R PURIE R AR AEER A RN B HE G455A 2510 A

SIS, MEES?, HWIEZ, NUKI2, RE 2 RE?Z MEE?2

Lo WY e 28I AN RERRE (RS IR R B =i
518020

WE: B WEL4EE AR (fibrinogen, Fbg) B HEILIN G455A £ A MEAE 4R DU
BENFER 4. 7k REUCER DU 138 44 15 % B 41 A 3£ K40 DNA , N £ F
Bt S L PCR) A FIBR G4 9 VUG Fr B 8 2 A8 MEROARR I iR ABE B -Fbg G455A
B, 4R EEUURAEE B -Fbg DN G455A H 3 FHEEAY(GG, GA ,AA), H
GG ZERA 104 N, /7 75.4%, GARERA 32 A, 5 23.2%, AAZERAI2 A, 5 1.4%.

B -Fbg AL G455A G A BRI NFEF 05008 87.0 %, 13.0 % - 45k R
DUBARFEATE B -Fbg 2K G455A £ H 3 FEEF (GG ,GA ,AA) , G S5 JE PR 5 A %
ST A AN,

KRR AR, B 2 A DU A R

— BEA T R R L DR 1 B DR 2 A M A SR . IS OC, TR SRR A R IEA
o WA RRMEPEAR HLA — DRBI JERNZ AN &0 5 M [1, 2] .
AL L FH 5 A Wi s - PR Ve Br K BE 2 &5 1 Polymerase  chain  reaction  -restriction
fragment length polymorphism , PCR -RFL P) MZEHMSME AL T H4EAE
(fibrinogen, Fbg) , MEREEIMLIAF 1 (coagulation factor I, FI) B FE[K G455A ZATEER
DUGIE S N o3 Ai . Hom SO 4R UG IE 5 ANBE Fbg B ZE[H G455A 28704l
TR, REEX—RrE X, RrE NBIE R 280 e s, Heln] 5HEmX, e
NFE LR, WA R T4 5 1t — 5 5T b J PR 22 2576 A6 B ORI o Jii L8705 v B VE

1 WMHR5TE
1.1 X% B 138 4, Hh 51 69 4,4t 69 4, FIHFERG6.4 £9.6) . Fr
WA RESRE T RHX DR ARE, LMK R, BENERELRH L. AREE. Lk
A H PR TE 0 (R B, L3R s r G Co A I o 49 9 SR
1.2 ik
1.2.1 DNA #2H HUAMNEFRKIL 3~4 ml, MRS DURYIERE A JRINAH &
fh#E DNA .
1. 2. 2 B - Fbg G455A EF»M51Y , B -Fog sl¥kit: OL¥E 5 -
GGAATGCAATCTCTGCTACCT-3; @ Fii#:5' -TGTCGTTGACACCTTGGGAC-3'
1+2+3 B-Fbg-455G/A FEHNZ MM £ S0ul MAK R 10X buffer 5ul,
4XdNTP % 1ul, 510, @% lul, i DNA 5ul, TagDNA &0 2U, WK 32ul.
PCR HEFF 4444:94°C 10min FHAEYE;(1)94°C 1min,(2)60°C 1min,(3)72 °C2min,(1)(2)(3){EH
* FEETH: IR RRHE T RIERE (iS5 200405020, 200703083 )

TEEfRIr: kMY (1965—) , &, WA, AREED, EALEM, FENFHE
PR VE TAE

A EERE (1965-)  EIVWEE, B, Wid, FEEIG. BT O ILE R
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30 ;72 C A T LM 10min. 53] PCR =4, % 1300bp.  Hae I E§17]1A 5::10 X buffer
2ul, Hae III 5u, PCR =4 10ul, INXUZE/KZE 20ul, V8 & )5 37°C/K¥ 5he ¥ EREGH L=
F 2% BRI (S IR 242 0 « 5 g/mL), 1 X TBE F LIk (FEJE 5V/em)40min, 25 4M&
A3 HT HL k4 SR

1.3 Geit . FERIRASEA A R A 80k 4t it

2 4R

2.1 fEFEABEARIGRE: & B AR R (AR ¥E % 5. U4EE025. 1 £12.
8) mmHg ; #77K/%£(68.5+7. 6) mmHg ; & AH[EEE(4.6+0. 9) mmol/L ; H il =H5(1.640.6)
mmol/L ; MR IMKE(S. 4 0.5) mmol/L ; #&EE(65.5 £7.2) kg ; JRE%E(5.1%0. 6) mmol/L .
2.2  FERAIGH B-Fg-455G/A 35 PCR-RFLP 45 % GG 7! 342bp. 383bp. 575bp =4
7, GA A 342bp. 383bp. 575bp. 958bp VUL ;AA %Y 342bp. 958bp 2k iT;

2.3 @AM Fbg G4S5A R ZEMEDAMILE: 138 #ilHH K 2Y( Genotype) GG Y
104 %1, 5754%; GA 32 fl, 5232%; AA B2 #i, 5 14%.  Fbg &AM
(Alleles) Gv A AL FE AR 737008 87.0 % H113. 0%

30 W

SR AR MRS, RIS R, S5 R E S A R
e S K LR 7, NRREEIMLR 7 1. 2 4F4EE A RaiME. 71 & 340,
000, FFEW] 4~6 H. MFHSHH 2~4 w/Tt. F4EEARE o« B, v =
SEANE ZBREE AT 2R, 2 BKEE R DL BRAEARE . EELIEEER T, o« B
B BEAY MBI A BKS B Ik, AERAT4ER A A, EILEREF, BT TR
MK, ARG, RS TR M GE AL RBAR. I A S
S HKEAE, WM TR BT .. 357 Car2 5iGib i X A
TAERN, SR B USSR, AR A e AN A M 4P 4R 2R R, S8k
BT AR . FEThRE ™ B RS E e R M =, YR i 2 4 4 B 1 R R RE
T B IS T A IR ). 74T 4 AR TR T B v R B R K, 5 A O L
kAR X* [3,4] .

MEAEEAREE 2 RSN S FREE, B—Hr T8 3 %2R Aa.
BB vy, Hoil# o HFEEAR ( MEFHLEEAR A) « B FHEEAKE ( KT
AR B) My 4RO MFEA4EEAR G) 3 MM EEEFrgmiy, Frf & E 4L
TP T 4 FROEKE RN 4923 ~ q32). 4EERE B BERARZ IR 4EE
HIR G R IREOD IR, Rtgmid B B 1% IR DA 2 5 I I 2R 41 4 2 1 /K ST i 3 220
[5, 61. EWIMFARCEKINN B AAEEAFEFZEMNE 10 KF, B — 455
G/A 2 B AHEEAFEERZSERERNER . HAKRZIM M. 2 8 B 72 & W,
B 4 4 B [ & K —455A SN S MK 4R A E KPR, AN A
SN RN S M 2R AT 4R R T R EA DG . FERIF FTIESE B BEA BRI T R 4E SR AR 1 2E %
R, KL B BRI A RIS R 2 S AT 4E B AR AE K. T B BN R T
(1) G-455A FEPR 2 AT Bk Sk DRI ¥ 4 st s 3 A B R AR Y, 48575 —455A S5 L BE PR I AMATE N
FEH EL R 2008 20%, Ho i e 47 48 & (A R KPR RN 66 el 20T = 7% ~10%.
Smi th 28X} 1999 4F 48 2004 4[] f¥) 16 WIS B G-455A JE K 2 25 14 5 b Lo dos &I PRI 91 %of
FRAIT 2 S A BRI T3t 4T T 258508 (7Y o b 6 Tl RS R B E4T T B G-455A JE R £
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A5 A7 4 R A R KT 58 R T, 45 SR R 7 I 3% 41 4 B 1 SRR A 25 2k R AL 2 (R -7 5
AAGAGG A, FEREA Z I RTHEPERT 7, Tybjerg-Hansen SF[AEAEIL 9 127 I
PAFIE T 25 SR R, B G-455A R 2 M5 2R 47 4k 55 1 JFK P ARG 18]

WL RIS LR A L4 R B BRI Rl R g m. BT B & ke
2R 4 R R AR RO R B TEUD IR X LA B 2R N S A B SR A 4 R 1 R KPR R

T TE g RS A I SE I R ILTE T A% N =R B fE S B -Fg-455G/A il X Ik
(-468~439bp)DNA F Bt 4t &, Hodh 2 —(ComplexII) g ZE [E i 5 G-455 454, 15 A-455 A
SO RE B RUIB E A ER . BT G-455 52 BHi8, i) LLFR ] A-455 4 1
K Fg/KFiET GG HEREME . MIEFRI HepG2 A4 1454 Fg B #E-636~+16 AP
G DNA F B H U & pGL2 #ifk I, SR8 J5 LY HepG2 4, pGL2A-455 I
pGL2G-455 FILMG =L 1 « 4 £%;, F IL-6 ¥ 16h J5, KIN pGL2G-455 FKikHiE 3 « 2 1,
1M pGL2A-455 NI T 4 « 8 %, WHEMZEH Giil24 =2 L(P<0 » 05). 7] WLARSMSLIE TR IE B
AFENERS B R = OCEL [9]) .

ARSCHE B -Fg-455G/A 2T THITL, 459 fERDUGANRE B -Fbg JE[H G455A H
3 FhIERANGG, GA ,AA) , H GG ZERA 104 N, GA FERA 32 A, AAFERFA 2 A,
B -Fbg {72 G455A G A FEPRFRAE ARFEH 2514 87.0 %, 13.0 % - G 75
AR IR ST A SRR

SR
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