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[ Abstract] Objective To investigate the association between thromboxane A, receptor (TXA,R ) gene C795T,
T924C, G1686A, rs2271875, rs768963 polymorphisms and aspirin resistance (AR) in Chinese Han population.
Methods 168 in—patients with cerebral infarction who had been given aspirin from Zhejiang Provincial Taizhou
Central Hospital from October 2009 to May 2013 were enrolled. The platelet aggregation rate was conducted by optical
method. The inspections of triglyceride (TG), total cholesterol (TC), high density lipoprotein cholesterol (HDL~C.)
and low density lipoprotein cholesterol (LDL-C) were conducted by enzymatic colorimetry, whereas blood glucose
was tested by hexokinase method. The genotypes of three exons loci C795T, T924C, G1686A and two promoters loci
rs2271875, rs768963 polymorphisms in TXA,R gene were detected by the polymerase chain reaction—ligase detection
reaction (PCR-LDR) technique. The patients were divided into aspirin sensitive group (AS group, 139 cases)
and AR group (39 cases) according to the aspirin sensitive degree. The differences between two groups in age,
smoking, serum TG, TC, HDL-C, LDL-C, concentration of blood glucose and blood pressure (systolic pressure,
diastolic pressure) were compared, and in the mean time, the differences between two groups of TXA,R C795T,
T924C, G1686A, rs2271875, rs768963 genotype distribution were also compared. Results AR group had higher
incidences of cigarette smoking (89.7% (35/39) vs. 69.8% (90/129) ] and high blood sugar (mmol/L : 8.086 +2.785
vs 5.631£1.662, P<<0.05 and P<<0.01) than those in the AS group. There were no statistical significant differences
between the two groups in age, serum TG, TC, HDL-C, LDL-C and blood pressure, gender, cases with carotid
artery plaque (all P>0.05) . It was shown that there was no correlation between TXA,R gene polymorphism and
AR. Conclusion The patients with smoking, high concentration of blood glucose have a higher incidence of AR, no
correlation between TXA,R gene polymorphism and AR is found.
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C- W FEH (C-reactive protein, CRP)

v -T#ZE (v —interferon, IFN- vy )

FANA 1%L (white blood cell count, WBC)

FAIfiEA % -4 (interleukin—4, 1L—-4)

TR RFE I F— o (tumor necrotic factor— o , TNF— o )

fe B IR i 3R (adreno—cortico—tropic—hormone ,ACTH)

LA LRI VS T R TS ) (tissue type plasminogen activator,
t-PA)
AT BT RS YY) (plasminogen activator
inhibitor, PAT)

L% J5 (cardio pulmonary resuscitation, CPR)

H EMEHWKE (recovery of spontaneous circulation, ROSC)

DHBE(EE (cardiac arrest, CA)

B RIER N LEAAE (systemic inflammatory response
syndrome, SIRS)

ZAYEIIRERAGSE A (multiple organ dysfunction
syndrome, MODS )

1% 5% 5 ] F—xB (nuclear factor—-xB, NF-xB)

452 (procalcitonin, PCT)

A PEE i (acute kidney injury, AKI)

HIEZPEBRAR (severe acute pancreatitis, SAP)

SHETENKEEATE (acute coronary syndrome, ACS)

S B 5 PE R4 R 48 1T (acute physiology
and chronic health evaluation 11 , APACHE 1T )

P2 PERHZEME % (chronic obstructive pulmonary disease,
COPD)

P G2 W U8 (enzyme—linked immunosorbent assays,
ELISA)

Wi SR — BRATEE SN
chain reaction, RT-PCR)

JE A S ZbRIC: (TdT-mediated dUTP nick—end
labeling, TUNEL)

FAZE - HLL (hematoxylin and eosin, HE)

=B H (triacyglgycero, TG )

IRAMERT 4 A (extracorporeal membrane oxygenation,
ECMO)

2 (] 25 BFH3F—1 (intercelluar adhesion molecule—1,
ICAM-1)

A5 E KR AR AN 77 (angiotensin converting enzyme
inhibitor, ACEI)

g2 B (lipopolysaccharide, LPS)

FEWIY R (intensive care unit, ICU)

YRECPE ML PIEEIL (disseminated intravascular coagulation,
DIC)

(reverse transcription—polymerase



