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Abstract

Assessment of hypertension includes history taking, physical examination and
laboratory investigation to verify the disease, staging the severity and duration of the disease
and assess the risks and complications. JNC-7 recently classified the hypertension stages into
normal (<120 / and <80 mm.Hg), prehypertension (120-139 / or 80-89 mm.Hg), hypertension
stage I (140-159 / or 90-99 mm.Hg) and stage II (> 160 / or > 100 mm.Hg). Management of
hypertension includes life style modification and taking antihypertensive agents.
Hypertensive patients with no complication should control the blood pressure below 140/90
mm.Hg. Those who have the kidney discase or diabetes mellitus shoud have the blood
pressure below 130/80 mm.Hg. JNC-7 has recommended proper antihypertensive agents for
compelling indications such as heart failure, post-myocardial infarction, high risk of coronary
artery disease, diabetes, chronic kindey disease and prevention of recurrent stroke.

First choice antihypertensive agents are diuretics, beta blockers, angiotensin converting
enzyme inhibitors, angiotensin receptor blockers, and calcium channel blockers. Others are
second choice antihypertensive drugs include alpha-1 blockers, central alpha-2 agonists or
centrally acting drugs, adrenergic neuron blockers, and direct vasodilators. First choice
antihypertensive agents can be used alone or in combination but other antihypertensive drugs
are used as adjunct. Indications, adverse effects, mechanism or mode of actions of the
antihyperttensive agents are mentioned in details in this article.
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w v -
dae 1 ACED twanefivgihediinvnunia
at ‘J or L IJ
wilang  wiahitn BB #@amanzusithehil
angina
(=4 ar ) @r Y
. anuazivyu  eanudiulafingslu
inuarinjuaasmifismenoniiegivia
T dwnaimgle U coarctation 229 aorta,
pheochromocytoma, primary hyperaldostero-
nism, Tsalawdu glomerulonephritis, renal
artery stenosis, pyelonephritis, renal cysts Alw
ar - 4 A . w 2
msSnwitanng Falismdammaldnainsn
wennlsaanuaulafiogs duannduladia
gugugd endullasmzusz BR annsoldld
& oy w
wilwd@nuasisgu o ACEL fldldluén e
fume uasmanusniie  dwaedfeainwug
W o o '] o pu PR |
AT INENIMsaanssA menamswaniaa
- w o I ar
Wisanneasldeniunsnulumsinmlse
enusuladioge e ACEL daviulglugil
bilateral renal artery stenosis 8% unilateral
SJd L3
stenosis luAuRiflathadien &0 nifedipine 1o
Taualwdnuadilinmuanudasadslunis
d5zozen
= - & o o v o
A. FR3UAZAASAIATIA da3niteila
L3 =2 =k ar = J Ll b=
auiiiieasfienudulafegadula  Seens
ar o ' &
aranuaulaiiaiiussys 9 wuihgeaiums
=4 o W meid - el an
wasullauillemeisay  aeddeassind
enusuladingmaigniss 20 Flaw o
methyldopa, - BB U828 alpha/beta blocker
=I o 1 @
(labetalol) Wuenfivaseit  udanaiiuatn
¥ <
weatalaun fetal heart rate UREMHAUBY,
o & w .
szaUNAlAENEY UarmInlad o vasodilator
filusnilaaasurumsn e CCB daatdan
. 4
0la wsien ACEI uaz ARB iumiviuldde
& Py e
MeluanIneaTsd  @nSaeRIIANfe pre-
eclampsia #8 iaanuduladiog ( >140/90
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wualsan) wawegasis 20 dueand wiadly
Qs o J =f AL (s

enuauladaganngn  ddauiuludaams
serunsegdesdy  uazuvauiimauiiaiuag
o a o L R 4 A

@aedound en#ldea hydralazine endudias
iimilada 1V labetalol efthuapiupuvinuy
=3 W = (1Y o e 2
@i tthieenylndfe wasananaslinase
thaiu eclampsia Apdimsin anusulaiie
gv wazdihlsevludaan: vannneassmuay
gimstn  Iveeruananudulafianmivans
= 3 L L ] » [=1

wanm wazihiemulnadnatannua

1aU9Bnas lWmMInAaan
15N lSARINNALIARRA

tnananuaulaiagainanngy f
o W o . - =4
Sandl 5 ngn msdanldeRinsannngnd
YANEN  HAMSINEY ANUNUGDET MTHANME
al T as ) L4 -:l
Tsmausiy anudaanns nanen luew om
Undgndatiuenduauusnuazienldduau
ar v o @ A4 o e P
m3snnidhiaeawaniasufvendy (e
paamIUsEdnimwiusedy)  leun Di, BB,
1 A 2t
ACEI, ARB, uaz CCB  nasitndadatiuem
dunusas  dagtiuldfaras Teun  alpha-1
blockers, central alpha-2 agonists R
centrailly acting drugs, adrenergic neuron
blockers, direct vasodilators tﬂuﬁu
glhseiginenaudunsfinen BB Uag
ACEL snnnhigfthegeany  asehgihegaany
navduai@a Di, CCB, ACEl fin BB audil
fMarduaisia Di, CCB #n71 BB waz ACEL
-] = =y
eusNavinINInaUFLaIRne BB waz ACEI
g1 BB @1AtANszeU  wmiglycerides WaTan
4 4 e
HDIL -cholestero] 32yl Di  272lWHIEOU
triglycerides o cholesterol €13n¥ILIAAY
ar % el =i 4 1] o ﬂ%’
auladiadineazidaeniiaulasedl

gntruilaanay (Diuretics)

v o owr A i
L‘TJ‘uEﬂﬁ“lﬂmi’]u(ﬂmﬁn“nuﬂmmz’uﬂ‘iz

andmwanenuauladia nsananueulalia
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Bunnmsantinesidseuiswandnuazan
cardiac output Toganmsganauludnuiivala

o1 thiazide BONAVEN cortical thick
ascending limb ¥&N loop of Henle U@z distal
whule  @rvudy W lwRumstulmdsuuazi
matlaane dlalfenliwu waussndivlug
Wennmsananumumuidanalany 0
finsananusulafiamesnefioneiee 12.5-
25 WA, AOIUWIAIUCIUIUYEY  hydrochioro-
thiazide WIRLHBEULN LGKHAYDIENWN meta—
bolic UazmeinaiFuwusM e Ll
RN URAIAAENR NN By Sz
TWuesdon  wunudenlwdand  szeu
uPBLEEN  NIREIN Gailiiia  gout 16)
nQIﬂﬂ insulin  wazszaulyiy (iriglycerides,
LDL-cholesterol) gvau ifugu mazhlua
Fon (uazuunoudey) Tudsauazlumadon
wilwfiefwan  digitalis ety uazdsn
madiailaduiiadameannivlug il
ventricular  lavw3anuiiadndnsagihaliai
lnaidan, aaMIWal  insulin,  insuliv
sensitivity 8089, namtiasanusaianzah
e thiazide Tsiwad lugidmaioueaslaws
Wi (GFR>30 wa. i)  lugiilaunwias
1N (serum creatinine > 2.5 MN./A8.) WM
gedlmipuazarnn  easlfonsutlasnzi
WSINNEEY loop diuretic udendignasy wazh
Thdnszeuueadoslndand  aalnslay
Andnduazdimnestionanay wbinaaaszau
ngleauazlafivluidaatsenh

@ loop diuretic aanqw'éﬁ thick
ascending limb 984 loop of Henle EIHUE%Q Na-
K-2Cl carrier system LLa:awaaanqwéﬁ
proximal @z distal tubules 68 ©7 thiazide
Fuddanslanadily augaiy, aus, aui
§, ﬁﬁﬁﬂ%mm‘nﬁamﬁuﬁu, plasma renin

activity (ﬁ’], B;l:’ﬂ’.ltl isolated systolic

hypertensiou,  WaztNAAMIFLAELITI9UAY




174

nssgniuanigeagiidsadalsanszgnnu
wazldnalunuguywiannnauliguynd

grgud dazeiaivlvunaidey
(potassium -sparing) aanqwﬁﬁuﬁqnwﬁgmné’u
TefinuuasmsiulluasBosd  distal  mbule
o spironolactone ﬁuﬂgﬂ aldosterone 17';
aldosterone receptor ¥4 distal tubule Bz
amiloride, triamterene E"J)Ué"\‘i active transport
spdlgieailuasdonlogasedl distal
tubule, cortical collecting tubule, uWas
collecting duct ﬁué'lgmﬂ%{“ﬂm aldosterone @8
46z amiloride MM9FUAY Na-K-ATPase 0
nduﬁﬁqmééau UGN AYANEN thiazide, loop
diuretic wastnasenndulafiady  maams
gy delluaaidng uasuuniuBeudme 819
Tiszauldunmdsaludesginiung o
mwwsatiw?}q"lu@’ﬂaa‘[m"lmunwém, ATl e iR
ftheildiun ACEI wia NSAIDs win T
ua e EHN TP

Beta blockers

aanqﬂ‘élﬁ'uﬁy’q beta adrenergic receptor
wpsszuUi lauaznaeniion laswmmzadhai
anusUuatazannaurasiila vhlvas
cardiac output UAAA reflex tachycardia D9
Rl'lﬂEﬂﬂE]:N vasodilators mamm‘mé"q renin ‘ﬁ
Tadhe Sumnefuginifissay renin g1 &
beta blockers UBnNARANNAUlAAAUAIE
mmzﬁ'mj’ﬂmﬁﬁ angina pectoris, ndanitam
Tams@Eaiunnoy, Wlaned sable usvy
negREuiW AP EUA Y ADadaE 9 a6
ingenuarneeeannun 2 dlmid  enda
Tauszlemilugifionmsdunnmsianina
wiammsthawrlansy  fiaangvn beta-
1 receptor AN beta-2 receptor (cardio-
selective) laun  atenolot, metoprolol, ace-
butolol, bisoprolol, betaxolol tilusty twsnzsai
Wlvvapnanuasvaaadasnadiiasanh 39

' e ] & &
alaUseleminienfiaangnane beta—1 uas
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beta-2 receptor (AU (1Y carieolol, carve-
dilol, labetalol, nadolol, penbutolol, pindolol,
propranolol, timolol) 'luc‘g”ﬂawauﬁm, COPD,
anunu wialsavaanidandiudans udile
AUNAENINATUENBBNANENS beta- 1UAY beta-2
receptor (nonselective) EJ'IﬁﬁqﬂéEI’UFii alpha
adrenergic receptor TR, labetalol, carvedilol
A9 peripheral vascular resistance uazoailas
mnaf lifslssmduasnanaaunednnem
ENiil intrinsic sympathomimetic activity (ISA)
Teur pindolol, carteolol, acebutolol LB
penbutolol gnluznaimlsiansaniduraniala
cardiac output uazMslvaciswdandiulae
enenalenlszTomilugthefsi borderline CHF,
sinus bradycardia, vasospasm uaslsAnaan
Gooddas  udennlimansAugini
emadssandniionlames

# propranoclol, metoprolol L&z labetalol
gnMANNAY £ propranclol WAz metoprolol
il first pass metabolism A NUEZINANIO T IUBE
2 @33t atenolol Uaz nadolol gnidamale
wariiei@iamm MfmeTue: 1 atuas
apvaziamslglugihelsala e carteolol uay
penbutolol gndumalasnnnimasy Tddes
Suss 1 eiaguiu e pindolol, timolol,
acebulolol gnimaameausnnnimilaldiuas
2 ﬂ‘?\i LHET betaxolol, bisoprolol drnsoalediu
az 1 A%

HATN9LAEIBIEN beta blocker NEARY
fip Mlaaut, AV conduction AaUNG, left
ventricular failure,  @1MTNNATIYAUATH
Uazfiufly gliconeogenesis WlMihmaamaaay
W, naaaannam lugihevauiiouay
COPD, @9LUuayn, 26y triglycerides qq?‘i’u
HDL-cholesterol  1as  (antiuendisl  ISA)
El'l‘lélffll‘uti‘l beta-2 receptor ﬁné’maﬁa arteriole
a1 e Raynaud’s phenomenon UazH DY
syfamsldeniudieiiilsanaaadondiu

Uarssunsindomsdineasdnuiailuius
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w§nnenn e beta blockers ¥RAREIEH
szuulsza@maiunanled  (tiu  propranolol,
penbuiolol, cavedilol, acebutolol, labetalol,
metoprolol, timolol) &MY lWiB Ml ULN

A e ot ] L4
e iy Suan oy 1o

Angiotensin—converting enzyme inhibi~

tors (ACER)

Wueidududulml  Ace Silaglu
iladananeuiin AdwmAeR endothelial cell
yaaaandaauazila uleal ACE Ywmhi
Wiy angiotensin T ¢Ju 1 Feilgnivhlivase
(HANAAIA 1IUITIUATNTEGUNTTHAS
aldosterone 1 ACEI fufamsuauaamane
Lﬁam, renin-angiotensin-aldosterone system,
fushnssanauag bradykinin, NITOUMIFITIN
MsYNEvanntien 1oud  prostaglandin E,,
prostacyclin, nitric oxide WAXBNAAM sympa-
thetic activity @98 ACEI 81319080A1NGY
Tofinlugiisedu renin luwandinuniuass
ACE activity Un@  enmaneieslafugtheen
weiod 1 Ailusdveannludasaizann
wiaiinsirnurasladieundilaszanms
diiivlsaldidulsaloszazganeg  uwndun
aunuzh il unnymunariod 1 uas 2 9
wiiilstuludaanadndan  (microalbumi-
nuria), WinldTwnumdulaanzlugithalse
wlne,  uasfausililstugilufionms
AT ejection fraction anaFuianInALT
o lameviafennanaiugiu

HathaAEd FyrasenAanIanay
dulafinguuse wuluaufiiivanadae  renal
artery @1U (stenosis) W3 1-2 919 Feinlwifiale
Pedeuwduld wazwuluauimeludouuay
san, laladany 10% (anadl 209%) Laz
nsuUNiiudamaee (unahlild ARB
uny), szﬁu‘[ﬂumﬁﬁ&m'lutﬁamgqﬁu%\awu'l,u
augany  euillFouasaluomdoy  ndu

dammsriiafiulluastdoy  winen NSAIDs

175

oy .
waslupunillsnlawda renal tubular acidosis
- ' ) a
type 1V Fawvvaelugihewwnu, aaniy
(10%) uazsamalaUné  (dysgeusia) (WU

o o oy o & A
69) Bawuludihanld  capopril  Failuy

suthydryl mnnimtﬁuﬁhiﬂ (enalapril,
lisinopril), Huw, LLazﬁ'a;ut,mlﬁlui angio-
edema, neutropenia, agranulocytosis, protein-
uria, glomerulonephritis, acute renal failure
gy valden ACEL fuseineassiifiama
dlamnmsnifialenauazdediole (o
awlusaimnsidlasangd 2 uaz 3)

& ACEI laualuauminienannnh
AugNaEis  mMldmaudmeauauanue
Tatingelonlszann 40-509% vaufihe wazle
navanaqly isolated systolic hypertension iy
ldmnuntullagneyiasn CCB azanau
sulafioldinniy  ACEI anmatdsdinan
Tsassuuilauazvanadan  (lugisiany
Lﬁlmg\w), anulsavaaniiondnauazlsn
ngadiaalame, uazaamstiawlane
iansSsuisuiuendy 1 ACET andnnme
wazanlsnazuum latasvaandon lowa 90u
gnfutlaamewas beta blocker WABN CCB
Tumsangifinmsailsanasnidanlalamniuas
Tsawilane mslden ACE dasSusiznng
19 fau  enalapril Wat lisinopril 1H3uas 1
ﬂ%ﬁ‘l, 81 benazepril, captopril, fosinopril,
moexipril, quinapril, trandolapril ez 1-2
pe2 BIYNIFNTOAAMNIYATY captopril 30-
40% unlioamsgeduusy  enalapril uaz
lisinopril

Angiotensin  II biockers

(ARB)

receptor

eNffUIHAYAY angiotensin 11 1 AT,
receptor  HNIRANMSHAMUINADNLE DAUDE
MSUAGIYDY efferent arterioles DA glomer-
ulus, amm‘mé"@ aldosterone L@s antidiuretic
(ADH)

hormone UaTANNI TN TEGUIEUY
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Uszd@m sympathetic  usienlivhlvila gt
manitiaiuias uarligusamsamenas
bradykinin Teilgniuenanaonidon an fibrosis
WAz myocyte hypertrophy Ltazt‘ﬁ;u tissue
plasminogen activator Fadelinnuhenldua
Yasiunannidanlaamiiou ACEI viald ua
wuh ARB azaamsandiumeslsnlelugihe
wwnusiofl 2 uszen  mortality uaz
morbidity lugjihelsavialang o1 ARB fiwa
ihadsauNeenaaas ACEL favhlwszauTy
wadeugei - anudulafiaseuislenely
AUTS bilateral renal artery stenosis WAZLA®
angicedema 16 #1 ARB 69UsnAa fosartan 4
wiilgvidauni1 ACEL udméidiania val-
sartan, irbesartan, candesartan, telmisartan,
cprosartan $lgWaUSIWE JRU ACEI uastilnld

e o T oa &
Sfventutlganzarananuaulafinuniu
Calcium channel blockers (CCB)

EI'IET‘UE?G{‘I] calcium channels /ON5LEN
LaEYDIUABLEY yldnduiiia Brms
wasntdanuaznarutianilanadaiasas
vaaatdandrutlmaamaduazwrladudnun
a9 (8niY amlodipine) uwazanuaulahnanas
&N nondihydropyridine CCB 48005 1LeUDDY
#1lawas AV conduction (diltiazem HHANDE
AT verapamil) wazanatieowdlagui, AV
block wazWaleauiad &N dihydropyridine
CCB  (nifedipine, nicardipine, isradipine,
felodipine, amlodipine) ﬁwaﬁﬁ'ﬂaam AV
conduction WBHAT UGBIAAN reflex tachy-
cardia  InMsaaanudulafamilunsedu
baroreceptor (UATNUBNNIY vasodilator) WAz
muRarudulaiodwisuwdunseduliiie
angina  (uilagemsldoneiia  sustained
release)  Wat@mBug A duw thew
wihuas wianla murmanthas 94 dihydro-
pyridine CCB ¥usnnni nondihydropyridine

PINMSVEEAVRIBaAEaeaIuUBNINI
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wmzﬁ nondihydropyridine CCB verapamil W
Téthovaeyninnnh (7%)  uazmaiiaiila
s lupuiillulsavilangudr  deeseiia
SERMIG nondihydropyridine veraparmil D)
diltiazem $730U BB WTIRTAR AV
condnction, sinus mnode anfomaticity (8%
contractility ¥7n &1 CCB LﬁiN mortality 370
acute coronary syndrome Emﬁummtﬁmﬁia
msthaaladumian nsudiamlameannni
Di uaz BB gihsunvwnuitld cCB fidam
msieladummuazndnilawlameaann
rhmsld ACEI uadiguuziih ccB anatlas
nulsAvaanidenguas (stroke) AR A
BndhuazaugagaInauduaida CCB anh
BB uaz ACEI (iials CCB $amfiu Di autiis
gndmuniasniimsld ccB v3a Di $aufiu BB,
w38 ACEL

Peripheral alpha-1 receptor blockers
(A1B)

81 prazosin, terazosin, doxazosin EJIUEi‘)
alpha-1 receptor o postsynaptic wlindranila
BaurvaDniaanAmen?  weantianvene
HAEANNA U U DAL and1udaieanal
anusulatinieanas anall reflex tachycardia
feflumiin  nonselective  ugainslaguuse
WilpUENNGN vasodilators (Ehenlalfinantden
alpha-2 receptor activity wltia  reflex
tachycardia) #Wadnuen dose UsN 1-3 T
wWiandinniinnnaeiuanifenuduladi
anaNan, postural hypotension, {14, Tadiu,
thedsee, wautfluan o1 dose wsnieersnu
fauuan  ;mslady, ﬁ'ﬁnw’fuﬂ‘s:wm el
fAsne LLazﬁﬂuﬁ'gnmqnﬁw%aﬁummﬁmlﬂ"
wildenmnuuds  wennniimsldmlumnn
gendamsldmdunannumamliiamsds
Tndnuasmahilianudulafiogiu &
asliufveniuisamadatninaanain
fulafin = A1B ldvmlvifeszavlvduly
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wonkaUnfitnlipumaudddnzvia BB uaz
HaM N A0 cholesterol aASIULAE HDL-
cholesterol ANTY uslumsAnmnduwuinm
Taifiualunstlesfunzunsnfaunsszuui
lavaanidanuazlsnvaaniiandnas  (stroke)
wnemusuladings Foiulivunhldld A1B

UMW ueasidTunue) Di, BB #3a
U dﬂ 1

ACEI Tugithehfiansdaugnwinnla

(prostatism )

Central alpha-2 agonists (A2A)

¢ methyldopa, clonidine, guanabenz,
guanfacine ananNGulafinamBmMINTZGY
alpha-2 receptor luszuulszamanan
Tiaamsusennszuaiszam sympathetic 20
vasomotor center YPIHNDL Lﬁ’l‘u vagus activity
u.a::n'szél"u alpha-2 receptor ‘I?il presynaptic YN
sruvdssannaiulae lvan  sympathetic
one  tNAaeedaTIMsiauranidla, e
G‘ﬁumuﬂaamﬁam, cardiac output, renin
activity |UWEIENIULAT  baroreceptor reflex
ﬂnﬁmnsjuﬁlﬁﬂumé’uﬁuamaﬁmmnﬁmﬁu
fdnuasgihonmaaunudamlildnnug
Padine 1 wey dauwdy Uinwi daw
ANTIDMHYNLNF  postural hypotension LRE
Wangamanudulaiaarandugaiumiiba
wiaganiudulamnmsiinamie  nor-
adrenaline 9 presynaptic isduagamnniiia
WElﬂﬂ'iW?u :ﬂpha—2 receptor &1 clonidine,
guanabenz, guaufacine 2UIAE | anlgauny
anusulafisday qamndwalelaslidagl
snunddan: e methyldopa 81avhvitdu
Tralsuidiadiu ((du SGOT, SGPT, alkaline
phosphatase) GUBDLAY (BI1RTULTY) F@N
Hindaauasuan (hemolytic anemia) wini

o& P ; ¥ v
ﬂ'ﬁﬂﬂ‘mmﬂmmsm‘mﬁ LH i’]’[fﬂu-‘u-]u
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Arteriolar vasodilators

#1 hydralazine, minoxidil ldndanila
Seuaaaraandanaainen (mnm-sgﬁu
cGMP lutrad) \invianmdanueny a1ue
MuvaaadaediulaiBanas LazANUAY
Tafinanas  Heinlilimsnssdu  baroreceptor
(BamstiunTswElsean sympathetic 210
vasomotor center 5@5]51&11?@@ reflex
achycardia, LANMIVAFIBINE T,

LW cardiac output, tRYUNVSHEY renin, LAHATS

- almfewuazasih, thewn, ladu wazem

nazuliiin  angina, Walame, pericardial
effusion, T-wave change ®7 minoxidil ﬁqﬁﬁ(
YENAWAAMLADOUINT hydralazine T a1Lhn
M@ reflex tachycardia UATHAAL Y Fanamud
NN HEMIaReNNAUlatiauaen vaso-
ditators anasiilolfndadamadunanne &
shiamsTyien BB was Di favdnszosuil 3
aatilien vasodilator $au gihedlden BB L
1o a7alden clonidine uny e minoxidit 817
wliaugualunh mban w8 uny v
#en hydralazine analindadsyzanvianm
Lﬁamlﬂ'lﬂ, lupus-like syndrome, lﬁ, ALY
anLa, peripheral neuropathy, WaEAUANLEY
Budu  enguildslidesionldluagi

Postganglionic sympathetic inhibitors

‘g =4
£ guauvethidine L@z guanadrel BANOVD
am noradrenaline ndaredszan  post-

ganglionic sympathetic LLaL’Ffll‘IJEfQﬂ"I‘SWEui:’Q
noradrenaline Lﬁan‘iz’,ﬁi‘mﬁ’uﬂ‘szﬁ’m sympa-
thetic ¥ 1¥ cardiac output dAAE ANNMUMNU
vaaatdandrulaitanas uazanusulainan
a4 WAeNe1aiinaNaLAEN postural hypotension,
ﬁ"qﬁ’w, iy, @eanssomwmame, Yaa

e ennguiiFalateslutagi
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Reserpine

Wuenpdiusaidudssam  sympathetic

dutmelonas noradrenaline HuaszaEm
sympathetic LLasé’uﬂzsan"l'muﬁq noradrenaline
EWFUR granule Tudanenlszam  dasiudla
n3raudulssEm  sympathetic 9zl nor-
adrenaline gﬂﬂz‘i"\aaanmﬁaﬂ Ml¥an sympa-

thetic tone BAANNETUMUNADALEBAEIU

dane  ananudulafie uaswly  parasym-
pathetic activity. t@iu . W lWlduayn ¥alateu

#1 nselunszenzann  (Asunalunssing

2IM5le)  Heudy  eewmnliiie  mental

depression  IMINIIEO  catecholamine WAz

serofonin MENDI UIIMILAAIBNS 1FENTLG
o @ [ & o Yiod o
sae endah e nsae e uuasi Liald
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