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[ ABSTRACT]

phism for cerebral infarction with hypertension in Chinese.

gene and case control study. F

Hypertensive Ischemic Complications;

Case Control Study;  Genes;

Aim To investigate the association of activated coagulation factor ~ (F a) and its gene Mspl polymor
Methods This study was performed with the method of candidate

genotypes were identified with polymerase chain reaction amplified genomic deoxyribonulieic

acid (DNA) and Mspl restriction fragment length polymorphism analysis, and plasma F a levels were detected with recombinant

tissue factor method in 149 hypertensive patients, 132 hypertensive patients with ischemic stroke ( stroke group) and and 148 nor

motensive sex and age matched control subjects.

Hardy- Weinberg equilibrium.

Results Plasma F
ischemic stroke than those of patients with hypertension (2. 78 £0.59 v.s 2.53 £0. 62 Ug/L, P< 0.05). F
for ischemic stroke with hypertension on Logistic regression analysis. (OR= 1. 134, P< 0.05).

a levels were significantly higher in patients with
a is a risk factor

The allelic frequencies were in

The results suggested that the distribution of genotype and allelic frequencies in every group had no

significant difference, also no difference in subgroups of ischemic stroke (P> 0.05). F a levels were significantly higher in

Arg homozygotes than in Gln allele carriers (2.72 0. 60 v. s 1.98 £0. 59 Ug/L, P< 0.05) and associated with F

morphism.

levels are influenced by Mspl polymorphism of the ' gene.
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Conclusions Plasma F a levels may be an important risk factor of cerebral infarction with hypertension and the
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1 MRERHE

1.1 MN&RESHE

7 i JE 35 149 B, H # F 89 fl, & 60 i, 4
50~ 79 %, FH# 6517 F, & JEF E 10~ 20 R
& FH 1.5 £, 344 1999 4 WHO/ISH 4| 2 8 &
mEV AR, & i E A FF AE 51 4 (18 AR AR B
H): AT LER Y REAETTHE LEBITH
B JE XA SR A 132 B, B 75 B, & 57 B, i
50~ 80 %%, “F#] 67 16 % ; H o f Bt i AF 3T 79 1,
AT Pk ae 7 Rk M R AE 58 53 . SR 4 CT R/
B MRIGESE, FERZA 195 8 R E4AENDE
F AR 2 PUH E B BT AR R 1999 F WHO/ISH ] =
W E AR . HER AR & F R 5] R B
2 3E R B R AL T AL B R AR ST R A R
ATRBENGE, E%xBRA 148 6, E 85 #l, ¥ 63
B, 45 50~ 78 ¥, FH 65E7 ¥ ZEHELAT
B o R R RO A RO B R, R R
FL I IE R A E B BT U BLBR R . AR &
HAAFEMR KIS FUL) BERRXEA, 7
PRI~ MR 2 G0 0k A B IE B R B A 3 e sh e &4
[E] 453 L M A A R S RO HL L AR AR B R RE T R
HB AR EENREO L EBEETNERZRFLE
F (P> 0.05) .
1.2 M¥EHEMETF NE

KRBT E AR E Tk (ST )", BE
BE AT #% kit 2 mL, 5 0. 13 moL A7 B 44 0. 4 mL &
4 J5 %] % 1 %.(3 000 r/min % 10 min) , R 7| & K = H
Digwostica STAGO /- ] 7= & o
1.3 IMmAs+

K R AR %, AR A & VLA # AT .
1.4 ZBmMEF EE Mspl ZEMESHT

PAEY —& 17 vk A B L & 4 B d 3R DNA, %
TTE #. R Green FR HE5| 4, & LA T 4
MITARNE A K, FF T E X 4: 5°-GGG AGA
CTC CCC AAA TAT CAG-3’, R Y 4%:5-ACG CAG
CCT TGG CTT TCT CTC-3’, X A 5 4 B 4k R & K
FHE EFEAEMsp 1 £ AWM E A% DNA
B, RABEE R N4 58 95°CE M 2 min; 783 A
B4 94Clmin_ 62°C1min_ 72 °C 1 min, 30 A& FF
JFEHE 72 CHEM 7 min.e ¥ A B ANN 312
bpo BU15 WL 2 & B4 K R =47, fm A 1 ML Msp 1
(10 u/HL) B 2 L 10 x buffer, £ % & 0 J5 37 CEIE
ABHAERB N 14 h, B FZWE 1. 5% FREHE

BERR bk, R AR R B B IR R AT O
BEHKER, LEEHA,
1.5 ZitZF4aE

JBI SPSS 10.0 8tk #4747, T E X B R A«
ts Ron, TERMERHH#TEARLE, X TR
AN ERE KSR AMNES LA FHAT ¢
BE; T REAR O EFR S HAURRXA X R £
[ % 48 % 447 K A Logistic B JA# A P< 0.05 4 £

2 &8

2.1 BEBHEMFFWEMET KFAILLE

MR F a KF(2.78 0. 59 Vg/L) B & =
TFXFHRZH( 2. 41 £0. 61 Hg/L) (P< 0.05), EMLEL F

a 7K (2. 53 £0. 62 Ug/L) B = T X MR 41, (H %= =

TR FEME(P> 0.05) o DA ®S PR A 4 HE $5
MK F o FMULARFEFR A B AL & i 4 AR X
HBAT Logistic MR T KB, X F  a 5 HNEEIE I &
B&r Al S7 A 5S(OR= 1. 134, P< 0.05) »
2.2 FHEEMETF MERBRFMEREMEN
b5

M ML R 7 3t 3 Pl A, B AR WL
MM, MM, K/ WL MM, FER B IE #2441 N
MM, FEH A, 4 B )24 205 bp. 67 bp Al 40 bp 3 fif
F B BRAMT N RAZALE F 4 MM, BRI AY, (R 2% 2
—ANEEVIL A B ) 272 bp A1 40 bp A B,
FE TN MM, FEF Y 3 EFYI N 272 bp205 bp- 67
bp 140 bp 4 R B 1, Figure 1) . F LR 745
A3 fF & Hardy Weinberg 18 1% i, B A5 NFEACR M.
F 5 Msp [ 2 & MWTE& 4 AT 12 A 3 LA
MM, FH A2 WL, MM, K2, MoM, 2D L i A 58 45
M, 25437 J2 DR AT R AT T 1 8 0 R 4 % s i R 4, 1HL
ERTREM(P> 0.05) (£ 1, Table 1) .

x1 FEEMEF BEERBRFMEERNESH
Table 1. The distribution of genotype and allelic frequencies in

every group
HEFEA (%) AT IR A (%)

5 A
MIMI MIMZ MzMz M1 MZ
YTHEAL  129(87.2) 17(11.5)  2(1.35) 92.9 7.1
I EH  130(87.2) 18(13.2)  1(0.67) 93.3 6.7
IGAESELH 116(87.9) 15(11.4)  1(0.76) 93.6 6.4
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Figure 1. Electrophoretogram of F  gene polymerase chain
reaction amplified genomic deoxyribonulieic acid ( DNA) and

restriction fragment length polymorphism analysis

2.3 BmMEAF HE Mspl LM SELRILETF
KERKFR
T RAAA T MM, 2 FBR D, Hek MM,
B MM, ZEF BB M, EAERETE) &
FForHT. W3 2(Table 2) s, MM, 45T F a’K
PHEFAYEZES T M, SMERIEFE(P<O.
05) M, ZN BN H F a K FKAPFK 27%;
T MM, 45 Fik 2 M, Z507 5 R 3, i 51
HF  a/K P E ST E® XA &S EHP
< 0.05), i EAmFEFSRA, HES LE#
(P> 0.05) -

F2 BOEAF EEZSHShRFCERLETFT KEM
XER(x X5, HgL)
Table 2. The relationship of F  gene Mspl polymorphism and

plasma F a levels

MlMl %gl’ﬂ M1M2+ MzMz %EI)‘?UA
|
n F a n F a
pOpicE:] 124 2.53%0. 58" 24 1.77 £0. 58
e I 40 125  2.6410.60° 24 1. 91 £0. 61
b A58 A6 41 122 2.85%0.59% 10 2.03%0.57*

ar P< 0.05, 5 M, %075 H #5073 (M Mo+ MoMy) FU#R, b P<
0.05, 5xF B4 Ko i 4 B

2.4 BKESmMEFWRMETF KEHEFR
Ha kB4 (< 60 mm He), EEECHAF  a KT (2.

63 0. 64 It 2.38 £0. 62 Uo/1), ZRA B FEM(P<
0. 05)

3 g
iy ML A 20 P AR A 0L PR 2 T3 A5 4% T S5 2H 41

DRl 3 P8 3R, A0 T4 - ) 4 2R R - 5
KA F  ZARGEE I MR, T RE I 1 4
ZRF/IF aBEY. IHHEMBEGEF GF GO JE 3
ML S B, e 4T LR [ (M 4F 4 5 B PR AR, F

a ML H KPR e e A% T B B K /N Rl R 1
10 B DR R, A TR s S AR gk s i 2 o G I 9 1)
KA B . Bk i AR b R, R S A 4 4
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tH£28 90 EARH), Takano 5" B /& B B ifn 4 % 1t % 974
BEERRBIFTRIE M A E P a FH & 2 ek
WE . Kario Z Y BFRARBUMIE F - a AT 5000 ifi
BRI REE ¢ MF Ag BV, AT4E M L
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8 v A7 AR T R O L B T % SR A 2 v R
B BEIRAS B S BR B O, VBN R IR A I fa i H 7
TP F o AW S, EAIE LSRR,
B B R TR 2 R, M Aa e
BTt fn il PR EOE N 5 BN m SRS
A RER B A R A ER R 2. (HE T &3kt
FEERKRAEELF  RAEFHHBLERET" . &
WA I, P R MPER A B E MK P a AKF
BHERTEEALELEN. YHEHF a B
FHim S B S AR T Re & P B DUR N & IfLE & 9
W RE AL fE B R 3R 2 — o

Green 25" IR K IL T Arg353GIn 241, BN F

BRI 5 8 AM 1 DNA BEZ H R 10976 4k — 4 Bl
AR F 5 353 SR IR AL T4 2 A1 1) S IER(G)
AR N IRERS (A) , 5] LA L RS =) 5 353 e
BETR R 2 R (Arg) 78 7 EBE I (Gln) , % B 2 R
AR T R ) A P D) 1 1 U0 AL AR, AR 9 Msp 1
Z M. GIn353 S5 BRI AE AN [F) gk 7] 73 A S e A
[E( 0. 03~ 0. 09), £ 20% 1 RK P N 48 717 Gt 1 2 225 TR
(0353 & M) WAL RS o AHF 58 & B B
@R N GIn353 2547 5 KA #4 0. 071, ZEAK T KM
F1 (0. 20) FEDEEA(0.29), T & T H A1 0. 034
T P HRIE G 0. 063~ 0. 064, 7R A & I Arg353GIn 3
A| 284 e S5 v ik DR A0 28 5 v oL s 2 i AR A 5L A 5%
P, 53CHR[ 10] I8 — 5. X A BT AN F R A
AN TR B B) P 22 55, T R DU (R 2R P 52
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e IS SR i 2 o % 96 AT B T 1 B B e e R
TSR, A A0 F S L, 78 A 248 1E I R = I
JE 8B R, T OHE 2 o i I A 57 ) R AE R AT T f
S PR, LT P B A K R R R 5K
B it B H R A 9 AT AR B 5 I 38 0, PP AR A 3
I =g 3 e N & R = X TR AN i
KRR EMIEHF  a KPS EAE NS, BT
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MEEEMAEFENTF  a KPHEREE(P< 0.05),
HPPEF aZIEMX. XA G5 PP Nz kae
BT 52 (2= K, 5 RE SRV BT 25 5 0% 57 %DLV” EJ
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