Essential hypertension

[ nrepronnyeckas 0OJIE3Hb

ApTepralibHasi TUIEPTOHUS

A.l'Yyuanun



[ unepronnyeckas 0OJIC3Hb

e OnpeneneHue

* PykoBoacTBO mo uamepenuto A/Jl

e DNUIAEMHUOJIOTHUSA apTEPUATBHON THIIEPTOHUH
e @aKTOphI pHUCKA

 |emogunamuka npu I'b.

e KimHudeckas kapTuHa U 00CIICIOBaHUE OOIbHbBIX
(AMarHoCcTUYECKasl mporpaMma)

e JledeOHas nmporpamma



[ nmeproHndeckasi 00JIC3Hb

JIJ1s1 HOCTAaHOBKM IMarHo3a HEOOXOAUMO IIPOBECTH
KaK MUHUMYM TPH U3MEPEHUS apTepUaIbHOIO
JaBJICHUS HA OPOTSHKECHUU HECIU UM 0oJiee

JlaBieHre U3MepseTCa Ha 000X pPyKax,
YUYHATBHIBAETCS 00JI€€ BHICOKOE.

Y MoJI0JbIX OOJIBHBIX HEOOXOAUMO HU3MEPSITh
JIaBJICHUE HA HOT'aX, €CJIM OHO ITOBBIIIICHO HA

pYKax.




OnpeaeneHue apTepruaibHOM
TUIIEPTOHUHU
(KJIFOUEBBIC TTOJIOKECHMS )

o Ceneknus IMalMeHTOB IIPH IIPOBEICHNM
CKpUHUHTa (HpO(l)HJIaKTquCKHX OCMOTpOB)

* Perucrpanms moBeIICHHOTO A/l
IBaXKJIbl X 00JICE IIPU OJHOKPATHOM
BU3UTE K Bpady

* Perucrtpanus nmoBsimeHHOro A//l mpu
ITOBTOPHBIX BU3UTAX K Bpady







TexHuka nsmMepeHus
ApPTEPUATILHOTO JaBJICHUSA

e PekoMeHI10BaTh OOJILHEIM HE
[IPUHUMATh IIEpE] N3MEPECHUEM
apTEpHUAILHOIO JTaBICHUS KO(PEHH,
BKJIFOYAsl U IPOAYKThI IIMTAHUS C €TI0
MOBBIIICHHBIM COACPKAHUEM;
CUMIOATOMHUMETHUKM;, JCKOHI'C€CTAHTHI;
HE KypUTb B TeUeHUEe 30 MUHYT 110
n3MepeHus A/J]




[TPOJOJIKEHUE

* PazMepbl MAaHXKETKH JOJIKHEI
COCTAaBUTh 2/3 JUIMHHBI PYKHU

* ToHOMETPHI: KAIIMOPOBKA AHECPOUTHOTO
MAHOMETpPa JOJKHA TPOBOJIUTCS
KaXXJIbI€ IIIECTh MECAIIEB. PTYyTHBIN
MAHOMETD SBIISIETCS 00JIC€ TOYHBIM




KoinyecTBO N3MEpEHN M

* HeoOxoaumo caenarb Kak MUHUMYM
IBa MOCJIEI0BATCIbHBIX U3MEPCHUS
A/Jl. Ecian ripu u3MEepeHUH pa3HULIA
[IPEBBICUIIA 5 MM. PT. CT., TO
HEO0OXOIMMO IIPOBECTH
TOIOJIHUTEIBHBIC U3MEPCHUS
apTEePUAIBbHOTO NABICHUS
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Hypertensive response to physician visit Increase in systolic pressure,
determined by continuous intraarterial monitoring, in 30 hypertensive patients
as the blood pressure is taken with a sphygmomanometer by an unfamiliar
doctor or nurse. & new doctor's visit raised the systolic pressure by a mean of
22 mmHQ within the first few minutes, an effect that attenuated within five to
10 minutes and that was less pronounced with a nurse’s visit. The alerting
effect of the new physician's visit persisted for four daily visits in this study,
but typically dimminished with increasing familiarity. & similar pattern was seen
with the diastolic pressure, with the peak increase being 13 mmHQ during a
physician's visit. (Data from Mancia, G, Parati, G, Pomidossi, G, et al,

1] = = = R = e e e



TexHuka nsmMepeHus
apTEPUATILHOTO JAaBJICHUMA

B CITIOKOWTHOM COCTOSTHUU OOJTLHOM CUIUT
OoJiee MATU MUHYT, JIEBasl pyKa HAXOAUThCS
Ha YpOBHE cepAlla

 JJ1s yCTAHOBJIEHUS POJIX HOCTYPaJIbHOIO
MOJIOXKEHHS HAa YPOBEHb A/J] peKoMeHIyeTCs
[ATH MAHYTHOE MOJ0KECHHE HA CIIMHE, 3a
TEM PE3KUU MOJABEM U BEPTUKAIBHOE
MOJ0KECHHUE B TECYCHUE JBYX MUHVT.




TexHuka nsmMepeHus

* Bo3ayX IOCBUIAIOT B MAHKETKY
MaHOMeETpa JJOCTATOYHO OBICTPO;
OPUCHTUPOM CIIYKUT HCUYEC3HOBCHHUE
mynbca Ha a. radialis 1 mpeBbIILICHUE
CUCTOJIMYECKOIO JIaBJICHUS
NpUOIN3UTEIBHO HA 30 MM. PT. CT.

* JlekoMmpeccusa MaHKETKA
IIPOU3BOIUTCS CO CKOPOCTHIO
3 MM. PT. CT. 32 OJIHY CEKYHY




TexHuka nsmMepeHus

AyCKyJ'IBTaTI/IBHO BBIABIISACTCAA HepBI)IfI TOH ITO

KOpOTK()By, YTO COOTBETCTBYCT
CUCTOJIMYCCKOMY IaBJIEHUIO, U IISTHIA TOH —

JTNACTOJIMYCCKOMY NABIIEHUIO. Y JIETEN
JIMACTOJIMYECKOE JIABJICHMUE YCTAHABIUBAIOT 110
YETBEPTOMY TOHY.

Eciu TOHBI 1200 MPOCAYIIMBAKOTCS, TO
PEKOMEHAYIOT IOBTOPUTH U3MEPEHHUE MOCIIE TOTO
KaK pyKa OyeT MOJAHSATA BBEPX U MNAIUCHT CACIACT
IISTh- J€CATHh COKUMAKOIIUX IBUKECHUMN PYKOM.




Pu3noaorunyeckas HopMa

e OntumainbHoOe: CUCTOJI < 120; nuact < 80

 HopmambHoE: 120 — 130 30 — 84

* Bricokas Hopma: 130 — 139 35 -89




Craauu rurnepToHuU

* [lepBasg cragus: cucr. 140 - 159
aract. 90 — 99 mm. pT. CT.

* Bropas cragus: cucr. 160 - 179
anact.100 — 109 Mmm.pT.CT.

* Tperbsa cragus: cuct. > 180; amact. > 110




[ unepronnyeckas 0OJIC3Hb

e OnpeneneHue

* PykoBOACTBO 110 udMepeHuIo A//l
* DNUIEMHOJIOTHS ApTEPUAIBHOW THIIEPTOHUHT
e @DaxkTopbl pUCKa

* Iemogunamuka nipu I'b.

o KnmHuueckas kapTuHa U 00cjaen0BaHuEe O0IbHBIX
(AMarHocTUYeCcKas mporpamMma)

» JleyeOHas mporpamma
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Prevalence of hypertension in women in the United States Frevalence of
hypertension in women according to age and racedethnicity in the United States from
the MHAMES-I111 survey. Hypertension occurs earlier and more frequently in African-
American women. (Data from Burt, YL, Whelton, P, Roccella, EJ, et al, Hypertension
1995, 25:305.)
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Estimated 10 yr rate, percent

o | - | | |
BPF Systolic 120 160 160 160 160 160 160
Cholesterol 220 220 260 260 260 260 260

HDL-C a0 a0 a0 35 35 33 33
Diabetes - - - - + + +
Cigarettes - - — - - + +
L¥YH by ECG - - - - - + +

Importance of risk factors in determining coronary risk Estimated 10-
vear risk of coronary heart disease in hypothetical 33-vear-old men and wotmen
gccording to levels of warious risk factors. The risk rises gradually from below 10
percent in subjects with no risk factors to approximately 33 percent in those with
six risk factors. Lipid units are in mg/dL. (Redrawn from Wilsan, PW, Am J
Hypertens 1994; 7:75.)



DaKTOphI pUCKa

[ToBBILIIEHHOE COAEPIKAHNE XJIOPUCTOIO HATPHSI
(IToBapeHHOI COJIM) B ITUIIEBLIX MPOAYKTaX > 2,3
rpamma B cyTku (100 meq)

B IOITYJBINUAX C HU3KHUM COICPKAHUCM COJIN B

mumieBbix npoaykrax (< 1,2 rp. mim 50 meq.)
apTepuaibHas TUIIEPTOHKS BCTPEYAETCS PEIKO
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Blood pressure change, mmHg

Owverall Hyper- Morro-  Crossowver Parallel  Double- Other
tenzive  tensive blind

Blood pressure change and sodium reduction Fooled results from all
sodiurm-reduction trials concerning the mean net change in blood pressure due to
restrictions in sodium intake among warious subsets of patients. The mean
change* is compared with control values. 5BP, systolic blood pressure; DBEP,
diastolic blood pressure. (Data from Cutler, J&, Fallmann, D, &llender, PS. Am J
Clin Nutr 1997: 65:6435.)
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Uric acid reabsorption Model for urate (Ur-) reabsorption in the proximal
tubule. This process begins with urate entry into the cell via a urate--0OH-
exchanger that is driven by the pH gradient created by the Na+-H+ antiporter.
The reabsorbed urate then leaves the cell by carrier-mediated diffusion or
possibly by anion exchange with an anion such as Cl-.



DakTOphl pUCKa

* 3JI0yIIOTPEOICHNUE aJIKOTOJIEM: tWO
drinkers per day aprepuanbpHas
TUIEPTOHMS BCTPEUYAECTCS B ABa pa3a
qale.

* MexaHu3M MOBBIIICHUS JABICHHUS
CBSI3BIBAIOT C MOBBIIICHHBIM CHHTE30M
KOPTHUKOTPOIIMHA
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Fall in diastolic BP, mmHg

05 4.5 to -9.5 -2 to -4.5 +1 to -2 *+1
weight change , kg

weight loss-induced reduction in blood pressure Relationship
between the guantity of weight lost and the fall in diastolic blood
pressure in 200 moderately obese patients given a weight reduction
regimen for 18 months. The patients began with a diastolic pressure
between 30 and 59 mm HY; those who lost the most weight had the
largest reduction in diastolic pressure. The decreases in the systolic
pressure were similar. (Data from Steven, WJ, Carrigan, SA, Obarzanek, E,
et al, Arch Intern Med 1993; 153:549.)



Monoamines and Peptides That Affect Feeding

Stimulatory

Marepinepht ine

Meuropeptide ¥

Opinids (dynorphin)
Melanin-zoncentrating horrmone
Growth hormone=-releasing hormane

Inhibitory

Leptin

Chalecystokinin

Enterostatin

Seratanin

CRHAurocartin

Alpha-tSH (melanocyte
stimulating hormane

Glucagon-like peptide-1)



DakTopel pUCKa

* Hapymenue oOMeHa JIMITNI0B

* PaccTpourCTBO JIbIXaHUA BO BpEMA
CHa

o | MmonmHamMug

e [IcMX03MOILIMOHATILHBIU CTPECC
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Xanthelasma EBilateral zanthelasmata (due to
cholesterol deposits in the periorbital skin folds) in a
patient with marked hypercholesterolemia resulting
from primary biliary cirrhosis. Courtesy of Sanjiv
Chopra, MD.




| eHeTHKa apTepuaibHOMN
TAIIEPTOHUH

e | eHEeTHUECCKAM
IPEAPACIION0KECHHOCTD
ycTtaHoBJicHa 0oJiee ueM B 30%
ooipHEIX I'D.

* [ uriepToHus BCTpeyaeTcs B 1BA
pa3a Jaile, €CJIM OJUH UJIH 00a U3
poauTesic 00JIbHEI I'b




[eneTnueckue pakToOphl

* OKa3bIBAIOT BIHSIHUE HA
(OYHKIIMIO SHAOTEINS, CHHTE3
OKCHJA a30Ta.

* Hu3kum BeC npu poXKICHUU,
HEUPOBACKYJIAPHBIC AaHOMAJINHU




| eHeTHUECKHE MyTaIIUU

o Cunapom Jlugna (Liddle) — au3kas
KOHIICHTpAlUs B IJIa3ME PCHUHA,
aJIbJICCTEPOHA, TUITOKAJIMCMMUSI;
XOPOIIHUH TEPANEBTUYECKUN OTBET HA
npuéM amMuiiopuaa. Myranus reHa
XJIOPHOI'0 KaHaja B AIHUTECIMAIbHBIX
KJICTKaX QUCTAJIBHOIO OTJEIa HEPpOoHa




Glucocorticoid-remediable
hyperaldosteronism

e XumMepuuyeckuu red 11 3
T APOKCUIIA3KI IIPUBOIUT K
[TOBBIIIICHHOW AaKTUBHOCTHU
AK'TI, ctrumynupys cuHTE3
aJIbJIECTEPOHA




Congenital adrenal hyperplasia

* OOyCHIOBJICH A€(PEKTOM CUHTE3A
11 B rugpokcucrepona
neruaporesasbl. OnucaHo
oonee yem 10 pa3anyHBIX
myTanu CYP 11B1 rena




CHUHIpPOM HOBBIILICHHOU
AKTUBHOCTH
MUHEPAJTOKOPTUKOUIOB

* Myranus resa mouyeqHoro sH3uMa 113
THAPOKCUCTEPOUIHON NETUAPOrCHA3HI,
YTO IIPHUBOAUT K aKTHUBAIIUU
MHHEPATOKOPTUKOCTEPOU JHBIX
PELICOTOPOB




KaHamnoarel reHEl

* | cH aHIr'MOTECH3NHOTEHA (ITOJIMMOP(PHU3M
I'CHA)

* ['eH — adducin. MyTanus rena
M3MCHSIET CUHTE3 [IUTOCKEIICTHOIO
NpOTCHHA

o dakTop pocTa MHCYJIUHA.
e XpoMmocoma 3




®daxktopsl pucka MbC y O0IBHBIX

C apTepHATILHON TUIIEPTOHHUEH

bonbiune pakTopsl pucKa
Tabakokypenue
JlucnunuaemMus

JInabet

Bo3pacT: My>XK4uHbI — 3, )KECHIIUHBI —65 J1€T
JKEHIIIMHBI B ITOCTMEHAIIAy3HOM IIEPUO/IE
CeMenHas nNpeapacIionoKEeHHOCTD




®dakropsl pucka MbC y OOJIBLHEIX C
apTepHATILHOU THIIEPTOHUEN

e Oprassl MUIICHMU:

* Cepate — runepTpodus JI€BOro KeIyqouKa,
CTCHOKapausl, UH(PpApKT MUOKapAa, CepAcUHas
HEJOCTAaTOYHOCTb.

* Uucynbr
* Hedponarus

e Perunomnaruga

 [lepudeprnueckoe 3a00JIEBaHUE COCY/IOB




Anamnesis morbi

[IpomomxurenbHOCTh Al'L: TOCHEaHEE U3MEPEHUE U
perucTpanus HopMajabHbIX [Upp A\/l.; OpUUYUHBI
noBbieHUs A\l

IIpenmecTByromee JeueHUE: KaTeropusl
JIEKapCTBEHHOI'O CPEACTBA, 1034, MOOOYHBIE
3(P(HEKTHI.

[ToBbimenne A\l HHIYIIHPOBAHO IIPUEMOM
JIEKapCTBEHHOTO CPEACTBA: ACTPOTECHHEI,
CTEPOUIHBIE TOPMOHBI, CUMIIATOMUMETHKH,
XJIOPUCTHIN HATPUU.




Anamnesis morbi

 CeMeniHbIl aHamMHe3: Al., 3a00eBaHuA
cep/illa U BHE3alHasl CMEPTh,
(dpeoxpoMoIuTOMa, O0JIC3HU MOYECK,
nojarpa.

e CuMmnTombl BTOpUYHOM Al'.: MbIIIeyHas
C1a00CTh, IIPUCTYIBI TAXUKAPIUN, TPEMOD,
IIOTOOT/ICIIEHUE, ICTUTMEHTAIINS KOXKU,
00JIb B 00JIACTH IIEH.




Anamnesis morbi

CUMIITOMBI IOPAXKEHUS OpraHa-MUIIICHbD:
roJIOBHAs 00JIb, IpeXoAsias c1ad0CThb U CIICOTA,
IIOTEPSI OCTPOTHI 3pEeHUs, 00JIb B TPYIM, OABIIIIKA.

dakTOphl pUCKA: TAOAKOKYPEHHE, TUAOCT,
AUcIMnuaeMus, pu3ndeckas akTUBHOCT.

[ InmeBbie NPUBI3aHHOCTH: OBBIIIICHHOE
yIIOTPEOJICHHUE B IIUIIY HOBAPEHHOM COJIH,
3JI0yIOTPEOJICHUE NPUEMOM aJKOTOJISI M dKUPHOU
105000078




Anamnesis morbi

» CouuanbHble (PaKTOPHI: CEMbsI, padoTa,
00pa3oBaHUE.

e CekcCyanbHbIM aHAMHE3

* PaccTpoucTBO bIXaHUs BO BpEMs CHA:
roJIOBHAsI 00JIb B YTPEHHHUE YaChl, THCBHAS
COHJIMBOCTh, TPOMKHH Xpall, HApyIICHUE
APXUTEKTYPHI CHA (MHCOMHUS).




OociemoBanue 0015HOIO ¢ Al

e M3amMepeHue aprepuaaibHOIO 1aBJICHUA.

e OLCHKA BHEIIHETO BUIA: TUII OKUPECHUS,
BMI, nsmeHeHus HA KOKE, MBIIIICYHAs CUJIa,
CO3HaHMHE.

* dyHIOCKOIHS.

o llles: manpnanusa ¥ ayCKyJabTalluss COHHOU
apTEPUU U NIUTOBUIHOM KEJIE3HI.




Progressive obesity in Cushing's syndrome Sequence of pictures in a boy with
Cushing's disease. Fanel A: Age o vears, before apparent onset of Cushing's syndrome.
Fanel B: Age 7 vears, still with little evidence of cushingoid appearance. Panel C; Age
o vears, with early facial rounding. Panel D: Age 9 vears, with "moon” facies. Panel E;
Age 11 years, with florid Cushing's disease. (Reproduced with permission from
williams Textbook of Endocrinalogy, Gth ed, Foster, DWW, Wilson, JD (Eds), WEB Saunders,
Philadelphia, 1996.)



Moon facies and increased supraclavicular fat pads
in Cushing's syndrome 30 vear-old woman with
Cushing's disease showing round, plethoric "moon” face,
facial hirsutism, and increased supraclavicular fat pads.
(Reprinted with permission from Williams Textbook of
Endocrinology, Sth ed, Foster, D'W, Wilson, JD (Eds), WE
Saunders, Philadelphia, 1996.)



Striae in Cushing's disease Axillary and [ower
abdominal striae ina 21 year-old man with Cushing's
disease. Abdominal obesity is also present. Courtesy
af David M Orth, MD.



Background diabetic retinopathy Background diabetic retinopathy
showing microaneurysms (small arrows) and hard exudates. The blood
vessels can be seen running over the hard exudates (large arrow),
indicating that the exudates are due to leakage in the deeper retinal layers
fin contrast to soft exudates which are microinfarcts in the superficial
retinal layers with abliterated blood vessels). Many of the hard exudates
are clustered around the macula, which is at the periphery at about four
o'clock. Courtesy of David McCulloch, MD.



Diabetic retinal neovascularization and fibrosis Froliferative

diabetic retinopathy, showing mature neovascularization with extensive
fibrous tissue formation ileft side of the photograph) and distortion of
the retinal surface. Courtesy of David McCulloch, MD.



o 1

Inflamed tophaceous gout Three inflamed tophi over the proximal
interphalangeal joints ina patient with chronic tophaceous gout. Several of the
lesions ruptured spontaneously over the next three days, exuding a pasty
material composed of urate crystals and inflammatory cells but ho organisms.
The inflammation largely subsided over one week after the administration of a
nonsteroidal antiinflammatory drug. Courtesy of Michael & Becker, MD.












OociemoBanue 0015HOIO ¢ Al

o JIErkue: Xxapakrep AbIXaHUs, XPUIIHI.

* JKuBOT: 1Irym Ha OPIOIIHOM OTJEJIE A0PTHI,
[IOYCYHOM U OCIPECHHOM apTEepPU;
najblanus B 00JaCTU OPOCKIUH OYEK.

 KoOHEYHOCTH: ynbcallis apTePUil, OTEKU

* HeBposiornueckuu craryc.




JIabopaTopHasi IMarHoCTHKA

I eMaToKpuUT, aHAIU3 MOYH, ITTFOKO34,
KpPEAaTUHUH, 3JIEKTPOJIUTHI

[Ipouiis ITMIIKI0B: XOIECTEPHH,
JTUTIOOPOTEUABI HU3KOU U BBICOKOM
IJIOTHOCTH, TPUTTIULICPHIbI

OKT
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Left ventricular hypertrophy This electrocardiogram demonstrates several
features of left ventricular hypertrophy: the QRS complex s slightly widened due
to an intraventricular conduction delay; there is left axis deviation; there is 5T
depression and inverted T waves noted in several leads; several voltage criteria
are met, including an R wave in a¥L which is greater than 13 mm (in this case 20
M.



JlmarnocTuyeckas nporpaMmma

* TecT Ha MUKpPO aJILOYMHUHYPHIO

e TecThl 119 UCKIJIIOUECHUS
PEHOBACKYJISIPHOU IIPUPOIBI
apTepUaIbHON T'MIICPTOHUH

* TecThl 1A UCKIKOUYEHUA BTOPUUYHOU
apTepUaIbHOUN T'MIICPTOHUH




BropuuHas aprepuaibHas
TUIIEPTOHUA

[IepBuuHBIEC 00JIE3HU MMOYEK

[Ipn€m KOHTpaAETITUBOB

deoxpoMonUTOMa

[lepBUYHBIV TUIIEPATIBI0CTEPOHUIM
Cunapom Kymmnra

Sleep apnea syndrome

Koapxkraius aoptsl

[ urio- ¥ runeppyHKIUS MUTOBUIHOM KEJIC3bI




HEJIb JIEHEHM A

« CHCTOIHNYECKOE apTEPUATBHOE
NaBjeHue He NOKHO npesbimarh 140

MM. pT. CT. ‘

e JlmacTomnuyeckoe JaBJICHUE HE JOJIKHO
ObITh BhITIIE 90 MM. PT. CT.




JIeueOHas nmporpamma

CTnib KU3HU
CHU3UTH MOTPEOICHNE TOBAPECHHOM COJIU
KoHTpoJib Beca Tena

OkazarbCsa OT mpuEMa aJIKOT OIS

[IppocTaHOBUTH TAOAKOKYPEHUE

dusuyeckass akTUBHOCTD




[Iporpamma neueHus

* MeauKaMEHTO3HOE JICUEHHUE CIICAYET
HA3HAYUTh IPU CUCTOJINYECCKOM
nasjieanu 6oiiee 150 MmMm. 1
IUACTOJIMYECKOM BBIIIE 85 MM. PT. CT.

e KIIMHMYECKON KapTUHE CEPIACUYHO —
COCYJIMCTBIX 3a00JICBaHUX

* End — organ damage
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Years from randomisation

Murnber of patients at rizk

Le== tight contral Z90 321 247 105
Tight control TS5 G 434 235

Tight blood pressure control in type 2 diabetes EKaplan-Meier plot of the proportion
of patients with type 2 diabetes with a clinical endpoint, fatal or nonfatal, according to the
degree of blood pressure (BP) cantral in the UKPDS. The mean BPF in the two groups was
144/82 and 154757 mmHg, respectively. At eight ta nine years, patients in the tight BP
contral group had a 24 percent reduction in diabetes-related endpoints, including
microvascular disease (37 versus 49 percent, P = 0.00468). (Fedrawn from UK Prospective

Diabetes Study Group. Tight blood pressure control and risk of macrovascular and
rrirravacriilar romaliraticoaes g tune 2 Aigbhatacs: [IFPOC T2 BPH I 19092 =1 7-711T 0



Mean fall in GFR, mL/minfyear
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|

<1 gfday

Aggressive BP control preserves renal function in proteinuric patients
Mean fall in glamerular filtration rate (GFR) accaording to the degree of proteiuria
in patients treated with usual blood pressure control {mean BP about 130/80) ar
with more aggressive antihvpertensive therapy in which the mean BF was 4.7
mmHg lower over a three year period. The rate of fall in GFR varied directly with
protein excretion and the benefit of aggressive BF control was absent in the 420

1-2.9 qfday

Usual BP

>3 qfday

patients excreting less tean 1 gfday, maodest in the 104 patients excreting
betweenl and 3 g/day, and substantial (3.5 mL/min per year slower) and

statistically significant in the 54 patients excreting at least 3 g/dav. (Data from

Klahr, S, Levey, AS, Beck, GJ, et al, NEngl J Med 1994; 330:577.)




JlekapCTBEHHBIE CPECTBA I
JICYECHHUSA TUIICPTOHHUYECKOM
00JIE3HU

* TwasumoBbie TUNYPETUKH
* AnpeHo0JIOKaTOphl O€Ta PELEIITOPOB

* IHTHOUTOPBI AHTHOTECH3UH
IIpEBpaIaOIIerocs (hpepMeHTa

* biiokarops! anb(a — OnuH
AJIPEHOPELETITOPOB




AHTUTHIICPTECH3UOHHBIC JIEKAPCTBEHHBIC CPEJICTBA

JIekapcTBO 103a,MI'\CYyTKH nOO0OYHBIE 3P PEKTEHI
['unortnaszun 12,5-50 K, xonecrepuH, Iroko3a
XJIOpTaIr10H 12,5- 50

MeTtano3oH 0,5-1,0 (hOTO CeHCHOUIM3alus,
Nunamamun 2,5 IMAHKPEATUT

dypocemu 40- 240 KOPOTKOE JIENCTBUE
Topazemun 5-40 JUTUTENHLHOE IEUCTBUE
CnupoHonakToHbsl  25-100 TUTIEPKAIMEMUS, THHEKOMACTHS

AMuopua 5-10 TUTIEPKATTAEMUS




AIpEeHEPru4eCKrue HHrHOUTOPBI

IIepudepuueckue : pe3epruH 0,05-0,25
[{enTpanbHbIie alib(h)a ATOHUCTHI:
Mertumngorna 500-3000
Kinonnauu 0,2-1,2
Alb(da 0JI0KaTOPHI:
ITpamo3un 2-20
Jlokcaio3un 1-20
beTa-00KaTopHI:
ATEHOJION 25-100
berakcomnon 5-20
buconpoion 2,5-10
MetornpoJion 50-300
Hanonon 40-320
[Tua0M0T 10-60
[Ipompanomnon 40-480
KoMOnHOpOBaHHBIE O U 3 OJIOKATOPHI:
JlabGeTanon 200-1200

Kapseauion 12,5-50




Oral Antihypertensive Drugs

Drug Trade name

Usual dose range ,
mg/Sday (frequency)

Major side effects

irect vasodilators

Hydralazine dpresoline
FMino:cidil Loniten

Calcium channel blockers
Verapamil (SR) lzopting, Calan, Yerelan

Diltiazern (SR and CD)  Cardizern, Dilacor, Tiazac

Cibeydropyridines

armledipine Morvazc
Felodipine Flendil
lsradipine CynaCire
Nicardipine (SR) Cardene
MNifedipine (L) Procardia ®L, Adalat CC
Misoldipine Sular
Fibefradil Fozicor

S0-400 (2]
S-100 (1)

P0-480 (1-2)

120-240(1-2)

25-10(1)
S-20 (1)

S-20 (1-2)
E0-20 (2]
TO-120101)
ZO-&0 (1)
S0-100 (1)

Headaches , tachycardia, lupus s=yndrome
Headaches, fluid retention, hirsutizm

Constipation, conduction defects,
decreaszed contractility, gingival
hyperplazia

Mauzea, headache, conduction defects,
decrased contractility, gingival
hyperplazia

Fluzh, headache, local ankle edermna

Eradycardia, conduction defects



Angiotensin converting enzyme Inhibitors

Eenazepril Lotensan S-40(1) Cough, rash, loss of taste , hyperkalemi,
Captopril Capoten 25-150(2-3)  Rare: Leukopenia, angioedenna

Enalapril Vasoteo S-40(2)

Fosinopril Monopril 10-40(1)

Lizinopril Prinivil, Zestril S-40(1)

Moexipril Univasc 25-1001)

Quinapeil Accupril S-800(1)

Rarmipril Altace 1.25-200(1)

Trandolapril Mavik 1-4 (1) L4

Angiotensin-receptor blockers '*

Losartan Cozaar S0-100(1-2)  Hyperkalemia, no cough, but angioedems
Valzartan Dioovan g0-320(1) Can GCour

Irbesartan Avapro 150-300 (1)
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