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VALVE HISTOLOGY SHOWING PROGRESSION OF THE DISEASE

Initiating factors: Disease progression: End-stage disease
Bicuspid valve Age and sex

Genetic factors Increased serum lipids

Shear stress Increased blood pressure

Diabetes and metabolic syndrome

Smoking

Early lesion
LDL Monocyte

D

Endothelium

Ca2* Phenotypic transformation

Whnt3, Lrp5, and 3 catenin

Oxidized LDL Macrophage /\
Fibrosa \_}
Ang Il

Calcification

Increased alkaline phosphatase
Increased BMP-2

Increased osteocalcin

. A Fibroblast

Osteopontin Osteoblast

Ventricularis

Left ventricle
A

AORTIC-VALVE ANATOMY
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Normal Aortic sclerosis Mild-to-moderate aortic stenosis Severe aortic stenosis
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Pathophysiology of Aortic Regurgitation

Pulmonary venous
congestion
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Bahpidika

® FUYYEVIIC OTEVWOT] TG piTpoeidouc O guvduaayo
[E LETOKOATTIKT] ETIKOIVVIG (ouvdpopo Lutembacher)
EvanoBean BAEVWOTIDAUOOKYapIBWY OTIC YAWYVEC
(ouvdpopo Hurler)

o EVB0KOpOLOKT) IVOEAQCTWOT

® CpopBwan mpoodeTknc PaiRdac

® Kapkwoeidec e Kapdiac

Mn poApidika

* MUEwpa apioTepol KOAMOU

* TpiYwpoc apIOTEPOC KOATIOC |IE OUYYEVT) OTEVWOT] TWV
TIVEUHOVIKDY QAERwY

® JTEVWOELS TWV MVEUNOVIKWY PAEBWV

¢ Opopfwan Tou kKAwpou mc eV PahBidac







Normal MV area = 4-6cm?
Symptoms begin = < 2cm?
Critical MS = < 1cm?
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Pathophysiology

(S

hypertrophy Dilated LA
— Increased preload mildl‘f‘[ LAp
— Increased afterload '

— Increased total stroke //’—"‘

« Eccentric

volume AND forward
stroke volume AND
LVESV returns to
normal

+ Increased LA size

— Increased LA
compliance

— Larger volume at i
lower pressure Chronic

Compensated

Pathophysiology

-
* Depressed

contractility Dilated LA
— Decreased SV milcly { LAP

— Increased
LVEDV
NOTE: further
dilatation leads
to progressive

MR
Chronic

Decompensted
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