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[HE] BY Hitlm/MRBES 4k P2Y12 3 HE G52T,- T744C 2545 F & 48 i E (EH) LR iE S
BHNXR.FZE ®RBEERENEAR EH MFERE 216 4, EH JE [ FE R & 220 f, i E1EX¥ 3 BE
193 8. TR SN A ML , REUDNA, R R G BE R -R #1188 5 B K E £4 # (PCR-RFLPYB
W P2Y12 B G52T.-TT44C ZAHULR. R 3 HAR G52T M GG.CT M TT REMAHGRELEREL T
2 WL ((=2.041,P=0.728),- T744C ¥ TT.TC HICCEEHB I HAEEE R A K it ¥ & L (¥*=10.500,
P=0.033); 2#—% ¢ FEREBER,EH MHBFELH TC/CC EHB A HME(43.1%) % F EH F mHKIEH
(30. 9% ) MR P (33.2%) , ER BRI EE L (X*=17.598,P=0.006), & HE Logistic Bl HA 7 B7R,
P RANZREZ,TC/CCERANABES EH BTN T ERER AEHEXREEES , TC/CCE
BRI AR EH I 55 3E &9 48 3 & B B & 1. 518, 95 % A1 5 R 1| (95%CI) R 1. 011~ 3. 025, P=0. 042, 4
P2Y12# K TC/CC BN RN A AR EH MRFRFH ZBERERZ—.
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[Abstract] Objective

To explore the relationship between the G52T, - T744C polymorphisms of

P2Y12 receptor gene of platelet and essential hypertension (EH) with blood stasis syndrome (Hil $¥iE, BSS) of

traditional Chinese medicine (TCM). Methods

All the patients were of Han nationality (3 #) in Fujian

Province in China. Peripheral blood was collected for DNA examination. The G52T, - T744C genotype of
P2Y12 gene in 216 patients of EH of BSS type (EH-BSS group), 220 patients of EH of non-BSS type
(EH-non-BSS group) and 193 healthy subjects (control group) was determined by polymerase chain reaction-
restriction fragment length polymorphism (PCR-RFLP) assay. Results The constituent ratio of G52T GG,
GT and TT genotype was not significantly different among the three groups (¥*=2. 041, P=0.728); while
the constituent ratio of - T744C TT, TC and CC genotype was significantly different among the three groups
(¥*=10.500, P=0. 033). Partitions of X* method showed that the frequencies of - T744C TC/CC genotype in
patients with EH-BSS (43.1%) were higher than those of EH-non-BSS group (30.9%) and control group
(33.2%» X*=17.598, P=0. 006), and multinomial Logistic-regression indicated that - T744C TC/CC geno-
type in a person was an independent risk factor for contracting EH-BSS with the reference category of control;
the odds ratio (OR) of - T744C TC/CC genotype for EH-BSS was 1.518 (95% confidence interval: 1.011 -
3.025, P=0.042) after adjusting for age, gender, fasting plasma glucose, creatinine, body mass index

(BMI), uric acid and blood fat. Conclusion

- T744C TC/CC genotype is possibly one of the risk factors

susceptible to EH-BSS in the Chinese mass of Han nationality.
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B ESARUHARELSHABRENREEREK
. QFEMBPIEL BRES . F ¥R SERRE. K
R SOV BR R TC Bk A B AL 5 B Bk R R L3R Bk
BB MR R ME R, B E AR MBE
W RAS B U B —T00] 2 K 2k 1L FHE
1.2 — ¥R .2 20054F 9 BE 20094E 2 H &
BRAVERMBEMNBERN-EAERITERER
B R & Y i E (EH) B & 3t 436 1], 3 o it #¥HiE
216 B, 5 B 1~47 4, A0 $ 11. 3 4F; 3k M R iE
220 B, R B1~35 4, R 10. 0 £, BEHLAER
BiERARE 193 AlENBRENBA, XEP—K
BB M E R S, FFHEBR R RO B Al B it B
EREE. FAREEFR 47 K% EGBP) . £
& (DBP). & ffi & % (BMD) . 5 I iy $% (FPG) , L
M (Cr) . RRUA) . ZBH # (TG)  BE M (TC),
% 5 ® B (HDL) & % s & 3 (LDL) % ifs )R
BRREAEREBELE 1.

1.3 P2YREAZZHRMTE . RENERE
B, fRZRESKD 2 ml, Z_BNZHR &
(EDTA-Na,)$i %, B0 Mk R REEH DNA,
BAEMERIRRAA.

1.3.1 B4 E#ERMN(PCR):H Primer 3 4%
51 9,G52T AL A5 9. EiF 5-AAGATGAGA
AACCTCAACTTTTAG-3, F it 5-AACAGGAC
AGTGTAGAGCAGTG-3 ;- T744C fi &3 #4: £
¥ 5 -TTTGGGGAATTTAAGTGCTAC-3', T I
5'-CCACAATAGGCCTATAATG-3', & M & %
25 ul, TaqDNA R4 8 0.125 ul, fi PCR {5
W, &Rk 4 (EB) B BE i 5k & € PCR
V=Y. G52T RN %&#:94 CHZ# 5 min;
94 ‘CAF#k 305,63 CiBK 305,72 CHEff 30 5,3t
36 NMEI;BJE 72 CEE# 8 min, - T744C R Bi &
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#4:95 CHIAEH# 5 min; 95 CAEH# 305,58 CiB X
365,72 CHEAd 30 5,3t 42 MEFR; |G 72 CEM
10 min, 3|¥ B % H Invitrogen A8 & . PCR &
NAWEREZEYTIRERAH.

1.3.2 BURA:-BYRMARSR 20 p1,G52T,
~T744C4} 5|8 BseD I , Tai I FR %4 /3 ¥ B 4 47
B§Y,55 C/K¥E 6 h, Y=Y RATIBHEERS
k,DNA £ EB &5, FEMTFRERM R,
BseD I ,Tai I #§ B il & X Fermentas 22 7 , DNA
Marker WH AW TRERBEFERAF., Tail
BB Y0 12 B N 5'-ACGT ~ -3'%& 3'-" TGCA-5,
BseD I {BHI4 A % 5'-C~ CNNGG-3' & 3'-GG
NNC~ C-5' (" REBMIAE).

1.4 SiitEAbE . RA SPSS 11.5 ¥ & i, &
BRHUBNBLREEGCENER  BBREBAFR
% ,Hardy-Weinberg B¢ EBRRARALE ¥’ B1,
FZURARERYRENERARELBERB R
BE X 5¥; AEZHEE Logistic B HEBRBZE
X, P<0.5HERAGZHFEX.

2 & R

2.1 BHWKKESREABREEGE D340
2R F i JFPG.Cr. TG KB E RV XK ¥
& X (3 P>0.05),/H SBP,DBP,BMI,UA,TC,
HDL.LDL ¥R HH %% 8L (P<0.05 &K
P<0.01),

2.2 P2YLRAERBUEERERE 1~2):
% PCR ¥ # i P2Y12 24k 2 H G52T # 206 bp &
B, BseD I Y]/, =Y R 166 bp.40 bp M B
S GG #,206 bp B /- Btk TT #,206.166,40 bp
BB RHGT B ¥ ¥H-Tr44C K 252 bp H B, A
Tai I BE41 )5, =& 163 bp.89 bp ) i Bt CC
7,252 bp W BE B TT #,252,163.89 bp By H Bt
A TC B, HEMAIUEE,

2.3 £4P2Y12 EEA Hardy-Weinberg #£F

£1 EEXR4AS5 EH OFHE.EnFHEEBEGEEERREUEIRLLR

3 (FD ER SBP DBP BMI FPG
B3 P Gaae®  GesmmHp  GhsmmHp  Gaskg/md  (tsmmol/L)
R A 193 99 94 61.76310. 86 123.76+ 9.05 73.90% 8.70 23.35+3.79 5.2340. 52
EH i 3#%iE 41 216 126 90 63.91+11.55 157.70412.60*  86. 90+ 10. 90° 24.4442. 84* 5.8141.54
EH i BEH 220 111 109 62.90+12. 21 154.50411. 50 85. 70+10. 20 23.96+2. 91 5.3241.09
Cr UA TG TC HDL LDL
& B (z+s,umol/L) (z£s,pmol/L)  (z%s,mmol/L) (z+s,mmol/L) (zZs,mmol/L) (z+s,mmol/L)
-3yt 193  79.58+33.01  343.71% 85.87 1.66+1.12 4.6940. 83 1.4610. 55 2.74+0. 88
EH i 5% 4 216  83.12+36.25  366.43+102.61°  1.74+1.09 5.35+1.18° 1.3440.57 3.1440. 96°
EHAE S iEA 220  79.84423.16  334.83%+ 95.16 1. 6540. 88 5.194+1.17 1. 3340. 51 3.0740. 85

o5 R R4 gk ,*P<<0.05,%P<0. 01; 5 EH FF i % i 4 K3 ,°P<<0. 05351 mm Hg=0. 133 kPa
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1. TT £FEM2~4,GC BHEH,5:GT HEB ;M. Marker
M1 P2Y12 B4AEEGS2T M A# BseD I MY S kE

1 2 3 4 M

1.2,CC B£HA ;3. TT £EHE ;4. TC HH A ;M. Marker
M2 P2Y12 KX~ T744C B AN R H Tai | YIS BKE

HERRE.© G52T £#H M .EH mMBIE4H =
0.120,P=0.729;EH JE i R IEHA >=0.178,P=
0.673; 2 BB Xt B 4 ¥* = 0.251, P = 0.616,
@-T744CEH & .EH i #FiF 4 x*=0.079,P =
0.779;EH 3k ift FXIE4H X*=0. 868, P=0. 352; {&t F}
xt B4 x> =0.327,P=0.567, 4% %F 4 Hardy-
Weinberg i# 5V 2 , HH R A B AR ERE.
2.4 KAP2Y12 #E G52T.- T744C ZEH AR
SRR BEB (R 2):3HG2T ERB A HMEE
RELEE N (X=2.041,P=0.728);- T744C
ERESHHAEERE LI ¥ B X (X =10.500,
P=0.033), #—# X’ FERB KRN -EH MmBIEH
TC/CC MM FEH F EH 3 i #if 4 F0 42 R}
A (*="7.598,P=0.006),

2.5 ZEZE Logistic BB BHT: UZE R EH
ISR £ 5 B B, 728 B4 5. 4 #% . BMI.FPG,
Cr.UA.TG.TC.HDL.LDL J§, LA @R * B4 K3
BE&E . X F TT £EE,TC/CC # & EH 1 ik
AN B B (OR)H 1. 518,95 % A {5 X (] (95 % CI)
1. 011~3. 025,P=0. 042,

3RO

P2Y12 R EEMF AL 3 SRk q24-25
EABE2MNBFRIAASF HPIBEF2H
BEORRBX,HE 42 M EER. HRTRAZ ML
RESHE, 2858 FH G52T.CUT, HEFH
-C139T,- T744C.-ins801A %05), Fontana &%
FinR AR ZH,- C139T.~ T744C, - ins801A,
GoeT ER2ZYRE . A2 EERMFEH
(REHARHEEAHENRERGE HZBFHE
4R ZEE), TR F N 86. 2% M 13. 8% 7 H2
BAEEARES, Z BB R (ADP) ¥ % /Y fn /MR B
ERFEAE. BAREREP2YI2 ZAEHES M
BERBRHEARRSEMBESLYRIEFHES
B,

M/ARESZ K P2YI2 EAGB—FXEHN
G-(eDBARBRE, TELBYERS M /MRE
XA ADP Zh—FZ 5m/MREAB B3,
P2Y12 2 ADP e FI E E 24k, A I & HIHL 4
FE1ERAMES, ADP 5 P2Y12 k%54 ,P2Y12
R Gi BEBE, 5 M /MR R BRIFLEE Y
WAL, B T /MR o 3 B B R H (cAMP) B K -,
FERO/RGFES P2Y12 2ATEN G BB
FEEBMIEHIEBE 3 MM PIDMHE, AT
P2Y124 S8y Ca®* R, P2Y12 E LS 8E
% Wi /AR 3h BB, R B i % R, R i B IE,
P2YL2 BEBRDBEREXLES S T % mHLH
T 03 3550, A 2% 2 B R B R i 1L AR R
£ MRS, SrotkinaS R AEBEHBH
T18G36 Bf5 & B[ B .0 LB SE (L) R,
Martinelli ZE07 4 3 804 4 5& L %5 (CAD) B & 10
MEBENDNMEHAXNEREZS S, ZBEH<2A
AHMEMNEAEZBLENERELES 3~74
A %% K E T M (OR 0.34,95%CI 0.13~
0.93), BH =8 MAFFMUERAE B LBEHAER M
B 8 F % (OR 2.49,95%CI 1.03~6.01), Rudez
DR BT, P2Y12 XEE AR THRNB K
TFRIBEAABRTFCPCOERBRDKBERESHS,

%2 @RNXRAS EH MABFFA. I HFHIEASREM/MTNZH P2Y12 X F G52T.-T744C S XX MR LB
. - G52T EHEEH (%)) -T744C EE BRI (%))
GGH GT & TT & TT® TCH CC® TC/CC &
2 R % R4 193 132(68.4) 54(28.0) 7(3.6) 129(66. 8) 59(30. 6) 5(2.6) 64(33.2)

EH it i 216
EH msiEd 220

69(31.9)
66(30.0)

10(4. 6)
6(2.7)

137(63.4)
148(67. 3)

123(56. 9)
152(69. 1)

81(37.5)
64(29.1)

12(5.6)
4(1.8)

93(43. 1™
68(30.9)

¥ S 4 b, P<<0. 01,55 EH JEfBE 4 BB, P<<0. 01
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