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[ABSTRACT] Aim To mvestigate the relationship between the thranboxane A2 receptor (TXA2R) gene polymor
phisn ( 15768963) and platelet aggregation m H an people n Shanghai M ethods TXAZ2R gene types tested by poly-

Thran boxane A2 R eceptor Platelet A ggregation

merase chain reaction-restriction fragn ent length polymorphism ( PCR-RFLP), aswell as platelet aggregation of 59 cerebral
infarction patients and 40 health controls were detected Results Triglyceride (TG) and blood pressure of cerebral
mfraction group were significantly higher when high density lipoprotemn cholesterol (HDLC) was lower than that of health
control (P < 0.05). Mutant of TXA2R (CT and CC) mproves the platelet aggregation ( 1’ ) in health control group and

platelet aggregation (1’ and max) in cerebral infarction group campared with wild type (TT).  Swdied as a whole

group mutant of TXA2R also had more significant inpact on the platelet aggregation (1’ and max) than wild type

Conclusion Campared with wild type mutant of TXA2R ( 1s768963) mproves the platelet aggregation which may in-

crease the ncidence of thranbosis
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AN TXA2R HR P — ML HR 2 &M 15768963
N PCRRFLPH AN 994 Nk #i# 4T TXA2R [¥]
FE R 2 AR 43 #1 DA R I /)b 58 4 2R 52 o

1 XITRFTTIE

1.1 HARNR

HEL 20084 4 A F 20094 12 F LB K
YEXRWERAERMEREREFURT L7
FheH, RERL SOF, £+ 5 376, & 224,
4 50~ 802, ¥ 61.919.0%, 4 19954 %
g 4 E R R R 4 YU IT B At I AE SL 2
BrAT A, T M RS K MR, HFE KB CT Ao
(X )MRIe E# V. WHRE 404, £+ F 174,
4 234, £ 50~ 80, FH 64.319.1%, T
BROBERERE, L LM MRIREH L. A\
EHEHNERE LEMX RN EA, R D& KR, H
HRORE R EERERRF LHERELE. TR
NBEXRED IAA A RER /MR 254 & & fg
HY. HAFRZERTAUTFE X
1.2 FENZHRE G

#* [E Bio-rad S1000 PCR # 3 X . k& K g B &
FH KA R AR R E R AU K% E Chro-
no-log 2 1 1 /MR & L. Taq DNA % 4 By &
Pranega’/2-]; Hpy99 IR %M N 978 4 E New Eng-
land B ioLabs/A 8; UN ) -104 =, I JK # & 3t [ 4 4
RIAAN e MG E LEEAN TREMERS A F,
1.3 25877

BB #HEA 12~ 140 REE# kil 5
mL, H#, 2mL A€ DNA 28G5 3 mL# fik i 4
EMENEHE =8 (TC). L EEE (TC). &% &
feE G e E 8 (HDLC). 1K %5 & e & & FE B & (LD-
LC)Fo it ¥ o n /AR B B8 20 2 R R b vk ik, 4 A
MEmMR VRER.SRERFMREARER,
1.4 FEEEA 2

FER3% UN-10 4 R I R A & & 1 4 40 3R R
F WA BEFMLEH DNA. 5455 Lig 5-
CCA CCC CGC TGG GTC TGG CCT CAC GTC-3,, T
# 5 -GAA GGG ATG TTC TCA CTG AGC ATG GAG-
3, PCRY BB 5% 04CH LM 5min REE
94°C 40 5 58°C 40 5 72°C 90 5 3 35/MNE, & 5
72CHEKZE 10mine PCRZHE Hpy99 IR Hl M A
VI E, BE S L MR A M B AR Bk
FCANO, 6 5 WELE R, H %I IE PCR-RFLP £
R, BN LRI £ b F 446 TFH PCR &4,

H LAY I RAFKRS A B HATFI M.
1.5 Gtk

BERx Tskow, W ERF A E R XA
IHEAR B

2 4 B

2.1 PCRY =M HIEE V)&

15768963 ] PCR 4 34124 Hpy99 IRl A
VIbGRg U mr =42 3pp AR R AL By A2 (TT &Y ) A 175
bp— M BL, 4B FRAER (CTAE)AE 175 bp. 147
bp % 28 bp =N B, 4 TR (CCHH)A 147
bp. 28 bp N B (B 1)
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S 500bp
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@ 100bp

T TC CcC Marker

1. 5768963 % & & M atker’y DL2000 DNA Lad-
der 1576896311 28 bp I Br K/, —fTEIE M %5 .
Figure 1. rs768963 genotype
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2. 15768963 K TT R L A1 F 5
Figure 2. The polymorphic sequence of rs768963 TT

genotype
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B 3. rs768963 §J CT REANEFET
Figure 3. The polymorphic sequence of rs768963 CT geno-
type

4. rs768963 ) CC B HMHF T
Figure 4. The polymorphic sequence of rs768963 CC geno-

type

F 2 L 768963 R R SEE R M/NRBERLLE

2.3 WAt S % IR — I H

i A8 FE 4 TG I B AL IS /K 1 B 2 7 T % 1R
H, HDLC R FEZEB BAR T X B 4L (P < 0.05), {Hfixi fif
FEH S BAZ M HRIE LR B S 2R
(P>0.03 % 1),

1. RIERASHBE—RTBELE (x )
Table 1. Canparison of general project between cerebral

infarction group and control group

m H WA (n=40) MWAESEH (n=59) PME

TG (mmol/L) 1.58 £0. 75 2.08 £1.16 0.010
TC(mmol/L) 4.61 20.93 4.99 %1.07 0. 069
HDLC (mmol/L) 1.29 0. 31 1. 15 £0. 29 0.017
LDLC (mmol/L) 2.67 0.75 2.95 30. 95 0.117
W45 E (mmH g) 135.43 £13.01  149.46 £23.48  0.000
#5K E (mmH g) 81.65 £7.59 88.25 £11.87 0. 001
ML (mmol/L) 5.63 £1.05 6.10 2. 31 0.173

2.4 P4H rs768963 EF R R S EF A B I R B
SR

XTHRZH 15768963 FE A RAZAY (CT &Y + CCAY)
HEAR (TT R ) EuEg, /MR 1 BER BT,
Ao 158 BT 2H Z9 A 7Y 5 0y AR R L, /MR 10 TR R AN
BREREXRYWAETE (R 2).

Table 2. Camparison of platelet aggregation between rs768963 mutant and w ild-type in the two groups

o 2 2 paiGRAEN ‘ — Fii A5 BE 20 : -

TT(n= 6) CT+ CC(n= 34) TT (n= 11) CT+ CC(n= 48)
1’ 13.6% *1.21% 28.99% *13.60% * 24.51% *13.84% 37,260 +12.10%
5 18.57% 7.18% 25.31% *16.51% 24.28% *19.5% 33.46% *12.81%
O 26.4%% +8.28% 36.27% *£16.5%% 33.18% *17.72% 45.767% +14.8%%

aN P< 0.03 [E4H 15768963 RAFA 5 E A AL AS .

2.5 EEMRIIER 768963 FHF R R 584 &Y
m/ iR ERLEER

SRR 15768963 FE K] 98 Ap A 5 g A Y
ELAR, M MR 17 SRR KR LR B & (P
< 0.05), mifiL/htR 5 REREF Wi, (HE 4
B (P> 0.05 % 3).

R 3. EHMRINR 15768963 K LR SEF AR /MR R ERE
787
Table 3. Camparison of platelet aggregation between

rs768963 mutant and w ild-type in all subjects

/iR BB 2 TT(n= 17) CT+ CC(n= 82) P
r 20.68% *12.19%  33.8% *13.31%  0.000
5 22.26% *16.23%%  30.08% *14.92%  0.056
(TN 30.80% *15.12%% 41.8% *16.17%  0.011

3 % W

I /N BR B AR B T RE R 2 5 Ak I A A TR
Ji, T TXA 252 B 34 S8 AL A 571 i 3 A AR e e 2E Y
IR\ P I AR A B AR O . BE SR W R 5
R S ML/MRCR S b B i A K TXA 2R B A
0 4] 1 /N AR 5R B RN I B B 5K AR I R A1 35 R
(PGR2)X T I & H R 5 A & EZAAE M. AEEIR
B RPELLT Zh T4, TR EARDL N TXA2 & &
SAEM . BT IR A R TXA 28 958 21 A I/ R
REE B W Aa A e 8 T-7 LA e A2 iR, A%

O P WL Bt AT 72 A TXA 2 9F HAR & Bk
JRHEAAL,
TXA 2 T A& A H 2l i TXA 2R A F 1,
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M TXA2R N G EHEBEMHEEKZ K. 4 TXA2R 5 &
TREEE, SZEMEEM G & AR, kK
UL — RIIME TE# RAE R SR /MR
B 20 1M BE B AT GE B B, FEIR KR EARIKEE G
FANFHE 58S, 7T B8 5 K= /MR SR E 2D
FEEN CEAMBEZAERY . B Nk
DNA 72 [ ) N TXA2R # (A & 7 T 4 4 1k
19P13.3'" K2 B kbR IFS, &4 EL
E2 E3=MAMNEF, 8 A R=ANNET9TF.

I/ R AR A2 48 /AR5 L /N 2 1) B AH 86 B
TE RGN B ) Dy e A 2% I\ 3l ik N s 454
J& , M/NRE AR DRl 38 22, I /IR 7 L P RS 2% B 4
MR A, B G RAE L4 B DU, TR Ui ie . 3k
A% AT 5 3500 A 978 0 i A5 B8 1) R A, SRR H AT R
EERFET R I R R T A 7 i A B 1 R
SRR, M/MRCREER T EEER, X AR =
XEAM,

A 38 3k Xt Ao A5 AT £ 5 et R A I g I o
PEEI LR, R BUAESELE TG K B A I [ 7K ~F B 2
= T REZH, HDLC I 2 BH B A T X RE 4., {8 i A5 3
HEXNBAZ WP ERERTHER T FER, [
[ Ah SRS el T Y, 5 B A ot B R 5 A
SR A A K, IXAF A B A B8 R0 1) — LA
B, X HE2H 15768963 5 K] 58 A% 1 15 BF Ak 7 [h 4%,
MR 1 SREE R BB T, IR St 4 R AR A 5 B A
RILLEL, MR 1 R E R M K RE R BT
Ho FFH A X R 15768963 1 K R AR 5
PRI LA, /MR 1 RERANR K REFHHE
Thim, MILMR 57 REFR 2T S bE, (HKA ST
2. UL rs768963 PR 5845 Y [ It /s A 3R £
RICE AR B &, KB NMURE D Re g5, 7]
DLF e AR (B) i AR iR A LA A ifn 4 M R g
o BRI SR A E FEDOR NBE TXA2R R 2 &
PES /MR R E D Re BIAH G, roAE— D E
PRI BRI AL 1 Th RE A 70 4 (1t 28 B4R AR o

B2, M/INRCER 4 Th REAE I A% T R 3 Jok 345 A4 i
e E AR, B AR W E i /R R
LR GHE SR T AR O i 1 R B —E X
TXA2R fefigiint 5 H B AR TXA 2455 J5 BERE 4 1 /)
WAL, (A /MR BRI EE, I8 H TXA 2R (3£ A
LA M AT RE 5] A2 TXA2R 1 Th g e 38, #E 1 5
TXA2R 5HEAML &, SBUERESHKIESR, &
LN /N SR AR Th REAN AR FE R R A2 IR H

Al TXA 2R J: R 2 25 P (AR SR PEAIT 78 B 4 42 1 SR 4R
R, B LEES 5 LAY KRR A 5C 3k
R A A% IR 22 3SR AL/ ROAS I DL B it — 2B T &
TXA 2R J2 [K] ) T BEAIT 7T, R O ibi 458 A0 56 o A 72 Al AH
PR BT AR ST B35 40 B 1) S e BV Bl
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