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2.3 TGFp; ZEHHAERE nsCL/P BIRFH
BAERISHT BN TGFR, 2 [ 641C/A fl 155726/ — M BB FR LS FEEYUATE (D' |=
0.898), RHEPAFRSHMEERHARPLBEREEZS (K 2 Fin),
F2 nsCL/PHASIHRM TGFR: BEERERI IR LR
Tab. 2 The haplotypes distributions of TGFp, in nsCL/P and controls
TGFp; 641C/A #1 15572G/ — B4R

A AB
(@ (95C°/fc1) OR P Cdel (95%Rc1> P AG (95%Rc1> P Ade (95%Rc1) P
nsCL/P# 424 396 100 — 21 .05 0.870 0 .00 1.000* 7 2.46  0.181
(Reb) (0. 57~1. 96) (0.99~1. 01) (0. 63~9. 57)
pogicE| 442 417 - — 21 — — 1 — — 3 — —
. TRTISR
3 it

R AT BEHEIEARNEE TR, SSRER, JLNERMEI, S3hMHEMES
JUNES SR, XESBEZIENSZMAREFRERSFHIAT, I EGF, TGF, cAMP, PGE,
%, XY FHE 3 4WMESWNIER, RTINS SR SRS R A YA .
HREEEFHITARAEEFMESHSEREN, BEBEER. TGP IEARMEREFRERRZ
—, 25 FRABOAVTIERY . Wi, TGFR ERENRIEKLEH LT HHAREY, HHZE
R/ DB/ R BB, ik, TGFg; & nsCL/P W TERERNZ —,

£%F TGFg, ZE5BIEHMXR, EWNIMEEM TR L. LIDRAL & X FEREEA nsCL/P
5 R EE R HEA TR SY , RIRAE TGFR: EEM 3'ERBXHK CAEERFBEAR, HAT 3 MEMER
(166, 168, 170 bp), Bf 2 MEAMER LB E N, ST REALEFMERGREER R ERIEK,
TANABE %%t B A NBERF R AW 2 #pEEAI 2L (166, 168 bp), HARZI TGFR, F£EF M EE
5 nsCL/P MEAR REL, BBRES AR E AR PRI Y2 3 S EE, BSiH R TGF; M
ERELE nsCL/P H5X RAM B A G2 E X . MITCHELL %/ X171 A8 nsCL/P #476F
5%, TGFp; CAEBEFY). X5.1 AZBHEY, GREIM TGFR, CA 255 aivEFS8AHCER, T
TGFB; X5.1 5 nsCL/P JoRER, ZERMFEIXhEAFMNARBRKIN TGFE, R X5.1 2EHHES
nsCL/P A%, KIM % F 2003 EE KHGE X TGFR, H—Ab R E SN S ——IVS51+104A
>G (HET 54 104 (iBEE AN G, BERTERANYIEE SfaNIBEYINI A, H KIM % 5t
TR TGFB; M SfaNT L3555 E AR nsCL/P A XBk, AW, X750 X B AR
KREM TGFR:EH SfaNI i H L8 ME nsCL/P MEAF X, MHFA AR RERB LB
HREGRTTEEIER T nsCL/PRENWE 2. KEWFREEMBEHERZS nsCL/P WEREAX, A
R, AREMBMABREEREY LRES . A, BRAARMARRIT. ARNEERRE RN
FEHIEEARN, HMUAESFBEHRERNER.

BT HM. T HEABEH KX 212 §] nsCL/P B & X 221 B B TGFR, K 641C/A
15572G/ — LR ST, SEREDLFAL S WFEE RN, SFAFEE IR K& RAERTE nsCL/P 41
ST RRAZ A TG %2R, BR TGFE, W 641C/A #1 15572G/ — A A5+ B ABE nsCL/P &
HETOREE, REMPIEERYN . nsCL/P 2—MEEREBEHR, H nsCL/P W5 BREFEA S EE S M.,
EH{U TGFB; 2K 641C/A #1 15572G/ — WL i M EE 285 nsCL/P IR R BT THILHR,
HEARER/N, BB TGFE ZRLEMNS nsCL/P AR, MEY KHEEAR, X TGFR, ZEREAKE
DS R EAERERE SR, A5, HRPFEANHRANZEES KRN ARGX, 3
A REBPEARE. Hit, B BEAEE RIS E kST RAHM M.
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4 ZHit

REIR TGFR, ZE 641C/A 1 15572G/ — WAL M EE 285 nsCL/P FFEREME, HPIALR
AR nsCL/P W% % 5 Bebmic.
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