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Arterial hypertension following cardiac transplantation, the effect of digitalis on m



Pulmonary Arterial Hypertension: histopathological features
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Pulmonary Arterial Hypertension

Primary Pulmonary Hypertension (PPH)
- Sporadic
- Familial

Pulmonary Hypertension Associated with:

— Collagen Vascular Disease

- Congenital Systemic to Pulmonary Shunts
- Drugs/Toxins

— Portal Hypertension

- HIV Infection
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Normal Heart Puimonary Hypertension
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Pulmonary arterial hypertension
- a hypothetical mechanism -

Phenotypically altered and
transdlfferentiated (SM-like) EC

Medial and intimal thickening Complex vascular lesion
S Apoptotic EC Release of factors
a» Surviving EC “* Proliferation
<> CD34" precursor cell “ Expansion of precursor cells
-2 SMC < Transdifferentiation

W SM-like cell




BMPR2 haploinsufficiency

Other genetic factors:
ALKl SMADI
CAVI  SMAIM
ENG SMAD9

Environmental factors:

Hypoxia
Infection

Appetite suppressant drugs
(dex/fenfluramine)

Toxic oil

Tunica adventita
Tunica media
Tunica intima

Medial and smooth muscle
cell hypertrophy

Endothelial proliferation
Intimal fibrosis

In situ thrombosis
Intimal fibrosis

Thrombaosis

Lipid mediator dysregulation
Extracellular matrix

Nitric oxide chemistry
Autoimmunity

Pulmonary arterial
hypertension

Potassium channel disruption
Endothelin-1 dysregulation
Serotonin dysregulation
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Inflammation
Decreased BMP signalling
Increased TGF-f signalling
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Pulmonary Arterial Hypertension

Detection and Diagnhosis
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The mechanism by which nicorandil attenuates MCT-induced
pulmonary arterial hypertension
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Exogenous Genetic
stimuli predis position

Pulmonary arterial hypertension

Source: Ther Adv Endo Metab @ 2012 Sage Publications, Inc.




Diverse Pathophysiology of Pulmonary Arterial Hypertension

PULMONARY _ FIBROSIS
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Cardiomyocyte

Triggers for Endothelial dysfunction
Angiotensin Il, Vasopressin, Cytokines,
Thrombin, Oxygen Free Radicals,
Shearing Force efc.
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Remissions

Pulmonary arterial hypertension




Targets for Current or Emerging Therapies
in Pulmonary Arterial Hypertension
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Drug Designing

Drug Metabolism &
Toxicology

Bioequivalence &
Bioavallabllity



http://www.omicsgroup.org/journals/drug-designing.php
http://www.omicsonline.org/drug-metabolism-toxicology.php
http://www.omicsonline.org/drug-metabolism-toxicology.php
http://www.omicsonline.org/bioequivalence-bioavailability.php
http://www.omicsonline.org/bioequivalence-bioavailability.php
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