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Endocardial and valvular diseases
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Valvular function
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Non-bacterial thrombotic endocarditis
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Non-bacterial thrombotic endocarditis
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Carcinoid heart disease
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Normal histology of valves

Semilunar Valve Atrioventricular Valve

(Left) The 3 distinct valvular
layers are the fibrosa
spongiosa 2>/ and
ventricularis =>/ Afine line of
elastic tissue is seen beneath
the endocardium overying the
fibrosa layer [~] The
ventricularis layeris the
richestin elastic tissue, as
shown by the heavy black
band on this elastic stain.
(Right) This photo shows the 3
distinct valvular layers:
Fibrosa [/ spongiosa /2] and
ventricularis [=] with the
subendocardial elastic layer

Diagnostic Pathology: Normal histology
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Normal histology of valves

collagen
crimp
corrugations

elastin

Systole Diastole
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Myxomatous mitral valve
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Mvyxomatous mitral valve
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Myxomatous mitral valve
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Myxomatous mitral valve

Diagnostic Pathology: Cardiovascular

Semmelweis University
http://semmelweis.hu




Calcific aortic stenosis
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Cardiomyopathies
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Dilated cardiomyopathy
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Dllated cardmmyopathy
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Arrythmogenic cardiomyopathy
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Arrythmogenic cardiomyopathy
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Arrythmogenic cardiomyopathy
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Hypertrophic cardiomyopathy
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Hypertrophic cardiomyopathy
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Restrictive cardiomyopathy
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Restrictive cardiomyopathy
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Family History

C Age: 62 years C 55 years
Stroke at 59 years | Gastrointestinal
! Disturbancies

27 years

Asymptomatic

42 years Incidental diagnosis of

Renal FailureD Left Ventricular Hypertrophy

1:1 7 1:2 (ECGand ECHO)
PR Interval = 116

Family Screening

GLA +/-
GLA +/- Ophtrélmologic evaluation:
ECG PR=112 msec Cornea Verticillata
IVS=9mm ECG PR =122
1:1/ Dermatologic 1:2 VS =11 mm
evaluation:

p Renal function = normal
angiokeratomas

Renal function

=normal
Dermatologic PR Interval = 120
Evaluation: GLA +
Angiokeratomas I1:1 a2

GLA +

Extension of information and tests in family

Tracing medical reports

No cardiac
information 87 years
Dialysis for 9 years Arterial Hypertension
Death at 55 years 'L i 2 GLA-/-
No autopsy
No genetic test
ECGPR=126
IVS =11mm
I1:1 GLA +/- I1:2|  GLA+/-

. Intermittent proteinuria
7 I:2 GLA +

Pedigree | MOGE

111 Mnagn; Ok Goc Eo

1:2 Mo Oo Go E .61a/-

I:1 Miijepr) Onsnsc Gx-L Eg.6Las/-
11:2 My Ok.6 Gx. Eg-Gra+/-

11 My Osc Gx.L Eg.61a+

11:2

MH OK GX-L EG-GLA+

IV:1
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Mo Op Gone Eo

Diagnosis of
cardiomyopathies

Morphofunctional
Organ

Genetic or familial
Etiology

Heart Failure Stage

JACC Vol. 62, No. 22, 2013
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Myocarditis

0 4 days 14 days

Acute phase

* Viremia

* Increased virus titer in Subacute phase
myocytes

« Acute myocyte damage * Virus clearing

« Infiltration of immune cells
(T, B, and natural killer cells)

* Focal microcalcification

* Macrophage activation
L * Neutralizing antibodies

* Proinflammatory cytokines
Early release of interleukin-1§, =%
interleukin-2, tumor necrosis
factor-a, and interferon-y

* Early tissue repair

Semmelweis University
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30 days

90 days

Chronic phase

* \/irus often undetectable

* Possible smoldering inflammation
with associated arrhythmia

* Myocardial fibrosis
+ Dilated cardiomyopathy
* Heart failure

Cardiovascular Pathology, 4 ed




Myocarditis

HE staining
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Diagnosis of myocarditis

Cardiology
Radiology (US, MR)
Pathology (EMB)
_aboratory medicine
Microbiology
Virology

Genetic consultation
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Toxoplasma myocarditis
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Autoimmune disease (SLE)
(Libman-Sacks endocarditis)
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(SLE)
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dis_se (S‘LE)

2 x 3 . ‘Q??
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Pericarditis
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Pericarditis -
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Cardiac tumors
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Cardiac metastasis
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\ Diagnostic Pathology: Cardiovascular
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Fibroelastoma
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Fibroelastoma
Floating
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Fibroelastoma
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Fibroelastoma
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Rhabdomyoma
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HE staining &
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Complication of infective endocarditis could
be...

A. Thromboemboli

B. Glomerulonephritis
C. Valvular regurgitation
D. Intracardial abscess
E. All of them.

Semmelweis University
http://semmelweis.hu




mo o w»

Which cause can lead to
dilated cardiomyopathy?

Hypertension

schaemic heart disease
Dystrophin mutation.
nfective endocarditis
None of them
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