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INTRODUCTION Table 2. Group comparison of maximal platelets aggregation

= Primary or “essential” hypertension accounts for 90-95% of hypertension worldwide [1].

- plays an imp role in vascular hemostasis, such as the capacity as a vasodilator Agonist without a FHoH with a FHoH P value

and antithrombotic (2]. {n=10) {n=10)
ADP 2 um 27,5631 14,74 +31.1a 0.99
ADP 5 um 24+ 64,76 21,97 £ 65,43 0.95
ADP 10 um 15.47=81,4 107=83 079
Platelet Note: FHoM = family history of ADP = 5" Maximal platelets aggregation was
asa (%). Data are as a mean + standard deviation.
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SHT, ADP POL % Table 3. Group comparison of the level of maximal platelet aggregation
¥
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Agonist Classification without a FHOH with a FHoH Nitai p
(n = 10) (n = 10)
Hypo agaregation 3 2
AOP2uM [ Normal ageregation s s 0.23
Hyper aggregation 2 o
Hypo ageregation 2 1
AOP5uM [ Normal ageregation 2 s 0.36
Hyper aggregation 3 a
Hypo aggregation 1 1
ADP 10 uM [ Normal ageregation 2 3 0.87
Hyper aggregation 7 6
Note: FHoH = family history of hyp: ; ADP = ine 5
Figure 1. cells as 31 I]ISEI.ISSIUN
{EDkse wWith s d cxidanye eas, and This study showed that late adult subjects with an FHOH have no heightened
of which may lead to Impaired
platelets aggregation in response to different doses of ADP as compared to their counterparts without an FHoH
and thrombotic-prone [4]. ettty
R i thioili i S ox ket CROS Y arimnaivs patiznis Hircs  eiserer rsk o Adbaiop thos b i Hian i3 st 1 oh ol it A I L R ST s
- Normotensivesubjecs with  amiy hstory of by R v s — +  The previous study showed that platelet aggregation induced by ADP was significantly higher in men with an FHoH
e st dbdsstbnioul as compared to men without an FHoH, taking low cholesterol and low salt diet [10]
Ve Lo - Akbar [11] reported that platelets from spontaneously hypertensive rats (SHR) had greater platelets aggregation in

response to thrombin and prostaglandin €, (PGE,) but lesser platelets aggregation in response to ADP as compared

HYPOTHESIS to Wistar-Kyoto (WKY) rats

+  If normotensives subjects with a family history of hypertension already have endothelial dysfunction, thus they will

have exaggorated platelets aggregation. CDNCLUSIDN

Because the exaggerated platelets eactivitylenot found, endothelial dysfunction may not occur yet in our human

METHU[IS model of prehypertension, i.e. normotensive subjects with family history of hypertension.
+  However, the temporary :on:luslon inducted by this preliminary study needs further investigation.
A quasi-experimental, ex vivo, human study. o Platelets aggregation in normotensives subjects with a family history of hypertension can be measured after
- P 20 studen(s from Faculty of Medicine and Health Sciences, endothelial cells are activated or stimulated.
Unis il i nY: ), ‘with an FHoH and other 10 students without ° Different platelets agonists can be used, such as ADP, thrombin, thromboxane, and epinephrine, which act

an FHoH,
. Normotenslve defined as having blood pressure s 140/80 mm Hg measured in sitting position using a non-invasive,

etric method, automatic vital sign monitor device TM-2551 P (A & D Co. Ltd., Tokyo, Japan) from the brachial
artery of the sublects’ dominant hand. REFERENCES
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