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IKINCIiLI HIPERTENZI

-Hipertenziya Grak-damar xastaliklarinin asas ri orudur.

_Diinya yasli ahalisinin taxminan 30%-1 hipertenziyadan aziyyat cakir.
-BUtun hipertenziv xastalarin 5-10%-1 Il hipertenziyanin payina dusur.

-1l hipertenziya az rast galdiyindan,diagnostika cox vaxt vo maddi
olaraq (cost-effektiv) baha oldugundan, yalniz yuksak klinik stibha
olduqda, skrining tdvsiyya olunur.

Il Hipetenziya, sababi miuayyanlasdirila bilan arterial tazyiqin
viksalmasidir ki,etiologiyaya uygun mualica olunacaq hipertenziyadir.



KIMLORD® SUBHOLONS

-Rezistent hipertenziya, yani diuretik do daxil olmagla muxtalif sini \rcLa
antihipertenziv dsrmanin optimal dozalarinin istifadssins baxmayaraq, 140,
davamli yuksak tazyiq.

g]mHg—dan COX

-9vvallar stabil tazyiglari olan bir pasientda arterial tazyiginin kaskin artmasi.

-Hipertoniya 30 yasindan avval qaradarili olmayan xastalarda inkisaf edirss, hipertoniya tgun
basqa risk faktorlari, masalan, piylanms, aile anamnezi va s.yoxdursa

-Agir hipertenziyali pasientlarda(BP 180/110 mm Hg-dan cox) va kaskin boyrak zadalanmasi,
nevroloji tazahurlar, ani agciyar 6demi, hipertenziv retinopatiya, sol madaciyin hipertrofiyasi va
s. kimi hipertenziyaya bagli organ zadalanmasi (HBOZ)olan xastalar.

-Hipokalemiya va ya metabolik alkaloz kimi elektrolit pozgunluglari il alagali hipertenziya
Yetkinlik yasina catmamisdan avval hipertenziyanin baslamasi.

-24 saatliqg ambulator qan tazyiqini izlayarkan non-dipping vo ya reverse-dipping nimunalari.
Normada geca AT, glindliz tazyigindan asagi olur, yani geca gan tazyiginda 'disma’ olur. Bu
‘dipping' va ya ‘reverse dipping' olmamasi, yani ‘dipping' geca avazina giindiiz moévcud olmasi
hipertenziyanin ikincili ssbabini gdstara bilar.




Il HIPERTENZIYA: SOBOBLOR]

Snoring; obesity (can be present in non-

Epworth score + ambulatory

Obstructive sleep apnoea 5-10% obese); morning headache; daytime
polygraphy
somnolence
R Vornibic: disbciass - Plasma creatinine and electrolytes,
ostly asymptomatic; diabetes; haematuria
Renal parenchymal Y y d - .' " | eGFR; urine dipstick for blood and
- 2-10% proteinuria, nocturia; anaemia, renal mass in ) ) . n
disease ) protein, urinary albumin:creatinine
adult polycystic CKD
ratio; renal ultrasound
Renovascular disease:
Atherosclerotic
renovascular disease 1-10% Older; widespread atherosclerosis (especially | Duplex renal artery Doppler or

Fibromuscular dysplasia

PAD); diabetes; smoking; recurrent flash
pulmonary oedema; abdominal bruit

Younger; more common in women; abdominal
bruit

CT angiography or MR angiography




| HIPERTENZIYA: SOBOBLORI

Endocrine causes:

Primary Aldosteronism 5-15% Mostly asymptomatic; muscle weakness (rare) Plasma aldosterone and renin, and
aldosterone:renin ratio;
hypokalaemia (in a minority) — note
hypokalaemia can depress
aldosterone levels

Phaeochromocytoma < 1% Episodic symptoms — the 5 'Ps’: paroxysmal Plasma or 24-h urinary fractionated

hypertension, pounding headache, perspiration, | metanephrines
palpitations, pallor; labile BP; BP surges

precipitated by drugs (e.g. beta-blockers,

metoclopramide, sympathomimetics, opioids,

and tricyclic antidepressants)

Cushing’s syndrome < 1% Moon face, central obesity, skin atrophy, striae 24-h urinary free cortisol

and bruising; diabetes; chronic steroid use

Thyroid disease (hyper- 1-2% Signs and symptom of hyper- or Thyroid function tests

or hypothyroidism) hypothyroidism

Hyperparathyroidism < 1% Hypercalcaemia, hypophosphatemia Parathyroid hormone, CaZ*

Other causes:

Coarctation of the aorta < 1% Usually detected in children or adolescence; Echocardiogram

different BP (= 20/10 mmHg) between upper—
lower extremities and/or between right—left arm
and delayed radial-femoral femoral pulsation;
low ABI interscapular ejection murmur; rib
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KIMLORO SKRININQ EDOK?
YAS

-Yetkinlik yasina catmamis usaglarda aorta
koarktasiyasi,bdyrak parenximasinin zadalanmasi

Habitus

Kilolu vo rezistant AH-li pasientlarda OYAS va endokrin
pozulmalarin slamatlari,HBOZ slamatlari

SKRININQ

-Tofsilatli anamnez

-Fiziki mlUayina
Rutin biokimyavi analizlar(Na,K,GFR,TSH ,sidik analizi)

Il hipertenziya ticun anamnez,fizik miayina va klinik
tazahurlardan stiibhalandiyimiz alava gan va vizualizasiya
testlori

General clinical clues

= Age, Habitus

= Resistant/severe hypertension
= Target organ damage

24h ABPM

= Exclude white coat hypertension
= Exclude pseudo-resistance
= Dipping status, heart rate

|

Exclude other factors
= Exclude drug-related hypertension
=  Confirm therapy adherence

I

Screening for secondary forms
Obstructive sleep apnoea

Renal parenchymal/vascular disease
Primary aldosteronism

Other endocrine causes

Aortic coarctatio
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Oral contraceptive pill Especially oestrogen containing — cause hypertension in ~5% of women,
usually mild but can be severe

Diet pills For example, phenylpropanolamine and sibutramine
Nasal decongestants For example, phenylephrine hydrochloride and naphazoline hydrochloride
Stimulant drugs Amphetamine, cocaine, and ecstasy - these substances usually cause acute

rather than chronic hypertension

Liquorice Chronic excessive liquorice use mimics hyperaldosteronism by stimulating

the mineralocorticoid receptor and inhibiting cortisol metabolism

Immunosuppressive medications For example, cyclosporin A (tacrolimus has less effect on BP and rapamycin
has almost no effect on BP), and steroids (e.g. corticosteroids,
hydrocortisone)

Antiangiogenic cancer therapies Antiangiogenic drugs, such as VEGF inhibitors (e.g. bevacizumab), tyrosine
kinase inhibitors (e.g. sunitinib), and sorafenib, have been reported to
increase BP

Other drugs and substances that Anabolic steroids, erythropoietin, non-steroidal anti-inflammatory drugs,
may raise BP herbal remedies (e.g. ephedra, ma huang)




OBSTRUKTIV YUXU APNOE S: OMU

_APNOE TONSFFUSUN 10san MUDDSTIND KaSiLMasi
-HIPOPNOE HAVA AXIMININ 50% COX AZALMASI
-OYAS: TONSFFUS HORIKITINS RAGMON HAVA AXIMININ OLMAMASI
-MORKDZi YUXU APNOESI:TONSFFUSUN iTM3SIYLDS HAVA AXIMININ K9SILMOSi
-MIKS YUXU APNOESI:M3RK3SZi BASLAYIB OBSTRUKTIV DAVAM EDSN
-1SAAT YUXUDA OLAN APNOE, HIPOPNOE SAYINA «APNOE-HIPOPNOE INDEKSi» DEYILIR

OYAS-da hipertenziyanin patogenezi,geca hipoksiyasi naticasinda
Simpatik sinir sistemi aktivliyin va RAAS aktivliyinin artmasidir.



OBSTRUKTIV YUXU APNOE
SINDROMU

GUNDUZ
-GUnduz yuxululugu

-Sahar bas agrilari
-Yuxudan yorgun galxma
-GlUnduz Agiz-bogaz qurulugu
Konsentrasiya pozulmalari,yaddas pozulmasi

GECO
Xoruldama

Geco tarlomasi
Nokturnal poliuriya
Yuxuya getmakda c¢atinlik

Screening

Diagnosis

Treatment

Diagnostic algorithm for identification of OSA patients

Screening of patients with high pre-test probability of OSA

(See Table 8)
Diagnostic test:
Attended in-laboratory full-night PSG (or unattended full-night home
polygraphy)
1 L 4r #
AHl <5 S5z AHI <15 152z AHI < 30 AHI 2z 30
events per events per events per events per
hour hour hour haur
0SA unlikely Mild-to- Moderate-to- Severe
moderate OSA severe OSA 0OSA
without with nocturnal and
symptoms diurnal symptems
and/or hypertension

-

Lifestyle, positional Upper airway Bariatric
sleep therapy, sleep surgery and oral surgery in
habits change devices® severe obesity
L4

Early follow-up for oral device

titration

'

Multidisciplinary evaluation

LTy

MRAs can be added
to reduce BP values
and O5A severity

titration

\ Early follow-up for PAP

'

|

Long-term follow-up with repeating attended P5G or unattended home tests
to assess the reduction of AHI




Polisomnografi

B OSAS tanisi icin polisomnografide kullaniimasi

gereken standart parametreler:
"I Elektroensefalografi ( EEG )

I Elektrookulografi ( EOG )

I Elektromyografi ( EMG- submentalis, tibial )

“I Oro-nasal hava akimi ( Flow-meter )
-l Torako-abdominal hareketler

~1 Oximetre (Oksijen satlUrasyon seviyesi)

I Elektrokardiyografi ( EKG )

-1 Elektromyografi ( EMG-tibialis )
"~} Vucut pozisyonu

- Trakeal mikrofon

Medical history

= Snoring

* Exaggarated daytime sleapiness

* Morning headaches

* Lack of concentration

* |rritability

* [ncreased fragquency of motor vahlcls
accidents

G

How to screen

Screening questionaire (i.e. Epworth)

Wy
Polysemnography

/N

AHIG-15Mm  AHI15-30h  AHI> 30/

o

mild madarite sovarg

~ | Clinical findings

Harrow upper airway
1.8, large nack (m = 42, w = 38 em)
-maroglossia

24h ABPM

ON-ipper
achycardia andlor bradycardia

Laft ventricular hypartrophy
Cor pulmanals

Pulmonary hypertangion

Obesity

Peripharal edema

Y
Ge! \ap



BOYROK PARENXIMAL HIPERT
|

/’{ Endothelial dysfunction J

-Kaskin va xronik glomerulonefrit
-Pielonefritlar

-interstinal nefrit

-Boyrak sislari

-Boyrak polikistozu

-Diabetic nefropatiya
-Qlomeruloskleroz

-Nefroskleroz

[ Increased sympathetic tone

[ Increased salt sensitivity ]7

[ Upregulation of RAAS

NZIYA

‘[ Increased arterial stiffness ]

Non-pharmacological therapy:
- Reduced dietary salt
- Weight loss

Hypertension and
CKD

- Shared-decision making
- Continuity of care

Y

4

[ Proteinuria ]

Ve

No proteinuria ]
|

y

N

ACEi or ARB
+/- CCB
&

( One or two of:
+ ACEior ARB
« CCB __—_‘“““«-\_\
+ Thiazide/thiazide-like diuretic

A 4

Uncontrolled? + Age
y

Influenced by:

+ Race

4 N

Add on:
« CCB if not already prescribed
+ Thiazide/thiazide-like diuretic
+ Mineralocorticoid receptor blocker
+ Beta-blocker
+ Alpha-blocker

N J/

/’ \ + Co-morbidities
Add on: + Co-prescriptions
+ ACEiorARB

+ CCB
+ Thiazide/thiazide-like diuretic
» Mineralocorticoid receptor blocker

e
+ Beta-blocker

« Alpha-blocker
N J




BOYROK PARENXIMAL HIPERTENZIYA
HTN <= XBC

-Bdyrak parenximal hipertenziya ,béyrak parenximasinin zadslanmssi ils gedsn
hipertenziya olub, ganclarda Il hipertenziyanin an cox rast galin SgbabidTr.

-Il hipertenziyanin 2-10% sababidir.
-Boyrak parenximasinin zadalanmasi hamisa Il hipertenziyaya sabab olur

-Xronik boyrak catmazliginda 80%-dan cox Il hipertenziyaya rast galinir
-Qlomerulyar xastaliklorda hipertenziya, interstinal xastaliklarindan cox agir olur.

-Boyrak xastaliklarinda hipertenziyanin asas patogenezi SAS, RAAS
aktivleasmasi,Na+,mayenin langimasidir.



BOYROK PARENXIMAL HIPERTENZIYA

HIPERTENZIYA NEFROPATIYANIN SURSTLONDIRIR,MUALIC® HOM URaK DAMAR ,HoM D3 BO R
QARSISINI ALMAQ UCUN VACIBDIR.

QLOMERULYAR X2STOLIKLORDD(QLOMERULONEFRIT,DIABETIK NEFROPATIYA) YUMAQCIQ KAPiLVARtARiNDA TazYiQ
YUKSSLIR,PROTEINURIYA YUKSSK OLDUGUNDAN AQRESSIV MUALIC TOVSIYY® OLUNUR.

INTERSTINAL XOSTOLIKLOR (PiELONE_FRiT,POLiKiSTOZ) Vo HIPERTONIK NEFROSKLEROZDA YUMAQCIQ KAPILYARLARINDA
T9ZYIQ NORMAL YA ASAGI OLUR,PROTEINURIYA AZ OLUR

IRLASMALARININ

DIABETIK V® YA NON-DIABETIK XBG 140/90mm.c.siit. HOYAT TORZi DYIiSiKLiYi VO DORMAN MUALIC3Si GGSTIRISDIR
1.SAT 130-139mm.c.sit. SOViIYYDSINDD SAXLAMAQ.
2.INDIVUDAL MUALICD BOYRSK FUNKSIYASI V@ ELOKTROLITLOR® NOZARSTLS iDARS OLUNMALIDIR.

3.PROTEINURIYA V© MIKROALBUMINURIYADA N EFFEKTIV PREPARAT RAS iNHIBITORLARI OLDUGUNDAN MUALIC3
STRATEGIYASINDA ONLARA USTUNLUK VERILMBLIDIR.

4.RAS BLOKATORLARI,CCB va ya DIURETIKLORLD KOMBINASIYASI BASLANGIC KOMBINASIYADIR.
5.IKi RAS BLOKATORUNUN KOMBINASIYASI OLMAZ.



| HIPERALDESTORINIZ

-Birincili aldestoronizm(PA)yaygin(11,2%)mualica

~

olunan Il hipertenziya sababidir. A Healty B Primaryaldosteronism

.o ) o . o g i Angiotensinogen «
-Qanda yuksak aldosteron,asagi renin saviyyasi R Aogictarin:oen 07 Decrased 07
) o enin :
ilo xarakteriza olunur. G—p @.'__e”&,

Yiksak HBOZ ila saciyyavidir.

[ Angiotensin | T De.creasefd
angiotensin |
. ACE ACE
Aldosteron istehsal edan adenoma (APA)

ikitarafli idiopatik hiperplaziya (IHA)

Decreased

Angiotensin | angiotensin Il

Birincili (birtarafli) adrenal hiperplaziyasi

Aldosteron istehsal edan adrenokortikal
karsinoma

Ailavi hiperaldosteronizm (FH)

Qlukokortikoidls mualica olunan <1%
aldosteronizm (FH tip 1)

Il tip FH (APA va ya IHA) <6%

;
FH tip Ill (germline KCNJ5 mutasiyalari) <1% Na® retention

K* diuresis
FH tip IV (germline CACNA1H mutasiyalari) <0,1% Aldosterone Increased { Volume overload

aldosterone | Hypertension
Ektopik aldosteron istehsal edan adenomave  <0,1% —I I Increased ARR

ya aldosteron istehsal edan karsinoma \




| ALDESTORINIZM :KIML2RD® SUB

-MUXTOLIF GUNLORD®O, HOR GALISDO 3 OLCMODa A/T150/100mm.c.sit. YUKSOK
-DIURETIK D3 DAXiL OLMAQLA 3 AYRI QRUP DORMANLARA REZISTENT HIPERTENZIYA
-SPONTAN VO YA DIURETIK® BAGLI HIPOKALIEMIiYA
-OBSTRUKTIV YUXU APNOESI
-AiLS ANAMNEZIND® | HIPERALDESTORINIZM
-HIPERTENZIYA VO INSIDENTALOMA (boyrakusti vazin funksiyasiz adenomasi)
-SOBOBI BiLINMDYSN ATRIAL FiBRILYASIYA
-HBOZ (LVH,XBY,bas beyin)A/T SOViYYSSINDON ARTIQ



| HIPERALDESTORINIZM(KONN

Slamatlori

-Bas agrisi
-Halsizhq
-9zala zaifliyi
-Poliuruya,polidipsiya
-Paresteziya,qgicolma
-Qabizlik
-Yuxu apnoe
-<40yas Hipertenziya

Medical history

= Fatigua
= Muscle weaknass

* Polyuria, Polydipsia
= Canstipation

How to screen
Flasma renin activity [PRA)
Plasma aldosterone concentration [PAC)
Aldosterene-renin-ratio (ARR)

SN

PRA 1 PRA L PRA 4
PAC + PALC 4+ PAC L
ARR ARR T ARR -
b ¥
Secondary Other
hyperaldost. dizeazes
I Confirmatory testing |
¥
| Adrenal imagining (CT o MRI) |
v
| Adrenal vein sampling |
v
:}‘ Lateralization ‘\ﬁ

Nomu)

Clinical and laboratory
findings

24h ABPM

-severe hypenension
-decreased nociurnal dipping

Ly-hyperirophy
Myocardial fibrosis

Muscle weakness

Flasma

= Aldostenon T

= Renin L

- Ke

-Na* A

= Mgi- “

- Metabolic alkakosis

Uring
-Aldosterone T
-Kr A

-Na*

-pH




| Aldostorinizm
diagnostika

-Plazma aldosteron konsentrasiyasi(PAC)
-Plazma renin aktivliyi (PRA)
-Aldosteron Renin Nisbati(ARR)
ANALIZ SORTLORI:

-4 hafta qabaq BB,ACF,ARB,sidikqgovucular
kasilmali

Pasienta Doksazozin,CCB verilmali

Sahar qalxdigdan 1saat istirahat etdikdan
sonra analiz goturulmali

VIZUALIZASIYA

Abdominal USM, KT MR

Boyraklstu venoz ganda aldosteron va
kortizol saviyyasi (AVS)

CENTRAL ILLUSTRATION: Primary Aldosteronism: Algorithm for Initial
Work-Up

Simplified Algorithm for the Work-up of PA

Perform the ARR in hypertensive patients with an increased prior probability of PA

Consider the quantitative value of the ARR
in the context of 24-hr Na* urinary excretion and serum K*
|
Normal Elevated, but not markedly Markedly elevated

(i.e. <20.6 ng/miU) (i.e. >20.6 but <45 ng/miU) (i.e. >45 ng/miu)

m Consider repeating the ARR under better ]

standardized conditions

f

: Adrenal CT to exclude ACC and assess adrenal venous anatomy
Screening

Subtyping
Desire of long-term cure -a

' '

No Yes

=

Bilateral Unilateral

f J

Medical treatment Surgical treatment

Rossi, G.P. J Am Coll Cardiol. 2019;74(22):2799-811.




Renin,Aldosteron, ARR tasir eda d@r manlar

\ .
N \ N g
N\ O

W

Factor PAC Renin ARR FP rate | FN rate
Medications

B-Blockers NY NN T ™1 N
Central a- NY N\ T T N

2 adrenergic
receptor agonistsa

NSAIDs N2 % T ™ N
K'-losing diuretic ™1 N2 N% T
agents

K'-sparing diuretic ™1 NY NY T
agents

ACE inhibitors NY ™1 NY NY T
ARBs N ™1 N2 N2 T

Long-acting CCBs >4 > N% >4 ->1



Captopril sinaq testi

Furosemid-saquli test

Fizioloji mahlul infuziya testi

Agizdan duz(5000mq) yiklama
testi

PA: TOSDIQLAYICI TESTLAR

Metodlar

50 mq kaptoprilin peroral
verimasi

40 mqg furosemidin venadaxili
yeridilmasi va 2 saat dik durus

4 saat,har saatda 2l fizioloji
mahlulun venadaxili damci
tsull infuziyasi

Ambulatoriyada 24 saatliq sidik
toplanmasi ®

Miisbat naticalar lictin meyarlar Manfi tasirlar

ARR (60 va ya90 daqg) >200% Qan tazyiqinds azalma

Ortostatik hipotenziya, serum K

PRAmMax < 2,0 ng ml * /saat L
saviyyasinin azalmasi

Urak/béyrak catismazhgi olan
xastalarda gan tazyiqinin
yuksalmasi, serum K
saviyyasinin azalmasi

PAC (4 saat) > 60 pg ml !

Sidikda aldosteron > 8 pug/glin  Qan tazyiqinin artmasi, trak
(sidikde Na > 170 mEqg/gliin ©)  c¢atismazhgi



RENOVASKULYAR
HIPERTENZIYA(RVH)

-Renovaskulyar hipertenziya boyrak
arteriyalarinin daralmasiila alagali olub, 1%
hipertenziyali xastalarda rast galinir

-Birtarafli stenozda hipertenziyanin patogenezi
boyrak perfuziyasinin azalmasiila RAAS
aktivliyinin artmasidir(angiotenzin Il asili
hipertenziya)

-Ikitarafli stenozda angiotenzin va aldosteron
artighgi Na+ va mayenin langimasi va maye
hacminin artigligi ila hipertenziya yaranir

Unilateral Renal Artery Stenosis

Reduced renal perfusion Increased renal perfusion

) renin-angiotensin system (RAS) Supressed RAS Increased Na* excretion
% renin (pressure natriuresis)

t angiotensin Il
% aldosterone

Angiotensin |l dependent hypertension

Bilateral Renal Artery Stenosis

Eila}aral Stenosis of SF“'I&&I’}F kidney
or impaired Kidney
Reduced renlal perfusion function
t renin-angiotensin system (RAS) Impaired Na* and water
4 renin excretion
t angiotensin Il l
t aldosterone j Inhibit RAS

< Volume expansion

MNormal or low angiotensin (I Increased arterial pressure



RVH:KIMLORD3 SUBHGLG\S\

-ERKSN YASDA(<30yas) HIPERTENZIYANIN BASLAMASI(xususila cav \hadmlarda)
-UROLOJi PATOLOGIYA OLMADAN BiRTOR3FLI KiCiKk BOYRDK
-GOBOK OTRAFINDA KUY ESIDILM3SI(ATEROSKLEROZ VO RiSK FAKTORLARI OLMADAN)
-REZIZSTENT HIPERTENZIYA,(MUALIC9YD TABE OLMAYAN)
-iZAH OLUNMAYAN DURGUNLUQ URDK CATMAZLIGI,AG CiYSR ODEMLORI
-iZAH OLUNMAYAN BOYROK BUZUSMOSIi(FORQ,>1,55m)
-ACF, ARB SONRA BOYROK FUNKSIYASININ PISLOSMOSI(KREATININ YUKSOLM®SSI)

>55 YASDAN SONRA AGIR HIPERTENZIYA
ANEMNEZINDD YAYGIN ATEROSKLEROZ(UiX,PERIFERIK ARTERIYA X2SToLiYi va s.)



RENOVASKULYAR

HIPERTENZIYA

-Aterosklerotik(80%)
-Fibromuskulyar displaziya(10%)
-Renal vaskulit

-Renal isemiya il gedan Aorta
koarktasiyasi

-Renal isemiyali aortitit
-Xolestorol emboliyasi

-Boyrak arteriyasinin atraf sisla
kompresiyasi

PATOGENEZI: RAAS AKTIVLIYINI ARTIRARAQ
HIPERTENZIYAYA S©B2B OLUR

Screening

Subtyping

Treatment

Diagnostic algorithm for identification of RVH

Screening of patients with high pre-test probability of RVH
(see Table 4)

Withdrawal of interfering therapies

1

Comprehensive Biochemical and Instrumental assessment

Y

* Duplex sonography
* CTor MR angiography

)
Catheter angiography
|

' |
o

l 1

PTRA PTRA plus stenting
See Table 5 for indications

| |
1

Primary HT with no _ Cureor yes
associated +— Improvement ———» RVH

renovascular disease of BP




= Clinical and laboratory
’ & findings

RENOVASKULYAR HIPERTENZIYA | tesatiar

* Sioking, diabéts

» Genarallzed athercaclorosls
-DUPLEKS USM(82-90%) + 4 tend uncton with ACE-UAR 240 ABPH
+ rgiifrent flugh pulmonary edema -Svere hypertension
. : : Tevers nocuinal g
-KT ANGIOQRAFIYA,MRT sl s
. . Coronary artary disease

-RENAL ANGIOQRAFIYA | Liypartophy
| I . = Flash pulmonary edema
il
| ' Impaired renal function
| ‘T_H_-_-_ Sacondary hyperaldosteronism
. I'. (it plasma renin, . K* and Na'}

4.3. Renal Artery Stenosis Fow o screen Abdominal bruils

Recommendations for Renal Artery Stenosis UI'F’*;*:’WH"FI‘ﬁ x
1Yaslilarda aterosklerotik renal arteriya gy P
2.Renal arteriya stenozu olan yaslilarda darman / 1 \
mualicasi naticasiz olduqda(refrakter Stonosls  Ambigous result o stenosls
b | CEO hipertenziya,pislasan boyrak funksiyasi),FMD daxil \ /
olmagla aterosklerotik mangali olmayanlara PTKA ya i d
STENT implantasiyasi nazara alinmalidir sihsuoinioe

and




KUSINQ X2STaLiYi,SINDROMU

KUSINQ SIDROMU QANDA KORTIZOL S9ViYY3SININ ARTIQLIGI iLD aL

R OLUB 1%-DoN
AZ RAST GOLINIR.

Cushing’s Disease

‘‘‘‘‘‘‘

AKTH asili
-Kusinqg xastaliyi(hipofiz sislari)

-Ektopik Kusing(bronxial,ag ciyar,pankreas karsinomasi)
AKTH asili olmayan

-Yatrogen

-Surrenal patologiyalar(adrenal adenoma, karsinoma)

-PATOGENEZ:HIPERTENZIYA(75%) KORTiZOLUN MINERALOKORTIKOID EFFEKTI V@
~ ANGIOTENZINOGENIN ARTIS! iL9 9LAQDDARDIR



\\

KUSINQ SINDDROMU

-Markazi piylanma(80%),inca atraflar
-Ayabanzar Giz(75%)

-Darinin incalmasi,Sizanaqlar

-Diabet

-Banodvsayi,girmizi zolaglar (stria, 45%)

Emotional disturbance
Enlarged sella turcica
Moon facies
Osteoporosis

Cardiac hypertrophy
(hypertension)
Buffalo hump
Obesity

-Boynun arxasinda donqar

Adrenal tumor or
hyperplasia

-Hirsutizm ,sac toklilmasi

Thin, wrinkled skin

-9zala va sumuk zaifliyi(osteoporoz) e
-Cinsi zaiflik,aybasi pozulmalari Amesioitién

Muscle weakness
-Depresiya,emosional pozguluq Purpura
--Yuksak tazyiq(75%)

-Osteoporoz

Skin ulcers
{poor wound healing)




DIAQNOSTIKA,M UALiC\\

QANDA , SIDIKD3(24saat) VO AGIZ SUYUNDA SORBIST KORTIZOLUN ANALIZI
DEKSAMETAZON TESTI

AXSAM?23:00 1mq DEKSAMETAZON VERILIR VO ERTOSI GUN PLAZMA KORTIZOL
SOVIiYYDSi YOXLANILIR

NORMAL <1,8mkqg/d|I
KUSINQ SINDROMU >10mkg/d|
SUBHOLI 2-10 mkq/d|
KT,MRT
MUALICD
CORRAHI,MEDIKAL(ganda kortizol saviyyasini azaldan preparatlar)

—




L)

FEOXROMOSTOM, PARAQANQL

Boyrakustl vazin adrenal medullasinin xromofin hiceyralarindan inki
katexolamin ifraz edir.

Paraganglioma simpatik va parasimpatik sinirlardan(boyun,mediastenu
inkisaf edir.

Adrenal medullada epinefrin va norepinefrin,paraganglioma isa yalniz norepinefrin sintez edir

Davamli va ya paroksizmal Hipertenziya(80%
Titrama va taxikardiya

Bas agrilari

Tarlama tutmalari

Bulanti

Caki azalmasi

pheochromocytoma pheochromocytoma

HaISIZIIq,yOréunluq A Adrenal B Extra-adrenal C Head and neck paraganglioma



FEOXROMOSITOM:KIMLORDS SUBHBL

® The five P’s:
Pressure (HTN) 9%
Pain (Headache)  80%

Epizodik simptomlar (5 P):

Paroksizmal hipertenziya,

(Pounding) gliclii bas agrilari, Perspiration 71% D
(Perspiration) tarloms, Palpitation 64%

(Palpitation) trakddyunms, Pallor 429
:;ablliolr');;/amma, O Paroxysms (the sixth P!)

AT-nin darmanlarla alagadar ® The Classical Triad:

yiksalmalari (mas, beta-blokatorlar, Pain (Headache), Perspiration, Palpitations
metoklopramid, Lack of all 3 virtually excluded diagnosis of pheo

simpatomimetiklar, opiodlar,
trisiklik antidepressantlar)



FEOXROMOSTOM

24saatliq sidikde metanefrin
24saatliq sidikda katexolaminlar
Plazmada metanefrin va katexolamin
Vanil mindal asid(VMA)

-Abdominal USM
-KT
-MRT
-PET skan

Screening

Subtyping

Treatment and follow-up

Diagnostic algorithm for identification of PPGLs

Screening of patients with high pre-test probability of PPGLs

{see Table 6)
|

Start doxazosin and then beta-blockers

!

Biochemical testing®:
plasma or urinary free metanephrine and
normetanephrine

Imaging: MRI or CT

\

Borderline: repeat sampling or
cansider clanidine suppression
test**

Negative imaging

Ga-68 DOTATATE,
Octreoscan, or *F-FDG or
BE.FDOPA PET/CT

|

L
Single lesion
—— In potie
e, e

SUSEC

QDT

== diEE0se
L. -

L
Surgical
excision

1

Angiography and vein
sampling

Repeat biochemical tests
(about & weeks after surgery)

!

Negative
|
Pharmacological
control of
symptoms

l

Positive

Genetic testing (see the text)

Metastatic disease
n?cg:l:h ‘

Ga-68 DOTATATE,

T=& Octreoscan, or ¥F-FDG or

YF-FDOPA PET/CT

*

1311.MIBG radiotherapy

'

Pharmacological control of
symptoms

L

.

Negative

* Long-term follow-up



F E OX R O M O ST O M ’ PA RAQA

Biochemical Tests: Summary

SEN SPEC
Ucatechos 83%6 88%%
- S — 76%0 94°%6
B 6. 1015 -+metancph 20%0 98%06
- — 63%0 o94%6
Plasma catecholamines 504 LO0%%

Plasma metanephrines Q9o LSOO



Anadangalma kardiovaskulyar hipertenziyanin
Sababld I r Coarctation

of the aorta

Wall of the aorta if
coarctation not present

Kisilorda daha cox rast galinir.

Sistolik AT yuxari atraflarda asagi atraflardan cox
Bazan sag va sol qolda farqg(sol subklaviandan 6nca)
Femoral arteriyada nabzin olmamasi
EXO KQ,TEE

DosQafasi Rengen,KT

L]
C a r ra h I RA. Right Atrium SVC. Superior Vena Cava V. Tricuspid Valve
RV. Right Ventricle IVC. Inferior Vena Cava MV. Mitral Valve
LA. Left Atrium MPA. Main Pulmonary Artery PV. Pulmonary Valve

LV. Left Ventricle Ao. Aorta AoV, Aortic Valve

Balon angioplastikasi



HORMONA BAGLI HIPERTEN

HIPOTOTIROIDIZM:DIASTOLIK T9zYiQl YUKSSLDIR
Dovr edan maye hacminin va periferik damar migavimatinin artmasi ila alagadar
HIPERTIROIDIZM:IZOLS SISTOLIK TaZYIQl YUKSSLDIR

Taxikardiyaya bagl yuksak kardiak output,vurgu hacmi,periferik damar mugavimati az

AKROMEQALIYA:(hipofiz adenomas1)20-40%HiPERTENZIYA RAST GOLINIR.Na« GERI
SORULMASI VO HUCEYRSXARICi MAYENIN ARTMASI iLS 9LAQSDARDIR

HIPERPARATIROIDIZM:(adenoma,karsinoma,hiperplaziya)HIPERKAISIEMIYAYA BAGLI
HIPERTENZIYA



I HIPERTENZIYANIN NADIR SG

\\\
\\\ *

Monogenic Hypertension

FEATURE

INHAERITANCE AUTOSOMAL
DOMINANT

DEFECT APICAL SODIUM
CHANNEL

CHARCTERSTICS HYPOKALEMIA
METABOLIC ALKALO
SIS

HYPERYTENSION
LOW RENIN, LOW
ALDOSTERONE

POTASSIUM CHANNEL
BLOCKER

TREATMENT

OTHER RARE MONOGENIC TYPES

LIDDLE’S SYNDROME GORDON’S SYNDROME

e i * Congenital adrenal hyperplasia.
DOMINANT it

NA- CL CHANNEL -11B-hydroxylase deficiency
OVERACTIVITY

-17a-hydroxylase deficiency
HYPERKALEMIA

AETABEIN Y o -21 hydroxylase deficiency

b/ RERTENS'ON * Glucocorticoid-remediable
LOW RENIN, LOW hvoeraldosteronism
ALDOSTERONE yperalaosteronis

THIAZIDE DIURETICS



Eva gétlriilacak mes aj/ia‘

-Ikincili hipertenziya, yuiksak A/T xastalarinda, xtisusan ganc yaé‘\d‘a hipertenziya
diagnozu qoyulmus va ya rezistent hipertenziyasi olan xastalarda genis yayilib.

-Hipertenziyali xastalards, tazyiga nazaratdoan asili olmayaragq, rezistent
hipertenziya vo HBOZ riskini azaltmaq tGcln Il hipertenziyani dayarlandirilmalidir.

-Erkan yasda baslayan va rezistent hipertenziya olan xastalar, ikincili hipertenziya
ucun muayina olunmalidir.

-Xastalarin ikincili hipertenziya tcun giymatlandirilmasi, xtsusila ikincili
hipertenziya Ucun risk faktorlarinin muayyan edilmasi G¢cliin anamnez cox vacibdir.

-Hipertenziyasi olan butln xastalar tazyiqi artira bilacak,reseptla va reseptsiz
verilan darmanlardan istifada Uctn yoxlaniimaldir.



e

Digqatiniz lciin tasakkdirlar..

Azarbaycan
Kardiologiya
Comiyyati
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