH M
AWK, 5 S8 SOE FSGE B RN M. 2005 4F, Levy
1PV I8 Byt @k b i DEFB, 2 5’3 ) SNPs: .
—-1816 T/C(P = 0.025 ) FIEEF N SNPs:  IVS + 692 G/A
(P =0.054) 500G X, B4 Rl J IEERs -t o e - i iR e e -
FRNEERS (ACTA ) Fni i & CER ( P =0.024) , HEMHE M
el P
1.5 14¢32. 1 1 ol -HUEE S 11 (AACT) (14q11. 2 fIE K
AP BETE FIHE (CMAT) B Malerba 281 3¢ 2 R A B
14q F4h% AACT B B BEAT F 48 FG 38 R E R 56, &
PRIZE (1 TR S 4050 A 2 ER 5 72 oy e e B SR
L HARTSN AACT 2—FM AR NHEEA . & 5% mSiE
B HEARE RV o

e IR Mg S B ASAE AN ER 98 1Y) S T Al——CMAL X
K, 5 H T 0F 20 4 7 1 o i 158 1% 25 00 AR A 1% i B A
2005 #F ,Sharma 25" % B CMA1 2[5 F 7 254 bp 4bF &
LM (TG) (n) (GA) (m) SEIJE AREUEENG 5 BArEA X,
{8 Twanaga 2" 1 Sharma 45/ %8 % Bl CMA1 B[ 2 3T
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XIRZAEME( - 1903G/A ) L5 F Sk i P2 R 0 G, 4D
S 555 A8 R R R SR IE R 11 TeE KR

1.6 16q21 B FAEHE F 1 (CKLF1)  CKLF1 & —3
RIANAEE F , CKLF1 ) ¢DNA 2K &7 530 bp #i%99 ~H
A CCHFPMERMBE R, §HAL CC ZHEWELE 74
L. A CKLFL 75 {120 B £h 135 4 Rl S B a AL
HRIETE . M2 TR 16 SR EIK - CKLF1 R 2T
W R R AERIBETE 2004 4F, Tan 451'° 19 JgHq d CKLF1 %3k
JErkL : pCDI- CKLF1, 3ok # 2E FL R VEA 18 LA AR, 53 577
EARSE 1.2.3 f14 JEBUSALS A . o B IE
FRERIREL ZF . 4558 R IL45 T BALB/c /MR CKLF1 Jif;
DNA B — [P 4, 51 /N BRS040 B VR )
bR TR BEIRUAR (S SUE T LA B R 5 A 4 24 £k
5| 2 il 58 Fujel e £F e AL, 518 R A
IR 58 3 455545 I R S MR P R 28 B 2 A5 A PR B A8 f b AR
o $7~ CKLF1 765X 4L B iy Ao T B EB/EH
ABFFEIL 7 T 18 o % B8 A2 1Al 37 B IR T s e 4R
XA RIR AT 50 X — N RO

1.7 17ql11.2-12 ) RANTES (regulated on activation normal
T-cells expressed and secreted ) 41§55 2 5| 2 0 S 38 9
RANTES & CC EFMMEFRERRAZ — . M FHREFHES
(I ST I AT N T D IR IR, 2004 48, Teki 25711 A
RT-PCR #I1 ELISA JI| 2 S 38 - F7 4iiffl % BEAS2B FEH A
ARG AT 17 S AR b RANTES mRNA J 48
FIZRIA KT LUK #5422 2l 8 03 M R LS L R A 36 0 v
A RV LH . 25 R &P dsRNA JUE %A T «B (NF-
«B)FI TFN 835 BT (IRFs ), )5 8006 T S8 R4
RANTES J S F 5L - FAIE 3815 BB T RANTES 74
SRET RSB RAE T IIEH . 2005 4E . Teung 45" B
RANTES ®#EF 31 F G - 401A &M 5 E JL ZE Xt 5
(OR=2.35,95%Cl=1.15~4.77,P = 0.010) B #7351/ [
(OR =3.82,95%Cl=1.24 ~12. 14,P = 0. 007) B &EH
FIFEAREE 1 BB ARES & (FEVI) A X0 Bl 2 CHE
FERIBE S B 916 B BT 5, 2005 4F, Al-Ahdulhadi 4517 %
I RANTES B[ -403G - > A Z35M 5 2 B M0 FIE iy
DO

1.8 22q11.23 By BEANMLE RN HI R (MTF ) MTF &
— 2230 I B 4 LR 2 B A 4 B TR T, AR SR R G
EEEEM .S H5REWE A B RBERREN A R
PP 5 R R I o S o Hh AN ZS L 10K 22411, Sy 2 i MIF
B TR A5, 2005 4F , Mizue 472 4 Bl MTF 33045 it b 20
ANFRR AR /D i S A A R IR A S i 2 B PE . MITF 38t 4%
BB B gF TGl F 1eG2a J5 B2 [ 1K, Th2 46 i (]
TN TL-5 W PRI L S S8 It ot EE Y VR W T R 2 B B
IR, SRR/ AR MIF R & 5 (MIF-KO ) /R
R R T 4GRS RIBEXS 151 Bl E @ E A A
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DM R H TR0 B R, (R34 MIF S-CATT 4 5 5 57
BEIERRA ). 2004 4F, Hizawa 257 % Bl MIF 21 5 ) 7
Kk AP - 173G/C Fil =794 [CATT 15-8 HE F3 5 H
A NBEAE MR o I AT UL, MITF S5 40550 ] LU T
Pt 0 () SO A0 L V2 TR A R 8 R M R TR T
BT

2 FNHERSERK

UL B R R AE RS — R B R AR g
SIE SAE RFEIT R B 2 BB AL M , BU AL B B R 17 1
TR 1 P R A2 O P P £ B R A
2.1 BMEEIR-S-EEEEE (GST) HEFKE  GST BEIEN
4 F E GSTMI (1p13.3 ), GSTTI (22q11.23 ), GSTPI
(11q13) F1 GSTA1 (6pl12. 1) 3 KL E AL i K& i 2004
A, Aynacioglu %8 VBT 58 T 2 5 SRR GST 24 5 0wt
T I P A B AR 9T L e B GSTPT Llel05Val £ 250
FUEE N 2 B I 2 4 OG, T GSTP1 Val105Val W] LR AILBE
Wi B 5 A, VAP IZ B R 2 5 ROHR R 3 A 7K S S5 82 0
SV AR oo fE—T0LL 246 AP435 48 R M B Iy
5K F N RN E 1 R T4 2007 L Brasch-Andersen 4 14
M 3 FHESEENGE K. KBEAE 2 4 GSTMI # I ER
W W 28 25 T o5 LU AR (P <0.000 5), T B 25 18 & 34 10
fEFRIB A A Tt g B (P <0.000 05), b &
B GSTT1 F17 LS8R A 25 A7 B A (null allele ) 5 5 R 2
Wi R A OC(P =0.019) il Bt u i 8  rhoa] L& B4R
Al GSTT1 A7 5 Bk IAF AT 5 R AL R 5 (P =0.021) .
B AT LA S GSTMI il GSTT1 % (R Sl 2k a] e 2 i mk % A
HIfER 2 . 2004 F, Romieu 25" 57 AL AL 44 &
CFI4EHER F B B EFRK FEF (25-75) iS00 5 &
FMLX 158 Flz g LA 5, R LR E0 B GSTMI
BERE LR E LI/ NER F SR TIRN R A 2T
R 4o 2004 4F, Tamer 451138 i3 RT-PCR 451l 103 %
TR G X BRI L 101 (BR7 R R 3 (64 (. BLAT HF IV 1
AT 37 BARRE MR R ) i) GSTT1 .GSTMI AT GSTP1
HENZE M. 455 LB GSTTL F1 GSTMI A ik 2% Fn
GSTP1 Val/Val ZZsME7r BN Y& £ 1 B EEAE L vl B
A TR T o RS P AR 5 40, 7= A ATk
RS, SRR & o 2005 4E, Lee 25 SE 1o 7] 4598 25, ik
SETEAEEA3 MR 266 £ 4 FHM 9 FRILEM
1 FRRSAE &, R ) PCR RS 2 iy AT Ry AR Tt GSTTI
1 GSTMT EFERA, ZITi8 8 AR IEEANBRER,
R I GSTP1-105 B LATITi L 28 B2 i A0 % AF L GSTMI 23851
AT A BRI — i XU o

2003 4, Child 457 TBF5E T i s L GSTP1 [/ %
ZHE (Vall05/Vall05  1le105/Vall05 . Ile105/1e105 ) 5835
FIFERE R 2 M A 06 5L SR SRR G IR . 2005 4F,

- 45 -

Carroll 45 177 145 g IR R IR BT 58 i & BLAL 3 GSTPI
EEBMY G REAEZ W, HFEL GSTPL £H £ 544
( Vall05/Vall05, Iel05/Vall05. Ilel05/1e105, Alall4/
Vall 14, Alal14/Alal14) 55 IHShBE % 240G, A 832
GSTP1 [y R B AT B A2 5 | i L 28 M Mg ) — > e ik i B (A
FLEREF AR TR R 8, 3 R R iR L Wik
2.2 SRS A LR 12024 B aNOS EW TE
ROViMEE A R AR REM FER, BAEE
A= P RERT NO J3F 4 IA e 58U R DGR B 98
SiE B — R s L LR B 0T (L S S0 il e R TR T e R
PAPET 5B 8. 55— LA A B (NOS) AEC 1) —4
fiff : endotelial (eNOS, NOS3, {7 F 7¢36 ), neuronal (nNOS,
NOST,{i F 12q24) FI inducibile NOS (iNOS, NOS2, {7 F
17q11) S 5K A A B NO Byt 72, B i vl gE 3 5 B iy
WA ELRI8 . Shao 257 HRIE T H A< ARE 1 5020
AF R MBSO AE B AT nNOS E RN & F 2 /Y GT & &2 fF51
(P=0.008 2), 2004 4F, Holla Z&"™ % Bl NOS1 3 [H 4} .
F29 1y 5266C/T 234 5 8 M iFE Igb KFHMA XK.
2005 4F, Leung 25"V & B NOSI £ M (5266T FI 41
20 By AAT F 2 Fp ol 2 v B i 2B L m 3 TgE MeBE o

2.3 6¢25.3 f5E-B A b i (LEE (Mn-SOD) 5 A B K&
MERE A AR AR R N R AER R, SOD 2 A
AEBREBAS R EERA TR %S A B2
B EARESE AL SOD B3 46 1 a] LA fin {4 4 i
Mg b 57 4 B 0 FE T TP 24, BEN caspases FR 371 B TG 4,
caspases Z 51 g VI 2 20 o ) 12 BB K2 B A OCARER , B T
Wir S b K A LR TR 7R, BT A S S S s S R AR
TEE R, AT SOD Y75 14 2 26 vl i # B2 Mg AiE R - 2005 4T,
Combhair %BNJT\ZFH caspase-9 I caspase-3 SEATE AL T/
N 8 7 il R T R 2 T L S R ) e e AR A
SOD JKFFEAE o {HH,2004 4, Kinnula 45758 3 B 723 8¢
SOD # A % #% Cu, Zn-SOD (SODI1 ), Mn-SOD (SOD2)
FC-SOD (S0D3 ) iy B B 5 28 5 W iy 5 S T 0G0 2006 4F,
Holla 25" 1ij1 % Bl Mn-SOD 3 [A Ala-9Val ZAM0F A2
HTL R IR ARG R EE . BATA K. SOD EH K
2 A MERTREAN S 5 W & 5 L (0 HL 3234 7= 4 1 M e 2
TRV N ST 5 R R S R — =R

3 NEERT AEIMCHNER

ELN B i 8 VR A8 T %l B 200 B CTh ) 76 28 1o B 8 )
BCF e T4k Th 0B, T 1 B 40 B A 6 TR
W2, HiES 55E SRR RO TG IR L 4 R A R4, B
IL-3 104 IL-5 119 F0 1L-13 240 B 7, AR/ SGE T IRK
MR L HETE . S 5 SGEE M RAE R AT . R,
F5 T 20 B4 Th i B TR 5 5 o O e 5 ) K R LR R o
3.1 % T M bR 518 57 B 4% S - (STAT)
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FHEFE 2 STATA f/NERREN T IL-12 5269 Thi
SyAk T EEF B Th2 AL, 2005 4F, Park 451 % Bl
STAT4 FEE A& T 12 X Z80 (+90089T/C) FIFH i
£ (RLOCK2-ht1 \BLOCK2-hi2 ) 1] fE & 7= A 2 i 4 5 1o
f)— i R o 2005 4F, Shin 4511 5 B4 54 ¢ K S
CREB.OCTI 1 SP1 27 B Z [ STAT4 532 FiEde, Bk
20% ~ 35% WE W A % STAT4 J1 81 F 5" 3 — 1 SNP
( —149A/G) (HiX — Z&MX R B Fu A E M. RiH
DNA W B ALBEIIHIFAY TR T 4000 1 STATA K3k o &1
hns VIBRIGSE STATA J3 37 A0 s oo ih W Ak A5 A 1%
B TR S TR R RO L B R M TRT 1  —EE
F IL-4 R IL-13 A 509 B g 28 25 W 0 M obr 2 BR 0

TR Fh sy ST 8 RN M e B9 s i v, STAT6 5[5 45 7
MR FRAATED, I 2 5 Th 4R sr L f TgE 92
AEEH . Duetsch ™ ERF5T T 108 X &5 & AR R B S ik
B DL Tk T STAT6 B[R ) &2 %6 23 A4 i 7 F 6 7 4
NG TR X ER 2B 4R EM T 16 /4 SNPs
FSMEF 1 £ CT EEFILEET Al ~ A4, 787 A5, Hiy
T 18 N & FI SNPs 5 IgE A EE G R ,GT HH 75
5 1 ERR MR 2 ML BB A X 2004 4E, Schedel 457
W5 BoR et TA4/TA13 a4, fE E e & )L STAT6 HH
MEF 2(C2892T ) F1 3" JEFE S IX (T12888C) 245 B3
R 1eE Ko 2004 4F , Weidinger 2™ 1 % B [
BN RN SR STATO £ 2 S &1 (1s324011) 2354
5ENE Tgk AKEH R EMEL.

3.2 5q33 (9 T A Se e IR E A FEEE A (TIM)1 3 r 3 T
ML o BE R 2004 AF, Tamer 2570 % Bl TIMS3 1)
- 574T— G 2251 V] B 5 48 I M 952 g 2 027 Wiy 3ot M
KA Koo 2005 4, de Souza 2™ LB T 41H 4 b AR TR
725K TIM-1 7] DL 2 1 A0 114 K, 1 A &2 TFN-y (424
Mudre. mHLTIM-1 FAR 4T — N ERRM(E 5 . v LI
I IL4 B Eh PRI A TR T AR s s A 1
TfE (NFAT/AP-1) #5k5. 2005 4E, Fncinas 252 1@ i R 7%
AR BT/ R R A R, 0 2R (R R L B TIM-1
FRAT A B %t BB TR Xt BALB/ ¢ /N RUUEAT FIAL 28 . 3 % i
Jv TIM-1 FBL MR 4 B 0ot BRI 4 Y S2 S A e i e T R
SEAIIR AR IR 2 7 B G268 3, R, 5 GRAik eL 40
TR AR A Th2 4HARE F IL-10 F1 IL-13 b 5 E AL 1
Thl 4 F IFN-y {I-F- R 5 0. i 5% & 3 TIM-1 5]
LR MR AR A BRI IS AT IL-10 B RaA ) B 3
P o

3.3 17 q21.32 i) T-het FH (TBX21) 2 5 T 41 E R
B LT 17q21. 32 AYEERG (R EFE A TBX21, £k T-hox K
W Th H 5 09%6 5 F T-bet, J8 95 IFN—y 3576 T 400
Fo #hZ TBX21 EF 0/ REA A B L 2 Fh A
T B0 A0 S = R M R SR E R AF . 2005 4F, Akahoshi
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40 R IR B T2 5 M (- 1993T-C) 7 540 BT
1 [ LTS 390A G 2R A EES T, 5 AIA B
ZHF[ATAL,P = 0.004, P(c) = 0.016 ],3X — XBEL 7
75— 5 B AR ST AR A AR BIIESE (P = 0.008) .
i H, - 1993T—C {8 TR E M 5 5 - 1993 (i
f) TBX21 454 005 A 35 F1 7, 38 i TBX21 3 R A 4% 0%
o REBRYURTE Sof & Th2 K IS fEBH - 1993T—
C 28 MR SE TG 0 T-bet CRIRA S A9 IFN-y ) 7= 4,
REOE S| — R 1 i W AR DGR BI A & A, 40 ATA. 2004 4,
Tantisira 5 76— 7 2 4 4210 )L 3 0 W I R 36 v
L TBX21 4% X (145 B 33 (T R E W L5
EUE A LR PC20 (fff FEVI T [ 20% Wi ke FHe ) o
FHWER X — B AN K A e WAL IR A B SR I8 3R ) 2 i
L, HiRB 453 X 26 8 LY PC20 - #{E {7 T 1IE # 3
Pl U0 A 12 5 TR 50 2 3 SR D W AL R Jo0 38 S S o R
MR
3.4 55 THIGET WK 2633 19 T 48 i 2l % = 7
(ICOS) #Hffi# T ZBHMIFL/E 4 (CTLA4 ), Xpl1.23 fy X 3k
&3(FOXP3) WS ICOS & Th2 4 JE B i) — 4~ 5 22
RIETT R R . 5 Th2 A F A5 PA G, 0 BE i F128 I PR 9
Jio 2003 4F ,Shilling 4™ e 711 AR 2 NEEHT
DX 3 5548 R FLMLE TeE 7Kg X T EBLARKE 413
B A% 20 ffl ( PBMCs ) (1) 85 3% & L, Th2 28 ff &+ . 14,
IL-5 IL-13 FI TNF-o 7K 3 ¥4 5 BR 4l 38 . 75 1COS &
— R R R B R L, P e AT Th S b o
2033 RISAL & T CTLA4 (R E A L 3T T 40 v i
F53 ko 2004 4, Yang 45173 T ol & M CTLAA4
(+49 MR ZB/ME BE gk KT FIZE RS R F o
2004 4F , Munthe-Kaas 47" @ i %t 3 4~ Bk i [ % ) 364 4
BN R R 1L % N F 4 5r . R SNPs @ MH30,
—1147CT. +49AG .CT60.J031.J030.J027 1 HEFE 58
M7 TeE K AR B S5 (3 38 2ok B Rz Ik ot 3t 36 P
) (Bl ST EE (FEVI R T HER 80% ) A X H5 2
BEART L 1 L S SIER RBETT G . A CTLA-
4 PR A2 A 10K 02 P £ 28 %) s 0y R T AN 0 Wi A B (<3
B RN ) L A Xof AR 1 M B T TR EOR R R
T &5 40 fa ( Treg ) 410 il 410 B2 Bl + F %% S BB FOXP3
BIFEIR o AT TR SR, AR X BT IR RIS 1 SR R A1 SR i A2 o
B E 2 i FOXP3 F1 4 i K+ 38 1) Treg 4 T
M. 2004 4, Karagiannidis 26" % Bl Xp11.23 ¢ {5k F
(GTin L E BT LS FOXP3 mRNA FILFIE TgR
IKFETC . (B RBIRANE B R 4 B i I B B R
SR ARy 2 TR) A 57 FH 4 % i 28 25 1T FOXP3 mRNA %54
i, A FOXP3 £k 5 I1-10 mRNA FAB UM, 4
B R TR B B R CD25 7402 CD4 ™ T 40 g 11 CD4 ™ T
M F A FOXP3 mRNA 2 it B 255 . I & 378 56 0
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FI AR Sh g 77 i M B2 BRGR %= FOXP3 A TL-10 54
A] LA R BB A A BT S e il Fde A o vl
DU FOXP3 AREALE] . (EHETE 30 T 4088w Tl 4058 53
o PHME B BOHGR B T Treg WG MEFEALE] — M HRE R
BARR SR, W LB 8 8 25 S I e W IR T o

4 SERDERTBEXNER

b 2 10 AR I MO R RN R S A IRE R A
BEBR= A 2 o OC (T AR L) o« AT 5 5 T
REM B EE TEEH EMA TR U ILER R
W i 1 T P 35 o 0 Tl TR 31 40 B B 2 B B2 IR R TR 2 A
AT AR 18 EXt i A o g 1 i T2 5 1RG0
JEAR IR AL (PAMPs ) ) Toll B2 (TTR ) 3 [H &% .
NOD B:[HZ W 560 0 AR 06, 74 5 SRk b
A5 T SRS 2 N7 Y TIMT 5 B R~ . 5 B g 2 9 119 T2
4.1 TIR BEZEKWE Toll #EZ K EKNE (TIRs) & b {7 5F
BISE R T sE 28 A 7 F RO BL &, TLR 3] PAMPs , /E
SRR S8 R A5 00— B 3, 7 A ORI S R S v R R
5 HE A5 B R REME B TAEAE

2005 4§, Ritter 2 A T4 Bk # dsRNA £ 1
PR JEAE L F L K H 22 ol 200 B PR 20 R 48 o, 12098 T R 2
AR A % S TLRs s TLR1 . TLR2 . TLR3 {334, 840
i@ TLR #3L 8 1 MyD88 I IRAK-2 ER Fik, LME
SRR /NGB b R TR B A RE S g, Bl &S T TTR
FIAFN TLR (F5 4073238, AT 520 fili b Bz 40 Bt v 2 A0
2 BRIRR R 1) T 5 SR L B2 R Thl A1 Th2 28 4 5 i It 58 ¢
I, ) % B M I8 B S I o

2005 4F, Hoffjan 2" % B )L % 5% W 5 4p14 ) TIR6
FH Z A (Ser249Pro ) F A ST HIAEXAE (P = 0.03) 1A N
TLR6 B[ 5875 o] BE ¢ JL 3 W W JE R TR/ . 2004 4,
Tantisira %' 1)\ 24 GIHEMET I E A 23 BIEK AT EE A
24 BITGPE T B 32 E AR DNA AEAC 2 1 TIRG 1 53 4
SNPs,22 NEEALFLRMER > 5% o 3 Flt AFfr SNPs 22 7
HEIEE 3 FOFET 11 /> SNPs 5| & B M,
AFE— IR > 5% 1Y SNPs, & 30 SNP 5 /0 (1 S5 67 2 [
(Se1249Pro) SR A=, OR = 0. 38, 95% C1:0. 16 ~ 0. 87,
P=0.01,

4pl4 B TLR10 Z3ATEfF1 B ZAMfl. TLR10 /5% TLRs
JEG L Al R — A VR AE B W W A% 3% B 5], 2004 4T, Lazarus
A2 T 47 ZAMKFRA ., R %R i 78 A SNPs, 3B
L ERIN T 35 BN AR 1 6 BB AR AT (517 B R 3, 519 44 5%
HE) BT 2 N SNPs (e +1031G > A, . +2322A>G) 5%
Wi OG,3X 2 1 SNPs B 5 — P FIERSIE & R R X

2004 4F, Eder 225 5% B AR 3 76 WROK F) W R 7 1 R
ML 487 A 4932 /9 TLR2/ - 16934 T 25 14K 9 )L

.47 -

WA AA B ALY L B2 W A AR B
(3% vs 13% , P =0.012) \BERMGRERE D (3% vs 13% , P =
0.012)H B A B0 N B (14% »s 2%, P =
0. 023 ) FIFEM AR (3% s 149% , P = 0.01). TEIELR
AR ILE TR MR B BIMA R TIR2 A6 728 5
FREAR 7 )L 28 0 W 1A o M0 1) S v — > R R
FE F o 2004 4F, Homma 45 5% B # SEK HA 1] TNF-o
11 IFN-y F[ 3475 TLR2 mRNA FIZE (13345, T AW FHRR B 5E
RRRR L IL-6 \IL-8 Fph LR B, .15 5 4 2 18 TLR2 1
REMEFIA G NN, 4R 7R WA NE B2 S0 3R P LA SERATL A4 17 B
B

2004 4F, Yang 451 % 9 6 i R LW R R BT 7 R B,
AT 9q32-33 [ TIR4 Asp/Gly 5% TILR4 Gly/Gly % [K i iy
B £ AR R AR T (e = 1.8, s=1.1, n=39)
BEETHEA TLR4 Asp/Asp HEB B E (x=1.2, 5=
1.0, n=279) (P=0.003),{H & BLE IgE FEVI | Z, B IEA
BRI FEV BRAR K e iy = T AR B SRR 2 T (P >
0.05), 2004 4E, Fageras Botcher 21 % ¥ TLR4
(Asp299Gly) LA M B LPS i S Ay IL-12 . IL-10 f& 1%, 5
Tty 8 J L EE R N L AR LR P MR R G S e B R
BEER TN o 2005 4F, Adjers %51 IESLTF > 40t TIR4
T4 R 38 28 0 i 1) JXUBS: , TLR4 S5 B G (A Bk
£ AG 5% GG) 585 IgE /KA Xeo 2005 47, Sackesen 451
VU 2 $RAS Foj  0 Wig £B Lo, 57 TLR4-TT B (R B2 A 8
TgF /K SE B 2% T4 TIR4-CC  TTR4-CT 3 FH A%, OR =
0.5, 95%CI1:0.28 ~0.90, P = 0.021. % J 25 B ML WS B
T b H B TLR4-A896G 1 TLR4-C1196T £ 41 (P
43514 0. 032 F10.018) ,CD14 F1 TLR4 % [ 2545 i) 3 [F) sk
B AR E X —H oM, T35 TIRG BN L EM SR E
WA DR o
4.2 NOD EFZEE EMEAMRLEAMMBFEK 4
(CARD4,NOD1 ) J&—~ 24 Bt 7 95 TR AH DG IR A =0, 2
TE1E T Tpl4 etk b o 2005 48, Hysi 261 B 57 4 BI% 2
K &5 ND, + 32656 58 K F) W7 0% iy (8 & H C (P =
0.02),ifii ND, + 18915 (P =0.02) 1 ND, + 27606 (P =
0.01) ZBM ST EHE B ET Ko

PP E R KA HREFSEEX 15 (CARDIS, NOM ) B FH
LA R OC, H 5 RN R R OC R 7 i R L
TEHRIE . 2005 4, Weidinger 25" 1) FH 22 5 4 B 0
AR B TRAT I AT B RS AT 1 875 A EE KA 16621 1)
CARDIS E[H 73 BY, I A T80 Tek FIAZ I JRRe 57 Tk K
o GEEIAEE rs1077861T 4540 B[] iy A4 B Wy 16
PR (OR =0. 648, P =0.013 ), M7 1s3135500A Z5(31
ERM R E GRS ZE M (OR =1.374, P =
0.023). 1fi H CARDIS A5 (A& Al DLERAP I R OR 4 AE B g
(OR=0.326, P =0.003), # 7 rs5743266 A 45y % H f,



. 48 -

12066842 T A1 H B A & A= A8 R ik B R 5 R R B 1
PR 12066845 {37 5 2 AM: 51 & 1gE K F 1
B BEMG(OR=2.155, P=0.006), &7 H T YH
RIERNFIHER CARDIS EREEANE A B R HwmRm
A B SRR X

4.3 5 S ak B S T AR R TIML 2E 4o
RUAA,5 5 e {1 i TIMT  TIM3 Z:[& 45 Th1 . Th2 ZH
B S5 B o 2004 4F , Melntire 251" HEAT B 1T 5
2 A R L O BT 46 5 25 (HAV ) SRR PR A 728 o7 1 5 5
A B XUBS:  WLEE S TIM-1 58 HAV 54l T 136 6] i) R IR EE A 1)
GEA R T ML, KA Th MRS RN SR M. |
Fit % 30 F Tolk fh E % HAV B & A 3R i 25 PR AR L B2 i
AR R & AR SRR BT 3R TIM-1 FiT HAV 22 8]
HEAE SN TS — R BB T DA R AY 2 i (L 4K
i

5 [ElRS5 IgE

IgF T O 9B T o 0 i 0 B BB 3R BIVAEE 7 R 8
PERE N A TR I (R LR TgE KCFFINRE e TgE 7K
S e AR o P W ) S R R AT L K ST g I R R
R E R 2 IEAAC. Bid TgF A AR B4 o 44 3 B
RV KA T A EEAE A
5.1 5q32 fj SPINKS (serine protease inhibitor Kazal type 5)
HH  SPINKS £ [A 4 04 22 & 2 £ % 0 i 7 LEKTI
(lymphoepithelial Kazal-type-related inhibitor ), 7] L% % LA
IgF. 4 S ROZS R VESRT . 2005 48, Rihs 26121 % Bl % 32 7 &
M (Glud20Lys ) 55 Wi 28 I 4 BE 48 25728 R PR i A G o
2004 4F , Moffatt %' 11,5 BRI J2 725 R B 46 1) 28 2 e
HRZH HE 77 B[R SPINKS Glud201ys A3 R S22 10 5, OR =
4.56,95%Cl=1.370 ~15.12,P =0.007, i LiZ £ &M 5
R LS A G, 0R =1.77,95% Cl = 1. 02 ~ 3. 06,
P=0.041, if 2 & 55 fin % W RUR F1IE AR, OR = 2.06;
959% CI=1.01 ~4.20, P =0.047, {H 2005 4F, Jongepier
41 E 57 SPINKS ) SNPs ( - 785 A/G, Asn368Ser 1 Lys
420G1u ) 550 Wiy F0 A5 B 99 TT G o
5.2 13q14.3 fY PHD 445724 11 (PHF11) £/ BF %
ZRFFCUESE T G fk 13q14 55 0% Wiy F1AE R M 95 0 3% Bl
Malerha 25" ' 2 R w7 Wi A RY #0J2 BR 4 140, 8% T 0%
Wi i 1Y IgE /R 5 2 A D13S156 407 S 8, 25
1K 1314 2 5 IgE KFARY: . Zhang %' 508 T 560
Tgb KA M 13 SHEARER X, %EE T PHRN ER
[ 3 1~ SNPs FiI ey 3 MRk AR BRI, 25 SRR O B
U IR A A R MR X . 2005 4F, Jang 2675l it S
BEA 95, & BR 2 > PHF11 i) SNPs (12247119 T > C,
11046295 G > A) SRR LR M B R W5 G 1R
NIZFFE RN RR T EEE TR E.
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6 SERSEEHFFANER
6.1 HEF4&EE AR (MMPs) F1 MMP-O i3 1 2
SR SGE TS AR IV YR S L 5 A R
R FE R U] LA T A A R L T R
Ji R TR S 4 LA P Y T T 38 L R R SO I
BRI, AT LG R SE S R NS GE R S . MMPs [
AN M, B SR RAE, T S i il R
SIEFEM

2004 4F, Lavigne 25171 % Bl 11¢22. 222, 3 iy MMP-12
AL FNEE AL SE b A0 R 33K 500, I 9
TNF-o . FE B2 A K B T (EGF ) Fi TFN-y 835, 2005 4, Xie
1% 4y S B 11 5 e iR i MMP-12 mRNA FIZE (4 R IATE
S PN, H L1 F TNF-o bR —2%00 o

MMP-9 Sy B it , vi] [ e B o i g IV R T L VB e
R A YRR A FERIEE M, TR PIRIESE 204911, 2-
13.1 1) MMP-9 2 5 0% Wiy & 5 T 8 o1 4 J@ 28 11 B 4 7 59
(TIMPs ) 9 i 51 TIMP-1 (B B 67 F X e @4k F) w4l i
MMP-9 , 1| B o P, 5| A2 < 3E BE 48 B 1 B BT i D0 AR
EEEM T . MMP-9 FiI TIMP-1 T % =2 8] 09 F #7535 7 1
FEFHRRE . 2005 F, Ganter 451 % Bl MMP-9 (& rfs
—TI702A, —C1562T, R279Q F1 + C6T £ 245 231 L
O A G B 2005 4F, Tose 257 41 % B MMP-9
—1562C > T F1836G > A (Are279GIn ) 58 K F) W A BE %
M (P=0.15) BB M EARE (P=0.13) T Xo TIMP-I
434T > C (Phel24Phe ) B[ I 54 (P = 0.094 ) 5 55 %
(P= 0.207) B¢ Wy T X% B T % BF 58 A Bf i, MMPO
-861C > T 1 TIMP-1 323C > T (Pro87Pro ) ¥:H (&5 B3R~
FE(HEPLEMBERB R < 1% ), BAH &I 2 MMP9
-1702T > A 1 TIMP-1 595C > T (Serl78Phe) R:[H#I, #
M 5 — A i 275 M TIMP-1 536C > T (Ilel581le ) 54
P EE B EH X (P = 0.011; OR = 5.54, 95% CI =
1.66 ~34.4) B BHEERTLTE(P= 1.0), F AN
TIMP-1 536C > T 5 TIMP-1 434T > C 3% SR T4 , BLfE AR 53
B R S5 CEE (P = 0.014) . X — 45 R 7 & A
R4 2 P BT 5 7R3 — 0 oA A IR R i (B G 2E —
AR A B R B 2 i 2 A M S e R R IO R o
6.2 19p13.3 MK ZE A, ZK(TBXA,R)EE HHS
T 42 AE 40 B0 oA 1 40 B RN pE R M R B AR I L B &
HIFERE S R MR A, (TRXA, ) #il TRXA,R &
SRGETW AR A GEE M E R TR R
YEM SR B NG & Ao & B8 TRXA,R $EHT A TRX
£ B TR AT W A 2. 2005 4E Hong 457 AR
TL-SHT TBXA, R A PR 1 42 R M 2 i £ ) L9 A 7R A
o 1% Bhak B 48 B Mk i 8 LA TRXA, R (T924C) Fn
IL-5 (T =746C ) Z35 M #RJ2 1 W 7™ B 72 B AR 9L » 17 -5
Wi A B AEAETC G, B A 2 5 TR 2 2 1 1 28 g i 0 P
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LAE R T L B R R B, 2005 4F, Kim 45171 %
PREiE AIA B D C A7 2R TBXA,R +795T>C &
ZETF ATA % (P =0.03), TBXA,R +795T>C L4
WS AFTREIJCHRE ATA B FEVI B IR T G
(P=0.009),ATA B EH T +795 C Sy RF a4 FH
FEV1 4> 45 #7 TBXA,R +795 CT o TT £ [H % % 0H 2
FEflk. AIA B35 T8 TBXA,R +795T > C S5 {7 A fn
HLA-DPBI = 0301 Fi & HUMR 55 T ATA 2% (29.4%
vs7.3% ,P=0.008, OR =5.3), 454 TBXA, R A +
795T > C 525 1 35 456 i o) =) USRI % 10 32 S W 48 I
B, E AT AT ATA 2.

6.3 6pl2 (I N E A K H T (VEGF) 4 S8 i S iE 4
IEMBEBMEMNER  VEGF 25| 48 R f1 Th2 4
FER T B4 i . 2004 47, Baluk 257 7 T iy S B B2 €C10
JB BT IR tet-on i RAFEEE REG, WEE T VEGF 5]
RS I M A S M IV e A W E AR i 36 o W VEGF
Vd R, /NERIK R B R 2R A b AR 3 ~5 d BB AR
EEEFFE:T N MEFEELREVIN 2 0520
EHIEFEH B A By b RE BT E
AN A FIENCRE O 2 h (B 48k VEGF 5, 34 4
783 d WFFIRIR Ak, 7R AR KA, B IS B 2, TR0 A AE AN
B b B 4 B R4 B 4 AR 4 A T, 28 d i [l )
EFRE EHRERT 6 SREAER VEGF B H A S
Wit S AE TSI B 98 A T AR AL A Sk BBt 8. AT
W Wity 1) ST B PR B R T R AL A8 T R, TR T 9 T I A
A B VEGF B[ 7R 28 sCh PR I 1T 1Y M — B

7 &iE
2006 4F 2 N5 52 B Wi F022 I M 9 o 8 TR B SR Ao o

.49 -

TR A 10 42 , AL 4 (i 5 V00 Rl AR T s ke LA 1 2
FRIPRTEAL RS 10 NE . 2006 447, Ober 2517
2R RSk, 75 R A T 8 15 4 1k, A 492 55
SCHRARGE T 118 AN DR 50 o w28 17 M 6 26 RO O,
1S4 ANERIETE 2 ~ 5 AN AR A AR T 15 A
(GSTM1 .IL-10 .CTLA4 .SPINKS .LTC4S .LTA .GRPA .NOD1 .
CC16 .GSTP1 ,STAT6 .NOSI .CCL5 . TBXA,R .TGFB1 ) £ 6 ~
10MNRERPEYESL, 10 MFERF (IL4,IL-13,CD14,
ADRB, . HLA-DRB1 . HLA-DQB1 . TNF. FCERIB. IL<4RA .
ADAMB33)7E > 10 MREA TS 2 F 4 R il A 978 6 Aol i
S ST R A TS LA T 25 R 5 0 k2 o MR
TR, 2 L T O W 75 o B 1 5 SR IR (36 1
Bty T 4 R DR AR e )

(B, AT AR — 2 BRI 2 T A i L3
SRR R R -BR A A I 4 S WE R R
RS B B B 00 SRR (L B, BT O 5 KR 22 L R4
i IR O R 3 2 S IR R A AR A 4
PR . R RV R A A R A B T RE AR R
RV, B R BT A s o R R LR LA 5 R
A T ELr 1 DR R 2 A O T B A 2
JINH 5L T B B /IS 5 DR D T R A 75 B o

F7 LA B R 52 4048 77 0 W iR A 22 T R R — 1 5
#,EEL L KA RS IRIE R RS e, B
1] B2 NS HE DR R 0 58 BRI 28 2 DR 2 2 e
(SIS L B2F i R BRI 47 2 o B R R T 16 388 3o 3
TR T L8 7% S R s 5 ) L o 0 TR 4 5 T s
W 55 B R HEA T T 99 A o A R 2 o 2540 1
52 R AR TRV X 20 S R 2 5, S PR A T 25
HREGITR IR o

N

¥

#&1 BDERBXERRBNAEKIIR

RN A ENBEIHE R B P ES

75 > 10 AN FEA e DL B Y 10 /N8 i A S sl B AR I 2% (7 A oz 210

531 IL-13 interleukin 13 HAEI3

5¢31.1 L4 interleukin 4 FNE4

5q31.1 CD14 CD14 molecule Ch14 43F

5q31-32 ADRB, adrenergic, heta-2, receptor, surface BB LR ERRME 2K

6p21.3 HLA-DRpI major histocompatibility complex, class II, DR beta 1 25 F L HLHEE DR DRBI
6p21.3 HIA-DQRI major histocompatibility complex, class T, DQ beta 1 25 FLHLHEEMDUR DOBI
6p21.3 TNF tumor necrosis factor (TNF superfamily, member 2 ) IR BE A T

11q13 FCER1B,MS4A2 Fe fragment of IgE, high affinity I, receptor for; beta polypeptide =3l /1 IgE Fe 2k B
16p11.2-12.1 M4RA,TT4R interleukin 4 receptor FAE 4 %1k

20p13 ADAM33 ADAM metallopeptidase domain 33 ADAM £ JE ik 33

77 6 ~ 10 MEA IS LUTE B Y 15 A~ W AE Gk R O 3 6 R (i1 58

1p13.3 GSTM]I
143132 IL-10
2433 CTLA4

glutathione S-transferase M1

interleukin 10

eytotoxic T-lymphocyte antigen 4

B BR-S-FEAS B M1
HAE 10

MHEE T MU 4
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&R1 FOBREFERRENEBEAR
kLN DA BN S BN B 2R BN PILESA
5q32 SPINK5 serine protease inhibitor, Kazal-type,5 24 F R TE A BT HI ) Kazal 815
535 LTC4S leukotriene C4 synthase =0 4 AT
6p21.3 LTA lymphotoxin alpha WOHEER o
7pl4.3 GRPA,NPSRI G protein-coupled receptor for asthma susceptibility, % s B TR TR L (H BEZ 1,
neuropeptide S receptor 1 M RR-S-22 1
7pl4-15 CARD4,NODI caspase recruitment domain family, member 4 L R A AR AER 4
11q12.3-13.1 CC16,SCGBIA2  secretoglobin, family 1A, member 1 AR FEIE 1A LA
11q13 GSTPI elutathione S-transferase pi B BR-S-FEAE G w1
12q13 STAT6 sighal transducer and activator of transcription 6 FEESTRERMIE T
12q24.224.31  NOS1,nNOS nitric-oxide synthase 1-neuronal —H kA AHE
17q11.2-12 CCL5 ,RANTES chemokine ligand 5 Ak IN FEA S
19p13.3 TBXA,R thromhoxane A, receptor MR A, Zi&
19q13.1 TGF-1 transforming growth factor, beta 1 ALK BT Bl
TR 2 =5 MREAHRIS LI BT (Y 54 A0 R AE DG B e B AT Y (o AR (07 0
1q21.2 TM3, TPM3 tropomyosin 3 MEEER 3
2p24 KCNS3 potassium voltage-gated channel delayed-rectifier protein S3 S R TIX M IS EE N S3
2p25 ACPI acid phosphatase 1, soluble T V5 B I P T e 1
2ql4 IL-18 interleukin 1, beta HAERIB
2q14 IL-1 interleukin 1, alpha FNE la
2ql4.1 DPP10 dipeptidyl-peptidase 10 —BRERKES 10
2q14.2 IL-1RN interleukin 1 receptor antagonist BNE 1 2RISR
3p21 CCR5 chemokine receptor 5 b T2k S
3p26-p24 IL-5Ra interleukin 5 receptor, alpha HNES Ko
4pl4 TLR6 toll-like receptor 6 Toll H3Z14k 6
dpld TIR10 toll-like receptor 10 Toll #3214 10
4q32 TLR2 toll-like receptor 2 Toll #3714 2
5q31.1 CSF2 colony stimulating factor 2 ( granulocyte-macrophage ) BRI T 2
5q31.1 -5 interleukin 5 HAES
5q31.1-q33. 1 IL-12B interleukin 12B FE 128
5q32.2 TIM-1 T cell immunoglobulin and mucin 1 T M PR E IR E M
6p21.2-p12 PAFAH,PLA2G7  phospholipase A2, group VIT WEIETE A2, 58 7 $L N %
6p21.3 HLA-DQc] major histocompatibility complex, class II, DQ alpha 1 T 28 FEA LA PR DQal
6p21.3 HIA-DPRI major histocompatibility complex, class TT, DP beta 1 125 F L HLHE DR DPBI
6p21.3 TAPI transporter 1, ATP-hinding cassette, sub-family B ATP-%54 G E 1, WAL B
6p21.3 HLA-G HLA-G histocompatibility antigen, class I, G [ REALHEAE MR G
6p24. 1 EDNI endothelin 1 HEE1
6q23-q24 IFN -yR1 interferon gamma receptor 1 FIE v 2K
Tql1.23 CCL26 chemokine { C-C motif) ligand 26 ik IH TRk 26
7q11.23 cCr24 chemokine { C-C motif) ligand 24 b TR i 24
Tq31.2 CFTR eystic fibrosis transmembrane conductance regulator P AT AL BS AR I A 7
7436 NOS3 ,eNOS nitric-oxide synthase 3-endothelial —F LA A3
8p22 NAT2 N-acetyltransferase 2 N-Z B AW 2
8p23.2-23. 1 DEFB, defensin, heta 1 I B,
9¢32-q33 TLR4 toll-like receptor 4 Toll REAZ44 4
9q33-q34 C5 complement component 5 AME NS 5
10p15 GATA-3 GATA binding protein 3 GATA 855 7EH 3
10q11.2 ALOX5 arachidonate 5-lipoxygenase TEAE R 5-IRE & B
11q12-q13.3 CRTH2,GPR44 G protein-coupled receptor 44 G ERBEEZ k4
11q22.2-22.3 IL-18 interleukin 18 =18
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ZR1 BOEREXERRBNREEMMIR

.51 -

et AR (37 4 BN RS BN B 2R HHHBFES

12p13 AICDA activation-induced cytidine deaminase 0PRSS AN MR A% R
12q13.11 VDR vitamin D receptor AR D2

12415 TFN-y interferon gamma F#Ey

13q14.1221.1  CYSLTR2 eysteinyl leukotriene receptor 2 LIMERE A2 2
13q14.3 PHF1] PHD finger protein 11 PHD 4735 11

14q11.2 CMA1 chymase 1, mast cell HER 20 AL AR 25 I 1

14q11.2 TCRa/3 T cell receptor alpha/delta locus T A2 1K /8 fif 84

14q22. 1 PTGDR prostaglancin D, receptor ( DP) B E D, 22k (DP)

16¢21 CARDI5,NOD2  caspase-recruitment domain containing protein 15 L R S BB EX 15
17q11.2-q12 NOS2A nitric oxide synthase 2A {(inducible, hepatocytes ) —EA A A 21

17q12-22 CRHR1 corticotrapin releasing hormone receptor 1 R L5 R B MR Z
17q21.121.2 CCLI chemokine ligand 11 AL TR 1

17¢21.31 STAT3 signal transducer and activator of transcription 3 EE ST LEEFEIET 3
17¢21.32 TBX21 T-hox 21 T & 21

17¢21.32 ITGR, integrin, beta 3 MER B

17¢q23.3 ACE angiotensin I converting enzyme | M EkE 1R
19p13.3-p13.2 €3 complement component 3 A R4S 3

22q11.23 GSTTI elutathione S-transferase theta 1 BRHCH BE-S-FEA2 1 01
22q11.23 MIF macrophage migration inhibitory factor 5% 24 AL 3 1l

77 1 AR 75 U & AY 39 -0 it A 56 J5k [ B BT 2 671 (37050

1p13.121.3 CHIA , AMCase chitinase, acidic ¥ 1 P S

1p25.225.3 COX-2,PTGS2 prostaglandin-endoperoxide synthase AR W8 & 18
1p31-p22 CLCA1 chloride channel, calcium activated, family member 1 AT E s 1

1p32-31 VCAM-1 vascular cell adhesion molecule 1 A& 2R AL HE 3 1 1

12122 DAP3 death associated protein 3 FETAHREA 3

1q22-25 SELP selectin P WEEA P

1q@2-q43 AGT angiotensinogen M ERRE

143 CHRM3 cholinergic receptor, muscarinic 3 ABRAE A7 {4, T 2 3

2q22.1 HNMT histamine N-methyltransferase ZH U -N-1P B RO i
2¢32.2-32.3 STAT4 signal transducer and activator of transeription 4 ZE(EBTF REEFEE T 4
2433 1COS inducible T-cell costimulator TSR T A AR T
2q35 L8R« interleukin 8 receptor, alpha HNE8 Zh«

3p21.3 CCR, chemokine { C-C motif) receptor 3 B TR 3

3p21.3 TLRY toll-like receptor 9 Toll K32 14 9

4q1321 .8 interlenkin 8 FNE 8

4q13-q21 MUC7 mucin 7 EA

4q22.3 PGDS prostaglandin D2 synthase TIFIRE 1, A A

4q31 IL-15 interleukin 15 FARIS

4q31.23 FDNRA endothelin receptor type A PR Z A

434, 1-35. 1 IRF2 interferon regulatory factor 2 FHZERHHET 2

5¢31.1 IRF1 interferon regulatory factor 1 FIERFHT

5¢31.1 -3 interleukin 3 HANE3

5q32 UGRP1,SCGB3A2  uternglohin-related protein 1 T EBRBEAMEZR

5¢33.3 CYFIP2 eytoplasmic FMR] interacting protein 2 ARG X SRR EAE I 2
6p24. 1 EDNI endothelin 1 PRz 1

9¢31 IKAP,IKBKAP inhibitor of kappa light polypeptide gene enhancer in B-cells B 20120 BREL MR T « FEEITHIF
10q11. 1 SDF1,CXCL12 chemokine { C-X-C motif) ligand 12 LN TR 121
11pl4.3-pI2 ST2 suppression of tumorigenicity 2 P AT 2

12p13.31 C3AR, complement component 3a receptor 1 A Y 30 R
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R uk N A HHEHE BN LR B HCiFEA

13q12 FLAP,ALOXS5AP  arachidonate 5-lipoxygenase-activating protein 6 A DU R S-S5 -SSR B

1422 PTGER, prostaglandin E receptor 2 RIFIRE E 22

14¢32. 1 AACT,SERPINA3  serpin pepidase inhibitor,clade A, member 3 2 E R TE S RN R A3

17q11.2-q12 MCP1,CCL2 monocyte chemoattractant protein-1 R A At E I

19p13. 1 IL-12Rp1 interleukin 12 receptor, beta 1 FAE 12 2B,

19¢q13.33 SSCE,KLK7 kallikrein-related peptidase 7 TR RS O G ik 7

21q22.11 IFN-yR, interferon gamma receptor 2 TIE vy Zk2

Xpl1.3-11.23 TIMP-1 inhibitor of metalloproteinase-1 £ BEAMAZUNHIR 1

Xql3 CXCR, chemokine receptor 3 AL T2k 3

X4 IL-13Re, interleukin 13 receptor, alpha 1 FAE 132K o

ARSCHIAG BB O AN M (5% o ik ] R HCA iz 2 £ PR oz (1

3p25 PPAR~ peroxisome proliferator-activated receptor gamma o E AW A T SRy
5¢33.3 TIM3 T cell immunoglobulin and mucin 3 T MG sk MEEA 3
6pl2 VEGF vascular endothelial growth factor MENEERKHET

625.3 SOD2,Mn-SOD  manganese superoxide dismutase - A I

1621 CKLF-1 chemokine-like factor 1 FLH T REA T
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