Essential hypertension

[ nriepronnyeckas 00JIe3Hb

ApTepualibHasi TUIEPTOHUS

A.l'Hyyanun



[ uneproHnydeckas 00JIE3Hb

* OnpeneneHue

* PykoBoacTtBO no namepeHuro A/Jl

* DNUAEMHUOJIOTUS apTEPUATILHON TUIIEPTOHUH
* PakTOphI pUCKa

* |emomunamuka npu I'b.

o Knuunueckas kapTuHa U 00CIeI0BaHNUE O0JbHBIX
(AmarHocTUYecKas nporpaMmma)

 JleueOHas nmporpaMmma



[ nrieproHn4ecKasi 00JIC3Hb

e JJ1ss HOCTAaHOBKM JHarHo3a HeoOXOAUMO IIPOBECTHU
KaK MUHUMYM TPU U3MEPEHUS apTePUaATILHOIO
IaBJICHUS HA IPOTSIKCHUN HEJCIIN WIIN 00JIee

 JlaBiieHHE M3MeEPSETCS HA 000OUX PyKax,
YUYHATBHIBACTCS 00JI€€ BHICOKOE.

* YV MOJIOJIBIX OOJBHBIX HEOOXOIUMO U3MEPSIThH
JTABJICHUE HA HOTaX, €CJIW OHO IMOBBIIIEHO HA

pYKax.




OnpeneneHue apreprualibHOU
TUIEPTOHNHT
(KJIFOYEBBIC MOJIOKCHHS )

e Ceneknuus IMalueHTOB MIPU IIPOBEICHUM
CKpUHHUHTa (HpO(l)HJIaKTquCKHX OCMOTpOB)

* Perucrpanus moBsIeHHOTo A//]
ABaKAbI M 00JICe IIPU OJJHOKPATHOM
BU3UTE K Bpady

» Peructpanus nmoBsieHHOro A//Jl mpu
ITOBTOPHBIX BU3HUTAX K Bpaudy







TexHuka nsmepeHus
apTEPUATIBLHOIO JIABJICHUS

 PexoMeH10BaTh OOJILHBIM HE
IPUHUMATh II€pe] N3MEPECHUEM
apTepHUAJIbHOIO JABJICHUS KO(PEHH,
BKJIFOYAsl U OPOAYKThI IIMTAHUS C €TI0
MOBBIIICHHBIM COICPKAHUEM;
CUMIOATOMUMETHUKH; ICKOHI'€CTAHTHI;
HE KypuThb B TeueHHUe 30 MUHYT J0
u3MepeHus A/J]




[TPONOJIKEHUE

* PaszMepbl MaHKETKH JOJIKHBI
COCTaBUTH 2/3 NIWHHBI PYKHU

* TOHOMETPHI: KAIHOPOBKA aHEPOUTHOIO
MaHOMETpa JI0JIKHA TPOBOJIUTCS
Ka)KJIbI€ IIECTh MECALEB. PTYyTHBIN
MaHOMET) SIBJISIETCS 00J1€€ TOUHBIM




KoinyecTBO N3MEpEHN M

* HeoOxoquMo caemath Kak MUHUMYM
JBa IOCJIEJ0BATEIILHBIX N3MEPECHUS
A/Jl. Ecnu npu U3MepeHUH pa3HHUIlA
IIPEBBICUIIA 5 MM. PT. CT., TO
HEOOXOAUMO IPOBECTH
JOTIOJIHUTEIbHBIC U3MEPCHUS
apTEepUATBHOIO JABJICHHUS
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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. A new doctor's visit raised the systolic pressure by a mean of
22 mmHqg 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 diminished with increasing familiarity. & similar pattern was seen
with the diastolic pressure, with the peak increase being 13 mmHg during a
physician's visit. (Data from Mancia, G, Parati, G, Pomidossi, G, et al,
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TexHuka nsmMepeHus
apTEPUATILHOTO TaBJICHUA

* B CIOKOWMHOM COCTOSHHHU OOJIbHOU CUJIUT
0oJiee IISITU MUHYT, JICBasl pyKa HAXOAUTHCS
Ha YPOBHE Cep/la

e JIng yCTaHOBIIEHUA POJIU ITOCTYPATBHOIO
MOJIOKEHUS Ha YPOBEHb A//] peKOMEHIyeTCA
IISITH MUHYTHOE TTOJIOKEHUE Ha CITUHE, 34
TEM PE3KUU MOABEM U BEPTUKAIBHOE
[IOJIOKEHUE B TEUEHUE JIBYX MUHYVT.




TexHuka nsmMepeHus

* Bo3ayXx moChUIar0T B MAHXKETKY
MaHOMETpa JIOCTATOYHO OBICTPO;
OPUCHTUPOM CIIYKUT HCUYEC3HOBCHUE
nynbca Ha a. radialis u nmpeBbIICHUE
CUCTOJIMYECKOIO JIaBJICHUS
npUOIN3UTENBHO HA 30 MM. PT. CT.

 JlekoMmpeccrusa MaHKETKU
IIPOU3BOIUTCS CO CKOPOCTHIO
3 MM. PT. CT. 32 OJIHY CEKYHY




TexHuka nsmMepeHus

¢ AYCKYJILT&TI/IBHO BBIABIIACTCA H@pBBIfI TOH II10

KOpOTKOBy, 4YTO COOTBETCTBYCT
CHUCTOJINYCCKOMY NaBICHUIO, U MIATHIA TOH —

JTUACTOJIMYCCKOMY JIaBIICHUIO. Y JIETEN
AUACTOJINYCCKOC NIABJICHUC YCTAHABJIIMBAIOT I10
YETBEPTOMY TOHY.

* Ecau ToHBI cl1a00 OpOCIYILMBAKOTCS, TO
PEKOMEHAYIOT OBTOPUTH U3MEPEHUE MOCIIE TOTO
KaK pyKa Oy/IeT NOJHSATA BBEPX M HAIUCHT CACIACT
[ISTh- J€CATh COKUMAKOIIUX IBUKEHUMN PYKO.




Pu3noaornyeckas HopMa

e OnTumMaibHoe: CUCTOJI < 120; muact < 80

* HopmaibHoE: 120 - 130 30 — 84

 Beicokas Hopma: 130 — 139 35 - 89




CTaauu rurepTOHUU

e [lepBas cragus: cucr. 140 — 159
aract. 90 — 99 mm. pT. CT.

* Bropas cragus: cucr. 160 —179
nract. 100 — 109 MM.pT.CT.

° TpeTB}I CTallusid: cuct. > 180; nmact. > 110




[ uneproHnydeckas 00JIE3Hb

e OnpenencHue

* PykoBOACTBO 110 u3MepeHunIo A/l
* DNUAEMUOJIOTUS apTEPUATIBHOU TUIIEPTOHUU
* DaKTOpHI pHUCKa

e I'emogunamuka nipu I'b.

» Kimmanueckas kapTruHa U 00CIeI0BaHAE OOJIbHBIX
(AMarHoCcTUYeCKas mporpaMma)

 JledeOHasa nmporpaMmma
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Prevalence of hypertension in women in the United States Prevalence of
hypertension in women according to age and race/ethnicity in the United States from
the NHANES-II1 survey. Hypertension occurs earlier and more frequently in African-
American women. (Data from Burt, VL, Whelton, P, Roccella, EJ, et al, Hypertension
1995; 25:305.)
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Estimated 10 yr rate, percent

BP Systolic 120 160
Cholesterol 220 220
HDL-C 20 S0
Diabetes = =
Cigarettes = =
LYH by ECG = ~

Importance of risk factors in determining coronary risk Estimated 10-

160
260
35

yvear risk of coronary heart disease in hypothetical 55-year-old men and women

according to levels of various risk factors. The risk rises gradually from below 10
percent in subjects with no risk factors to approximately 55 percent in those with

six risk factors. Lipid units are in mg/dL. (Redrawn from Wilson, PW, Am J

Hypertens 1994; 7:75.)




DaxkToprl pUCKa

o TToBEIIIEHHOE COACPIKAHNE XJIOPHUCTOTO HATPHUS
(IMOBapeHHOM CONM) B MUIIEBLIX MPOIYKTax > 2,3
rpamMma B cyTku (100 meq)

e B IOITYJINUAX C HU3KHUM COIACPKAHHUCM COJIN B

numieBsix npoaykrax (< 1,2 rp. uim 50 meq.)
apTepuabHasi THIIEPTOHHS BCTPEUAETCS PEIKO
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Blood pressure change, mmHg

Overall  Hyper-  MNormo- Crossover Parallel Double- Other
tensive  tensive blind

Blood pressure change and sodium reduction Fooled results from all
sodium-reduction trials concerning the mean net change in blood pressure due to
restrictions in sodium intake among various subsets of patients. The mean
change* is compared with control values. SBP, systolic blood pressure; DEP,
diastolic blood pressure. (Data from Cutler, J&, Follmann, D, Allender, PS. Am J
Clin Nutr 1997: 65:643S.)



Tubular Proximal Peritubular
lumen tubular cell capillary
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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--0H-
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-.



dDakTopel pUCKa

* 3JI0yHOTPEOICHUE AJIKOIOJIEeM: tWo
drinkers per day aprepuanbpHas
TMIICPTOHUS BCTPEYAETCS B BA pas3a
qalie.

* MexaHu3M IMOBBIIICHUS JaBICHUS
CBSI3BIBAIOT C MOBBIIICHHLIM CUHTE30M
KOPTUKOTPOIIHA
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Fall in diastolic BP, mmHg

>-9.5 -4.5 to -9.5 -2 to -4.5 +1 to -2 >+1
¥Yeight change, kg

¥eight loss-induced reduction in blood pressure Relationship
between the quantity of weight lost and the fall in diastolic blood
pressure in 308 moderately obese patients given a weight reduction
regimen for 18 months. The patients began with a diastolic pressure
between S0 and 89 mm Hg; those who lost the most weight had the
largest reduction in diastolic pressure. The decreases in the systolic
pressure were similar. (Data from Steven, ¥J, Corrigan, SA, Obarzanek, E,
et al, Arch Intern Med 1993; 153:5649.)



Monoamines and Peptides That Affect Feeding

Stimulatory

Norepineph ine

Neuropeptide Y

Opioids (dynorphin)
Melanin-concentrating hormone
Growth hormone=releasing hormaone

Inhibitory

Leptin

Cholecystokinin

Enterostatin

Serotonin

CRH/urocortin

Alpha-M3H (melanocyte
stimulating hormone

Glucagon-=like peptide-1)



dakToprl prUCKa

* Hapymienue oOMeHa JIMIuaoB

* PaccTponcTBO JIBIXaHUA BO BPEMS
CHa

o | MmonmHamMus

* [ IcMX03MOLIMOHAJILHBIU CTPECC




Xanthelasma Bilateral xanthelasmata (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 aprepuaibHOMN
TUIIEPTOHUU

* | eHeTHUECKas
IPEAPACIIOIOKEHHOCTD
ycraHoBieHa 0onee ueM B 30%
OoNbHEIX ['b.

| vriepToHus BCTpEeUaeTcs B 1Ba
pa3a 4aile, €CJIM OJWH UM 00a U3
poauTesic 00JIbHBI I'b




[ eHeTHueckue (haKTOPhI

e OKa3bIBAIOT BIIMSIHUE HA
(QYHKIIHIO SHAOTEINS, CUHTES
OKCHJIa a30Ta.

* Hu3kum Bec 1pu poxacHuu,
HEUPOBACKYJIAPHBIE aHOMAIUHU




| eHETHUECKME My TaIlU

* Cungpowm JInmaina (Liddle) — Hu3kas
KOHLICHTpPALYs B IJIa3M€E PEHUHA,
aJIbICCTEPOHA, TMIIOKAIIUEMUSI;
XOPOILHUH TEPAIIEBTUYECKUU OTBET HA
pUEM amMuiIopua. Myranusa resa
XJIOPHOI'O KaHAJIa B AIUTEIUATIBHBIX
KJICTKAX JUCTAJIbHOTO OTIEIa HE(PpOHa




Glucocorticoid-remediable
hyperaldosteronism

e XuMeprudeckuu red 11 3
T'AAPOKCHUIIA3bl IIPUBOJUT K
[TIOBBIIIICHHOW AaKTUBHOCTHU
AKTI, ctrumynupys cuHTe3
aJIbJICCTEPOHA




Congenital adrenal hyperplasia

* OOyCIOBJICH J1€()pEKTOM CHHTE3a
11 B rmagpokcucTepona
neruaporenaspsl. OnucaHo
oonee yem 10 pa3anyHBIX
myTanu CYP 11B1 rena




CHUHIPOM ITOBBIILIEHHOU
AKTUBHOCTHU
MUHEPAIOKOPTUKOUIOB

* MyTanus reHa no4e4Horo sH3umMa 113
THAPOKCUCTEPOUTHON AETUAPOIr€HA3HI,
YTO IIPUBOIUT K aKTUBALIUU
MHHEPATOKOPTUKOCTEPOU THBIX
PELICITOPOB




KaHauaaTel reHEl

* | eH aHr'MOTECH3UHOTEHA (IIOJIMMOP(PHU3M
I'CHA)

* [ e — adducin. MyTanus rena
M3MEHSET CUHTE3 [IUTOCKEIICTHOIO
IpOTCHHA

* dakTop pocra MHCYJIWHA.
* Xpomocoma 3




®dakropsl pucka MbC y 00JIBbHBIX
C apTepUaATIbHON TUIIEPTOHHUEH

e bonbimune pakTophl pucKa

e TabaKoOKypeHUE

e Jlucaunuaemus

e Jlua0eT

* Bo3pacT: MyKUMHBI —5 35, )KEHIIUHBI —65 JIET
 JKeHIIMHBI B HOCTMEHAIIAy3HOM IEPHUOAE

e CeMenHas IpeapaconOKeHHOCTD




®dakTopsl pucka MbC y OOJIBHEIX C
apTepUATILHON TUIIEPTOHHUEN

e Oprasbl MUIICHU:

* Cepaue — runeptpodus JI€BOTO KEIyI049Ka,
CTCHOKAp M, MH(PAPKT MUOKap/1a, CepAcUHas
HEIOCTATOYHOCTA.

* Mucynpt
* Hedponarus

e PeTuHomarus

* [Iepudeprnueckoe 3a00JIEBaHUE COCYIOB




Anamnesis morbi

IIpogoimknTenbHOCTh AlL: mociaeqHee N3MEPEHUE U
perucTpanus HopMalbHbIX HU(p A\l.; OpyUIUHEI
noBbieHus A\l

[IpenuiecTByolee JeUEeHUE: KaTeropus
JIEKapCTBEHHOT'O CPEACTBA, 1034, HOOOYHBIE
3(P(EKTHI.

[ToBbimenne A\l HHIYIIUPOBAHO IIPUEMOM
JIEKapCTBEHHOI'O CPEACTBA: SCTPOTECHHI,
CTEPOUIHBIE TOPMOHBI, CHMIIATOMUMETHKH,
XJIOPUCTHIN HATPUU.




Anamnesis morbi

 CeMeniHbIl aHaMHe3: Al'., 3a001eBaHusl
cep/lla U BHE3aIHasi CMEpPTh,
(peoxpomoLTOMAa, O0JIC3HU ITOYEK,
nojarpa.

o CuMnToMbI BTOpUUHOM Al'.: MbIIIeuHas
C1a00CTh, HPUCTYIIBI TAXUKAPAUH, TPEMOD,
OTOOTAEIICHUE, JSITUIMEHTALIUS KOXKH,
00JIb B 00JIaCTH IIIEH.




Anamnesis morbi

o CHUMOTOMBI IIOPAKECHUS OpraHa-MHIICHbD:
TOJIOBHAs 00JIb, IIpeXoAsIias c1adoCTh U CICIOTA,
IIOTEPS OCTPOTHI 3pEHUS, O0JIb B IPYAH, OJbIIIKA.

* DakTOpbI pUCKA: TAOAKOKYPEHHUE, TUAOET,
AUCITUIIUIAEMUS, (PU3UYECKasT aKTUBHOCTD.

o [IuieBbie MPUBSI3aHHOCTH: ITOBBIIIEHHOE
yIIOTPEOJICHHUE B IIUIIY HOBAPEHHOM COJIH,
3J10yHOTPEOJICHUE NPUEMOM aJIKOTOJISL M dKMPHOM
105000078




Anamnesis morbi

» CouuanbHbIe (PAaKTOPHI: CEMbs, pPadOTa,
00pa3oBaHuUE.

e CekCyalbHbIM aHAMHE3

* PaccTponCTBO ABbIXaHUS BO BPEMS CHA:
roJIOBHas 00JIb B YTPEHHHUE YaChl, THCBHAS
COHJIMBOCTh, TPOMKUH Xpall, HAPYILIEHUE
APXUTEKTYpPbl CHA (MHCOMHHUS).




OociemoBanue 00JpHOIO ¢ Al

* MIamepeHure apTepuanbHOro JaBICHUS.

e OLICHKA BHEIIHETO BUJIA: TUII OKUPEHUS,
BMI, nsmeHeHus Ha KOK€E, MBIIIICYHAs CHUIIA,
CO3HaAHMUE.

 OdyHa0CKONUA.

 llles: manpnanysa v ayCKyJIbTallisd COHHOU
apTEPUU U IIIUTOBUIHOU KEJIE3HI.




Progressive obesity in Cushing’s syndrome Sequence of pictures ina boy with
Cushing's disease. Panel A: Age 6 years, before apparent onset of Cushing's syndrome.
Panel B: Age 7 years, still with little evidence of cushingoid appearance. Panel C. Age
G years, with early facial rounding. Panel D: Age 9 years, with "moon” facies. Panel E:
Age 11 years, with florid Cushing's disease. (Reproduced with permission from
Williams Textbook of Endocrinology, 8th ed, Foster, D', Wilson, JD (Eds), WB Saunders,
Philadelphia, 1996.)



Moon facies and increased supraclavicular fat pads
in Cushing's syndrome 30 year-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, DW, Wilson, JD (Eds), WEB
Saunders, Philadelphia, 1996.)



Striae in Cushing’'s disease Axillary and lower
abdominal striae ina 21 year-old man with Cushing's
disease. Abdominal obesity is also present. Courtesy
of David N 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
{in contrast to soft exudates which are microinfarcts in the superficial
retinal layers with obliterated 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 Proliferative

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



<

Inflamed tophaceous gout Three inflamed tophi over the proximal
interphalangeal joints in a 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 no organisms.
The inflammation largely subsided over one week after the administration of a
nonsteroidal antiinflammatory drug. Courtesy of Michael A Becker, MD.
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OociemoBanue 00JpHOIO ¢ Al

* JIErkue: xapakrep AbIXaHUs, XPUIIHI.

* J)KuBOT: mrym Ha OPIOIIHOM OTAEJIE A0PTHI,
MIOYECYHOU U OCPEHHON apTEPHH;
najablanus B 00JaCTH OPOCKIUH ITOYECK.

* KoHeuyHOCTH: ybcalys apTepun, OTEKU

* Hespostornueckuu craryc.




JIaboparopHasi JUarHOCTUKA

e [ eMaToKpuT, aHaJIM3 MOYH, IJIFOKO34,
KPEaTUHUH, 3JIEKTPOJIUTHI

 [Ipoduib IMOUAOB: XOJIECCTCPHH,
JTUOOIIPOTEU Al HU3KOHU U BBICOKOU
IUIOTHOCTH, TPUTIIMLIEPUIbI

* OKT




I II [1 aVR af'L aVH

5

‘ V il i
Left ventricular hypertrophy This electrocardiogram demonstrates several
features of left ventricular hypertrophy: the QRS complex is 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 18 mm (in this case 20
mm).



JlmarnocTuyeckas nporpaMmma

» TecT Ha MUKPO aJTbOYMHUHYPHIO

e TeCThl IId UCKIOUECHUS
PEHOBACKYJIAPHOM IIPUPOJIbI
apTepHUAIbHOU TUIIEPTOHUH

* TecThl IJIs1 UCKIIFOUCHUSA BTOPUYHOU
apTepHUAIbHOU TUIIEPTOHUH




BropudHas aprepuaibHas
TUIIEPTOHUA

[lepBuyHBIE OOJIE3HU TTOYEK

[Ipném KoHTpaenITUBOB

deoxpoMorToma

IlepBUYHBIN TUIIEPATIBI0CTEPOHU3M

Cunapom Kynmara

Sleep apnea syndrome

Koapkranus aopThl

[ nmo- u runepyHKIUS U TOBUIHOM KEJIEC3bI




LIEJIb JIEUEHU S

« CHCTOIHMYECKOE apTEPUATBHOE
naBiaeHUE He J0JDKHO npesbimath 140

MM. PT. CT. ‘

e JlnacTonnueckoe JaBJICHUE HE NOKHO
ObITh BhIIIe 90 MM. PT. CT.




JIeueOHas nporpamMmma

e CTUIIb )XHU3HHU

* CHM3UTH NOTPEOJICHUE TOBAPEHHOM COJIY
* KoHTpoOIb Beca Tena

e OKkazarbCs OT IMpUEMa aAJIKOTOJIA
 [IprocTaHOBUTH TA0AKOKYPEHUE

e du3nyeckas akTUBHOCTD




[ Iporpamma j1cueHus

* MeauKaMeHTO3HOE JICUEHHUE CIICYET
HA3HAYMUTH IIPU CUCTOJINYECCKOM
napiaeHuu 0onee 150 Mm. u
IUACTOJIMYCCKOM BBIILIEC 85 MM. PT. CT.

* KIIMHWUYECKON KapTUHE CEPACUHO —
COCYJIMCTBIX 3a00JICBaHUSIX

* End — organ damage
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Mumber of patients at risk

Less tight control 320 321 247 106
Tight control 758 640 494 235

Tight blood pressure control in type 2 diabetes Kaplan-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) control in the UKPDS. The mean BP in the two groups was
144/52 and 154/87 mmHg, respectively. At eight to nine years, patients in the tight BP
control group had a 24 percent reduction in diabetes-related endpoints, including
microvascular disease (37 versus 49 percent, P = 0.0046). (Redrawn from UK Prospective

Diabetes Study Group. Tight blood pressure control and risk of macrovascular and
rrirravaceitlar coamnliratinne in tune 2 diabetec: IKFPOCSC T2 BPMI 1QQ2- T17-7N7T Y



Mean fall in GFR, mL/min/year
(=)}
|

<1 g/day

s Usual BP

1-2.9 g/day

l ]
23 g/day

Aggressive BP control preserves renal function in proteinuric patients
Mean fall in glomerular filtration rate (GFR) according to the degree of proteiuria
in patients treated with usual blood pressure control {mean BP about 130/80) or
with more aggressive antihypertensive therapy in which the mean BP was 4.7
mmHqg lower over a three year period. The rate of fall in GFR varied directly with
protein excretion and the benefit of aggressive BP control was absent in the 420
patients excreting less tean 1 g/day, modest in the 104 patients excreting
between1 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/day. (Data from
Klahr, S, Levey, AS, Beck, GJ, et al, N Engl J Med 1994, 330:877.)



JlekapCTBEHHBIE CPECTBA I
JICYECHUS TUIIEPTOHUYECKOU
00JIE3HU

* TuasuoBbie TUYPETUKH
* ApeHo0JIOKaTOphl OETa PEIEITOPOB

* IHTMOUTOPBI AHTUOTECH3UH
IpEeBpalIaroLIerocs GepMeHTa

 biiokaTopsl anbdha — OJIUH
AIPEHOPELETITOPOB




AHTHFHHGpTCHBI/IOHHBIG JICKAPCTBCHHLIC CPCIACTBA

JIekapcTBO 103a,MI'\CYTKH nOO0OYHBIE APDEKTHI
['unornaszun 12,5-50 K, xonecrepus, Iiroko3a
XJIOpTaInUI0H 12,5- 50

MeTtano30H 0,5-1,0 (OTO CeHCUOUIMN3alus,
Nunamamun 2,5 IMAHKPEATUT

dypoceMua 40- 240 KOPOTKOE JIENCTBUE

Topazemu 5-40 JUIUTENBHOE JICUCTBUE
CnupoHonaktoHsl  25-100 TUTIEPKAIIMEMUS], THHEKOMACTHS

AMuUopua 5-10 TUTIEPKATTUEMUSA




AIpeHEePTruIeCKUEe NHIHOUTOPHI

ITepudepuyeckue : pe3epnuH 0,05-0,25
[{enTpanbHbie anb(a arOHUCTHI:
Metuiagorna 500-3000
Knonnaun 0,2-1,2
Anbda OJI0KaTOPHI:
[Tpamo3un 2-20
Jlokcamo3uH 1-20
bera-01okaropsl:
ATeHonon 25-100
berakcomnon 5-20
bucorposion 2,5-10
Metomnponon 50-300
Hanomnon 40-320
I[Tungonon 10-60
[IpompaHosion 40-480
KomMOnHOpOBaHHBIE ¢ U [3 OJIOKATOPHI:
JIabGetanon 200-1200

Kapsenuion 12,5-50




Oral Antihypertensive Drugs

Drug Trade name

Usual dose range,
mg/day (frequency)

Major side effects

Direct vasodilators

Hydralazine Apresoline
Minoxidil Loniten

Calcium channel blockers
Yerapamil (SR) Isoptin, Calan, Yerelan

Diltiazem (SR and CD)  Cardizem, Dilacor, Tiazac

Dihydropyridines

Amlodipine MNorvasc
Felodipine Flendil
lsradipine DynaCirec
Nicardipine (SR) Cardene
Nifedipine (XL) Procardia XL, Adalat CC
Misoldipine Sular
Mibefradil FPosicor

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

20-480 (1-2)

120-240(1-2)

25-1001)
S5-20 (1)

5-20 (1-2)
&0-90 (2)
20-120(1)
20-601(1)
S0-100 (1)

Headaches, tachycardia, lupus syndrome
Headaches, fluid retention, hirsutism

Constipation, conduction defects,
decreased contractility, gingival
hyperplasia

Mausea, headache, conduction defects,
decrased contractility, gingival
hyperplasia

Flush, headache, local ankle edema

Bradycardia, conduction defects



Angiotensin converting enzyme Inhibitors

Benazepril Lotensin S5-40 (1) Cough, rash, loss of taste, hyperkalemi:
Captopril Capoten 25-150(2-3) Rare:Leukopenia, angioedema

Enalapril Yasotec 5-40 (2)

Fosinopril Monopril 10-40 (1)

Lisinopril Prinivil, Zestril 5-40 (1)

Moexipril Univasc 25-10(1)

Quinapril Accupril 5-80 (1)

Ramipril Altace 1.25-20(1)

Trandolapril Mavik 1-4 (1) Y

Angiotensin-receptor blockers

Losartan Cozaar S0-100(1-2)  Hyperkalemia, no cough, but angicedems:
Yalsartan Diovan 80-320(1) can occur

Irbesartan Avapro 150-200 (1)



