T150182

- < . . o . . a
Falasens ANINAYBY Angiotensin (I lagvinausinu AT, receptors sanisifia

swalasens MRG4580038

apoptosis ’luszuuﬂwé'zynpm"LWﬁwaoﬁ'ﬂwamgmn
Fownivy - ATOTINT NEITNUUN uas Aok o
MAITMEimamans ainmmaeas 1mIneSaauasuns

E-mail Address : vurapormn{@ratree.psu.ac.th

srozalasIms . 136 18au

Jaquszasd 1 @nwwavas angiotensin I (Ang 1l) Taumsvianuwas AT, receptors lumssn
i lWian sauvassasuuy apoptosis Tuszuuhdygnalwiaasiale (SA node uas AV
node) Iﬂnmsﬁnmﬁhmumao apoptosis tastIuuvad AT, recebtors ‘lu‘ﬁ‘h& m{Ren-2)27
transgenic rat (TG) LU%U?JLﬁUUﬁUM%H’]UWqu Hanover Sprague Dawley #i14l¢5in1saaaunsn
i (SD)

sneans: ﬁwﬁ":‘lﬁm%ﬁﬁmq 2 7% 1 §UeNH uaz 2 denv NENBIEAT 6 Wala ﬂxansju TG
1A SD NHIUTLIUNTT wax embedding wazaaiduurnuns 5 luasan wesniuinantoy
@78 Masson Trichrome Lﬁa%'vuam SA W AV node %1 section ﬁﬁ SA ¥i38 AV node 1%1
USuntu apoptotic nuclei WazwILSuuua 9 AT, receptors lapnsltinaiia immunocytochemistry

Haninaaag

1. WU apoptotic nuclei 11311 SA W&z AV node I@Uﬁéwmua@muﬁaw&ﬁmqmni‘fuﬁz& 2 Uim
WAsWUIINGY TG 3742u apoptotic nuclei 3nn3n nqu SD athefidedny (p<0.05) i
LU‘%UULﬁUuﬁuluLwia:’maaw

2. & wMIutSunm AT, receptors dofufl lu SA node ummua@aomamamuumnmnmummwn
14 AV node nauiisiwwinniy uszwuingu TG fiUSunmuwes AT, receptors dafiufian
ningu SD Turks 2 13w a8 lRBEINT (p<0.05) mmﬂ%mumuunu‘lmmmmaaw

a'sﬂuaﬂmsmnamsnmaaou,aauaLauauwmmummw‘luamﬂﬂ

‘Ivmunau TG smnnaammsmm renin mlmmnﬂauuuﬂawaa local renin-angiotensin system

Nwml‘%mm’uaa AT, receptors @awwn PREUIREIET TN apoptotic nuclei mnmmaw SD ue

B9 nwy apoptosis a@aamaﬁuammnmu 3vliafuiomsifa arrhythmia ‘lmﬂﬁmmmm

49189 apoptosis memsnaﬁmu"l,@mnmsmmumu AT, receptors ‘[@mawmamwa msfi

WU AT, receptors i AV node 4MNN517 SA node mavxuwammnmu Fazansoin Wl

nqdl%ﬂ?iaﬁh’lﬂﬁ%ﬂﬂi?ﬂﬂdLL‘I«L’Jﬂ’]‘SiﬂH’]ﬂTJ m‘lamuumam ﬂﬁllW%ﬁﬂUﬂ’J']&l(ﬂuIa%(ﬂadlﬂ



Abstract
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the rat cardiac conduction system
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E-mail Address : vuraporn{@ratree.psu.ac.th

Project Period : 1 year and 6 months

Aim': This research aims to study the effect of angiotensin II (Ang 1) via the AT, receptors on

mediating apoptosis in a cardiac conduction system (SA node W&z AV nodes)uand is performed

by quantitation of the apoptosis and AT, receptors in m(Ren-2)27 transgenic rat. The results
will be compared with those of the age-matched Sprague Dawley rat which has no Ren-2 gene

(SD).

Methodology : Hearts from six male 2-days, 1 week and 2 week TG and SD rats were

processed for wax embedding and 5 micron serial sections were cut, after which, the sections

were stained with Masson Trichrome to localize SA and AV nodes. The sections containing SA
or AV node were processed for quantitation of apoptotic nuclei and AT, receptors by using
immunocytochemical technique.

Results:

1. The number of apoptotic nuclei/mm?' in the SA and AV nodes were found io decrease from
2 days to 2 weeks in both the TG and the SD rats, and the number of apoptotic nuc!ei/mm2
in the TG was significantly more than that of the SD in all age groups (p<0.05).

2. The number of AT, receptors/mm2 in the SA node were found to decreased from 2 days to
2 weeks whereas the number of AT, receptors/mm2 in the AV node was increased from 2
days to 2 weeks in both the TG and the SD rats, and the number of AT, receptors/mm2 in
the TG was significantly more than that of the SD in all age groups (p<0.05).

Discussion and Conclusion: As a consequence of the additional renin gene in TG rats which

results in the alteration of the local renin-angiotensin system, the number of AT, receptors/mm2

and apoptotic nuclei/mm’ are increased. The number of apoptotic nuclei/mm2 is decreased in
aging rat, therefore,the apoptosis may not be used to explain the cause of the arrhythmia in
the aging patient. However, the number of AT, receptors in the AV node which is more than the

SA node in aging rat, could be used to explain patholegy of arrhythmia associated with

hypertension.



