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Langor du patient hypertendu :
quand s& concentrer sur la mlcrOC|rcu$at|on ?
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( N\gor et HTA

Hypog‘ftension artérielle

& Anomalies structurelles
Atheroscle?ose e HVG
* Raréfaction capillaire

Anomqjcﬁes fonctionnelles
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Microcirculation
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Q'Earte des résistarces de la circulation coronaire
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Modifications structurelles de\\QJ\ microcirculation dans I"hypertension
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20=n/ Atteinte de la mlcrOCkfcuIatlon et de la macrocirculation
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Figure 1. Schematic representation of the micro/macrocirculation cross talk: a \ri@&:; circle of aggravation between alteration
of small and large arteries in essential hypertension. Q .
BP indicates blood pressure; and PWV, pulse wave velocity. 6\(,)QO H pertension 2022,79 :479-90
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Mécanisme non encore’élucidé : disaavas, (gfiable bowel
é‘:?? M truation disorders, syndron‘&@ auto-immune
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* Dysfonction endothe&f‘ale (notamment par R ditmboiged ) i ‘-“‘K\B*‘Q"‘“““- ohe. ot

insulino- re5|stancg~?

P Tonus symp@tchlque Migraine
 Spasme mlgmvasculalre

e Déficit e[pbestrogene (ménopause) Senglich)

. Facteuf”s psychologiques

P Sensibilité a la douleur
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Symptomes non discrimigdnts mais : * Tests d’ischémie souvent positifs
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b\f’e Results of Non-invasive Tests
° Provoqués par |e stress o(\o,,{e’% m Atypical Symptoms  mNo symptoms  mAngina

@fta based on 397,954 patients undergoing coronary angiography in the USA Patel et al: N Engl ) Med 362:886, 2010
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Etape 2 : Test a I,Qoéetylcholme (Vasoconstriction anormale ?)
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Principe de
thermodilution

Temperature

Etape 3 : Test fonctigﬁﬁel a 'Adénosine (Vasodilatation anormale ?)
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Guidewire-based CFR and/op?mcrocurculatory resistance
measurements should bQ}\‘fOﬂSIdEI’Ed in patients with
persistent symptoms, But coronary arteries that are either
angiographically nQrmaI or have moderate stenoses with
preserved |WFR,§F°FR

0 . .
o Microvascular structural remodelling

Intracorom]ry acetylcholine with ECG monitoring may qu«o '

consngéred during angiography, if coronary arteries are’ “either
angl‘bgraphlcally normal or have moderate stenoseg ‘With b

\
QO

preserved iwFR/FFR, to assess microvascular va&ospasm
Microvascular vasomotsr disorders
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Knuuti J, Wijns W et al. 2019 ESC Guidelines on Diagnosis eaﬁ(a Management of Chronic Coronary Syndromes
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Q@ENE@ ; INOCA : traitement
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ACEls, ARBs
and CCBs
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1. LIFESTYLE FACTORS 6‘\"0
Q@ DIU and BB

@ 75@ @ @ gg‘;"!%o Microcirculation
o= vl é - - 8\@"
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'eg;é J Inward eutrophicgémodeling
Nutrition Exercise Weight 9& Smoking Coping y o (4 media/lu mﬁ\l’\ ratio
managemersy cessation with stress 3 Ampli and P lumg¥ diameter)
mplitucle of N2 .
waverefactli (L Late hype é’bphlc remodeling?)
Restoged vasodilatation
| ¢
<
s
J or &°
£an J Pulsatile BP & J» Mean BP
damage N
Reduction of LVH,

Preservation of glomerular
filtration rate,

Prevention of dementia \ Arterial stiffness

J-Lumen enlargement

ACEls, ARBs . .
and CCBs Macrocirculation
> O\b
Microvascular Consider statins Vasospastic S ACEls. ARBs
(]
angina wp> | .nd ACEI /ARB = angina DlUand BB %Ao and CCBs
\ \ > ’
O
cP DIUand BB
1. Betablocker 1. Calcium channel blocker <&
2. Caleium channel blocker 2. Long-acting nitrate Figure 2. Schematic representation of a virtuous circle of pharmacological improvement of small and large arteries in essential
3. Nicorandil 3. Nicorandil hypertensio ding to regression of organ damage.
4. Ranolazine The order g qg(ency of the various pharmacological classes is the same, for improving microcirculation, macrocirculation, and reducing left ventricular

hypertrophy {LVH), preserving glomerular filtration rate, and preventing dementia. ACE indicates angiotensin-converting enzyme; ARB, angiotensin
receptor blockade; BB, beta-blockers; BP, blood pressure; CCB, calcium channel blocker; DIU, diuretics; and PWV, pulse wave velocity.

5. Ivabradine
6 Trimeataridine
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Angor de I’ hyp@\\rtendu et microcirculation
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* Physiopathologie multlfactomlle

v’ Structurelle (augmenl;a‘tlon IMR, remodelage, raréfaction) &
v" Fonctionnelle (dlrruﬁutlon CFR, dysfonction endothéliale / non endothehaJ?é constriction
v oules 2 &O&b 0&&0
oecz“ .\oo‘(@@
* Diagnostic pogsnble au cath lab 060@"\
v’ Test d@wasoreact|V|te (spasme) &

v Testgia Iadenosme (microcirculation)

* Et traitement adapté o8
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