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& Thl 40 9 — A W2 B BT 43 6, 88 Th17 482 Thl i —A4
. HJE R BF S & B, Thi7 sy fkig 2 5 Thl 58 & A
[0, RS TL-23 SR o TL-17 #3235 A § Th17 46 %6
P9 B 2240 R (H TL-23 B2k FEAS 2 Thl7 20 M i) 4
T EUERS Th17 434 1E 2 TGE- A TL-62",
— BT R B, 5 TL-2 J§ T A — 505 09 40 i R TL-21 ] LA
5 TGF-8 — RS Th17 o6,

Th17 40 g fig % 4> W 1L-17A IL-17F  1L-6 DL & o M98 3R
Bt A T (tumor necrosis factor as TNF-o) %, H 3= B 5 W A 7
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L1 G RARSE  NZRIEE A f i W s feAs SR AR 232
B H R 2 A4 55 (SNP) F1#% D1 #0748 55 (copy number varia-
tions,CNVs),

1.1.1 SNP SNP 245 7E s O 04 R 4 7K b iy B % 5 iR
A5 B ) DNA JF 51 2 25 M . 4 45 5% 2 19 7 4 000 4 A B0
Bk Ho A g 4 i R T Al LR AR 5 29 7 2/3, SNP
WL & LT AL H A 5T a CH 2 A
90 %6 LA "L A UL A4 L n] a8 4% ) SNP AR e A HE R Y kA
RKF 1%, BFFE &L SNP FERG #5057 R IR 80 i & R
IS W22 Wiy B2 1 B 4 g (AN 26 K 3R A5 1k F ges B e e ) 55 01 2=
AR AR & T EE A . SNP i b 7 8 BE A 0T /8 1
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A3 5 D S S R A S LR A 0 1/5, e AT g ek A B TR
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HER-2 JEH 215 X i — 4~ SNP 5 § 9 i & 4 OB PR A
BT, SNP ZE AR [ CHE o 43 A S SR A BRI 22 R X L
F SRR T H— PR STER L 2 R . Bk FE SNP
Bl A R A A I ) 2 A0 25 5 AN [ TR A R A A ke 5 9 11 B Uk

P e Xt 25 W) T 32 4
1.1.2 CNVs B ZPpmw . o L SNP O 3 il 73 47 77

fiE TC 1 250 18 B s B T 43T CN'V's T RE B 25 5 46 T 81 2400 19
WA R, CNVs BI§ 55 N4 S % 7 514 L, 4
RFFHTF 1 kb 1y DNA F Bedfi A B A (SO § 88, el
LA AT A I & 4228 . 2006 4F Redon 41" f£ HapMap
TR 270 Z R h % B 1 447 4 CNV K (CNV re-
gion, CNVR) , B A1 T 12% (300 Mb) iy A2 3L K 41, i 5.
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