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(# ZE] BH: 90 eF AR AR ORGP n/IMR 259 @A 5 5, 8RR IR T 75 5 10 1M B K 3R 4E 2 (adenosine di-
phosphate induced platelet maximum aggregation rate , ADP-MAR) 5 il bRIZ (uric acid, UA) IS FR o Tk 1 EHR 35 171 11 IR G ik As
THIARAA A IR, 35 1914 Al FH S nHAs 75 5 o R AL, DA B IR 11 (adenosine diphosphate , ADP) S 75 SRR ifiL/ M R
R4 (platelet maximum aggregation rate, MAR) \UA 554 fLFEFR AT CYP2C1972 "3 ILH L4850 BARER N L R KL RIH 54T
BN ADP-MAR WY IR K . 25 R L PR HT W8 S 4 UA ZKE X% ADP-MAR 14 810 2 50H 0.071(95%CI: 0.019~0.122, P=
0.009) , Z HZ )5 , [ 22508 0.063(95%C1:0.004~0.122, P=0.037) o %} IRZH 1 UA X ADP-MAR 2 PR 25 F1 22 R 22 48 1 [l
V2T m1H 225043 314 0.028 (959%C1: —0.033~0.089, P=0.362) F10.015(95%C1: —0.057~0.086, P=0.676) . £5if : &t B Hi i
IR R AT HE S UA KA SE , UA B8 0 1 mmol/L, ADP-MAR K- T+ 155 0.071% , 32715 4 LIRSS 75 AR AT Wil UA 7K

-, AR HLIL MR SRR

(e8] /MR RS SIS & ZEE 2k
[FEHES] R446.11 [SCak#RAERD ]
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Fe AL AR O il 145 90 1) — i b
VA A B SRS B AR HIBLAR) A2 LT — 8k
fig I (adenosine diphosphate, ADP) 5 ifn /N Az AR
454, M ADP A SRMEE I GP b/ a B 5 W1
WAL, S AR R o AR TR AT A 25 ),
MR JE T E AN 6 R Puso S [R) TR 5L AL
PR . A TR A A A A T
PUML/ AR A AR 22 52 Al ADP 5
09 I B R SR 4 R (platelet maximum aggrega-
tion rate , MAR) AJ FL UL DAl Gt A% B T il /)Ml R 4R
R DRAR (uric acid , UA ) /K550 i 1 355 A
SRR T B UA 7E24E N H IS B AR
MR, B A N T I SR M A% B 50 R 118 A 52 i)
RIZR , A5 18 JBUMR FH R0 A il P Sl s 7 AR
WFE X4 R 3R CYP2C192 "3 3 2 45 1k I
A AL HR AR5 IR SIS 7R S T/ RCR AR AR Y
FHIME
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1.1 %

PEPE 2017 4F 12 H—20184F 5 H B i s
BEstiZ NBEVE ARG, 445 61~90 27, i 4F: i
81 % 535 1] I ARG ML A% B IR R AR L4, 35 141
M FH A EAS B 38 % BRATL, 58 % G2 98 A PR -
AR 60~90 % ;@ Al e al “ A= 1 fig F B 05
()32 56 2 T 2 O 0 0L 57988995 , R — i 97 o i .
BPIRMTIELE TR 75 mg/d 255 (YIME =25 1
DA PR TS d A % A 2 J&] A A B AL /)
M RAE25 o HERRAR I - D200 il 195 s B Mk
S, AR B A TR R RS @A B ™
AL TV D REAS 4, A i ek g A A
PR I/ IR <100%10°/N/1L 5% >450%
10°/N/L; ML Z18K F1<90 g /L; WX S kA% i B
SEE 1M ) Be b A B A PP EE 259 & 5 @ F B ] DT
RECABT /MR 258 s DAL 4 J8 P9l HIEE
SRR G L PSS R4

SN Y P 2 R A TR IR 254 -
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TR FE X G S, WO AR AR 0 ) 55— 1S
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1.2.2  AALIRIFE N

WFGE X 42 22 /025 i 8 h, 2F 2 H i Rl & ok il
5 mL, HAREEIMNJS , 3 000 r/min B5.L> 5 min, i 45 I
5 K DR S AR A FE br . % [G 8000 42 H
@i{%ﬁ*ﬁﬁ@)ﬂ“fﬁ"}@[ﬂl*ﬁ(f&sﬁng blood glucose,
FBG) . o\ BH [& B (total cholesterol, TC) . H iyl = B&
(triglyceride, TG) X% FE g & FHUIEEBE (low density
lipoprotein cholesterol , LDL-C) . & % & g & FH I
[ (high density lipoprotein cholesterol, HDL-C) \ N &,
1% 24 3L 5 F5 1 (alanine aminotransferase, ALT) JR 2
& (blood urine nitrogen, BUN) | JR 2 (uric acid, UA)
A1 BE AL 1ML 21 8 H (glycosylated hemoglobin Alc,
HbAlc). FGBRAIHIHHALEEE , TC TG A7
5 BRATR T  HDL-C SR I S e il % , LDL-C
VPR IFE 1, ALT R ATE A INTE , BUN SR T4
PRI AL, UA KGN 77 125 0y RIR I 1L 0, 1050 1 1
H 7 & Diasys 23, HbA 1e SR G2 B2 , 1057 f2
R 1 92 5 BIO-RED 2 .,

1.2.3 /R agAam]

I/ INAR EIy BEAS DN FH PL-12 1/ MR 53 AT A S i
B0 (R m N St AR B P R BR A v R
¥ 22 10 JR B (sequential platelet counting meth-
od, SPCM) HEAT ML /MR B . WFFEXT R 25 8 h LU
S 3 8% KR AL BE A2 HL A A5 SR AR DK 1ML
3 mLo i 1] PL- 12 46 W B AR 2 il /Ml B 2 1K
(PLT1.PLT2), LA ADPiZE 3R 5 HHAS 3 L/ v
¥t (PLT3 ., PLT4 PLTS) , 4 UK U [H] B8 1 min 20 s,
15 min WES WL Fir A FEARTERN NS 1 h A DI 52
B, R4 A SRR SRR A% (max aggrecul
rate, MAR) , 1152087 : MAR=(PLT1+PLT2)/2~
MIN (PTL3, PLT4, PLT5) + (PLT1+PLT2)/2x100% ,
MIN(PLT3,PLT4,PLT5) %/~ PLT3~PLT5 H AR {E -
124 CYP2C192. 3 A B A 4]

RG2S 20 8 h, Ik H G RS IR EDTA
PUigEI 3 mL, # CYP2C19°2(G681A ,1s4244285) , '3
(G636A , rs4986893 ) JL X A A6 75 vk Ay b 47 s
i, G B A6 5 RARAE AR R R i R
o SEETTEEANT <R W BRI AE 25 2 UREAS DNA,
AT PCRY B4 . 98 P 19 pl. CYP2C19 2 /13
P, 1 WL RV, S wL DNABEHGRIR ST, 1 5%

424 :50 °C 5 min—94 °C 5 min—94 °C 255,48°C 40s,
72°C 308,35 MFFF—72 °C 5 min, ¥ 14 P29 f ] BaiO
-Hyb 4= F 8l 225G AT 2228 5, 1 £ )5 00 il A
AW AR B, ] BaiO 3 RS F UG o b A
V2.0 347 EUG A S8R 8T, 8 CYP2C19 2.
3R,
13 %itss

BRI 881t 1] SPSS22.0 1 Excel 521, %
SRR Y BERREDE (R £ 5) TRt KB AW 4 1] 2%
S AR R RS, RO He A A ) 25
Yo e M EBr RS L EAPS e v i A E
ZHM95%C1, P<0.05NERAGHFE L,

2 # R

2.1 ANBAFEV RAFAE

S ZH ADP-MAR X TX HRZH (P < 0.05) , 4
AR R 22 S RS T2 X, LB e 00 ( coro-
nary heart disease, CHD) FlI i Il PR (cerebrovas-
cular disease, CVD) H 5 R = T X IEZH (P < 0.001)
CYP2C192 .3 Z 4 M SE K B 76 W 2 4y 1 TG 2 57
(#£1),
2.2 ADP-MAR %@ B % 69 £ P e )3 4

DL ADP-MAR by PRI 5 s 0047 o PR 28 1 2 PR 5 28
PEFENE ST, & BLSEER2H UA f& ADP-MAR (1) 57 A
FHZ (15 £ %00.071, P=0.009) , 283 4 )5 , )t
FRAH DG Z=AIAEAE (P15 %245 0.063, P=0.037, %% 2) .

3o i

I/ ) B 20 B 1487905 an 2 rh L0 LR B
S Y5 1 T LR M PR 2 ARG /)N ) e R T 11
HRATC 1L /1N 225 400 1087 20006 0 B I 76595 3 114 — 9%
B BB R L, ABFSER T PL-12 I/ M Dy g e T
ARSI it M SR EE T RE, L I MR B AT 1 B A
e PR A, FH 0 /N Al R 4 DR L P B /)
MORBEIRYT Ja TR, PEAS Ol I A5 HY i Sl A AT
IMERAE

SRR T AW BT MR 2549, # T+ 2ok
SO I PR TR RO i I 505 1) — TR o AR
WF ¢ % 30 101 M SEME A% B5 & 4F B, UA K P 5
ADP-MAR 057 IEAHSE , UA B4 1 mmol/L, ADP
-MAR T 155 0.07 1% , i 78 A A FH AT /M 25 4 11
X REZH T UA 5 ADP-MAR Ff CIL AP AR e, R R
FEEAEEIE o 18 R0 A N Bz A R, S AR I
WAl 1) e 28 P 0, A2 A8 AT R T 1 40 2 IR
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20194F1 ﬁfw BB 224 (H SRR # M) ,2019,39(01) : 115-118 < 117 -
1 HRIFKRIGHREFE

yE| X2 (n=35) SIS (n=35) thfE Pl
ADP-MAR(%) 57.33 + 16.58 48.27 + 14.06 2.468 0.016
AR (%) 76.00 + 10.44 79.23 + 8.12 ~1.444 0.153
B (%) 62.9 57.1 0.238 0.626
BMI(kg/m?) 2471 + 4.32 29.72 +32.32 -0.908 0.370
FBG (mmol/L) 5.27 £0.80 5.13 + 1.09 0.237 0.558
TC(mmol/L) 441+1.05 4.02 £0.93 1.631 0.107
TG (mmol/L) 1.51 £0.91 1.38 £ 0.67 0.654 0.515
LDL-C(mmol/L) 243 +0.88 2.26 +0.87 0.822 0.414
HDL-C(mmol/L.) 1.32 £0.35 1.19£0.29 1.685 0.097
ALT(U/L) 19.11 +7.19 15.66 + 10.40 1.618 0.110
BUN (mmol/L) 5.63 £2.73 5.76 +2.34 1.627 0.057
UA(mmol/L) 329.03 + 86.92 302.74 + 94.53 0.808 0.230
HBP(%) 60.0 80.0 3.333 0.068
T2DM (%) 25.7 37.1 1.061 0.303
CHD(%) 17.1 77.1 25.283 0.001
CVD(%) 42.9 914 18.714 0.001
CYP2C192 Z3 AL (%) 25.7 429 2.283 0.131
CYP2C193 Z AL (%) 11.4 5.7 0.729 0.393

BMI: AT 545 ; HBP : 155 55 5 s T2DM : 2 T PRI 58 5 CVD « i I 45952 s

£2 UAXI ADP-MAR B2 5B V3547
215 EJEEY 95%Cl i PMH
SIS FREEET 0.071 0.019~0.122 2.791 0.009
WEE 0.063 0.004~0.122 2.204 0.037
SPREZH PEAETET O 0.028  -0.033~0.089 0.924 0.362
WIS 0015 -0.057~0.086 1.229 0.676
. [al HE AR IS M5 TG TG \LDL-C \HDL-C .CYP2C192."3
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N IR PRIR B3 A A PRI AN BEAR™, K2
BOPRTR B AL 08, IF 2 IRICHR T o HoARid s i
VAN T SR, R FEAE AR o ARRR IR HE 2
Jir e v DR I AP 408 e v DR I ) 2 i
Ko UA THEAME 590 XA OG5 2 R A R
9oa e IILHE O L0 12 M i T2DML I R )
FAE DG, UA 5 i B K 2l ik i Ak P
ARG , S5 1l MR R D R SR S A DG
UA R EOR AL 7T A -5 HAAR by e HA A AR
H %1853+ (paradox molecule ) VWA, TR
AR FEIK IR AN L3R, UA & —Fhos K4 A B
FL3 BRI, AT LU A B T 0, R H O 2
(OH), JEH & AL W AR R ER S 7, PR3 I8 it 4R
AR B 2140 B JEE 5 SR, UA ZE RS S R4,

U 2 Jok ok A B Ak 1ok R H AT A A 40 PN 1) 5 4EL AL
FR TRl UA figsd i R AL & s S A A
AL BN AS Fh A0 B S R A RAE R . A0SR
BT AR /N 2459 (] ] DT AR ) BT 51 A i 375 PR
FiR K ST v R s A USRI 37 IR R /K, AL i
I RIS | e a AR RS A0 5 L AT e . A
WFSE 5256 4 TN BEZH UA KOE 22 R 0S¢ 3
N, UA ZK -5 ADP-MAR Jilt 37 1EAH ¢, 11 R S A%
I UA K-SRI 2L T f# ADP-MAR FO SRR L,
XF R B 25 4 2R He T

AT CYP2C1972 "3 A ML AL R iE A
S ADP-MAR /9 FL4 7 F2 . IR B2 & H
CYP2C19 F R B fe iff o SUMEAS B 18 B g AT AT 4
W B 22 b IR [R) B PEA SR A T R S5
ST, A BFSE & B UA T IALIE X it/ B i) T R
WUE G R Y, TR IR IR G 01 i IR ) A8 3 v, i
AINATE AT SRy BH R, AR5 000 A 6 AR A 2E A S
ADP-MAR 9 FL £ 7 F2 , H i R AT BB AE T ACBF 58 A
RO = PRIR IMAE S IR (8% ) , AR FE bR INZ AR IE
HHE

ARHFFEIAR R Z AT T - AL 5T 5 S A7)
HBAE NERR BN 2, B IS0 S 880, JT 4%
WEILRE B 4328, o] it — 25 40404 Hr i/ MR T RE Y
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