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4 VValves

- 2 Atrioventricular (AV) valves
BMitral valve
BTricuspid valve

- 2 Semilunar valves

BAortic valve
BPulmonic valve
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COMMON AREAS FOR AUSCULTATION IN VALVULAR DEFECTS AND CONGENITAL SHUNTS
AOQ=AORTIC ARTA (MURMURS OF AORIIC STENOSIS
AND AQRTIC INSUFEICIFNCY)
FA=PUIAONARY-ARIERY &REA (MURMURS OF
FLLMONARY STENOSIS AND INSUFFICIENCY)

RV = RIGHT VENIKICLIAR AREA [MURMURS OF
TRICUSPID-VALVE DISEASE)

VZLEFT VENTRICULAR AREA IMURMURS OF
MITRAL STENOSIS AND AMTRAL INSUTTICIENCY)

Jid L. INTERSPACE (MOST MURMURS OF PULMONARY,
AORNIC, AND TRICUSPID GRIGIN, AND OF VINTRICULAR
SEPIAL DEFECT; SPITTING OF Znd SOUND}
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AND “QUTFLOW '“TRACT MUMMURS OF
LEFT HEART: AS=AQRTIC STENDSIS; al=
ADRTIC INSUFFHICIENCY; mS5=MITRAL
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Aortic stenosis Vs  Aortic regurgitation

\litral stenosis Vs  Mitral regurgitation
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VALVE HISTOLOGY SHOWING PROGRESSION OF THE DISEASE

Initiating factors: ?\iseas‘ej progression: End-stage disease
Bicuspid valve ge and sex
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Aortic sclerosis Severe aortic stenosis
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Normal Aortic sclerosis Mild-to-moderate Severe aortic
<2.5 m/sec aortic stenosis stenosis
C 2.5-4.0 m/sec >4 m/sec
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AS 0 Clinical manifestation

Sympitoms

- Angina pectoris : Supply -demand mismatch

- Syncope : Excertional , Tachybradyarrhythmia

- CHF : Diastolic HF

- Other 0 IE, Arrhythmia

Signs

- Del ayed carotid upstroke anc
Pul sus parvus et tardus o

- Sustained apex beat

- Mid systolic murmur / thrill radiated to neck

- §, gallop

- Gallavardin murmur




% survival

Aortic stenosis : Natural history

~ Onset severe symptoms
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Anacrotic pulse (low volume

JVP Small ‘a’ wave slow rising with ‘judder’)

visible in severe cases ,( /\
Systolic thrill "

(expiration
leaning forward)

Murmur
radiation

Low pulse pressure
Pulsus alternans
in severe cases

1

Bicuspid Rheumatic K " "
S4 = bad disease In
0 younger patient
S -"//
Soft S/~ f I \
Ejection sound Early diastolic murmur
if valve or aortic regurgitation
bicuspid and
mobile (not Az may be inaudible if valve calcified
elderly, S, reversed due to prolonged LV ejection
calcified)

Ejection systolic murmur heard
at base, left sternal edge,
aortic area and carotids
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as AS progress 2 decrease in intensity.
May paradoxically split as
severity increases

May become soft and

A2 P2 smglelatemthecourseJ
1 (| I%
o »
Murmur is systolic , harsh \

at Rt. Upper sternal border
Radiates to carotids

\[ Intensity decrease Peaks in early to mid -systole

Reduce LV

Intensity decrease
s
compliance

as LV function until late in the course when it

‘\p&aks later and is more intense




Severe AS 0 Physical examination

o Small pulse amplitude

o S, gallop from concentric hypertrophy
o Late systolic murmur

o Soft or absent A ,

Not correlated with LV function
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AS CXR

ascending aorta from post-stenotic dilatation



