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Measles —
definition

us viral disease with:
mptoms,

onic enanthema — Koplik’s



easles —
etiology

t — Morbillivirus — RNA-
of Paramixoviridae family,
nvironment, unstable on




Measles —
oldemiology

ransmission.

, Index of contagiousness >92%. Common in
rs, uncommon in age >12 years.

demic outbreaks, epidemics.

Facilitating factors — poorness, low sanitary level, refusal
Immunizations.



Measles —
pathophysiology

« Portal of entry — mucosa of upper respiratory tract
and conjunctivas, followed by:

** Primary viremia — lymph nodes — virus
multiplies during the incubation period —

secondary viremia — dissemination of virus to the
epithelial cells of the skin and mucosa.

e VIisceral involvement are immune mediated.




Measles —
clinical manifestations

* |ncubation period — 9-14 (up to 21) days.

» Catarrhal stage — acute onset by fever, dry
cough, runny nose, sneezing, conjunctivitis,
eventually photophobia. In the end of this
stage Koplik’s spots appear (1-2 days
before appearing of rash and disappear 1-2
days after appearing of rash).




easles —
Coplik’s spots



Measles —
al manifestations

c stage:
ous rash
ehind the ears, descendent

onvalescent stage — rash fades by brownish
pigmentation.




asles — rash




les — face



Measles — rash



easles —
Ical forms

preg omen
¢ Measles in immunocompromised.




Measles —
complications

» Respiratory — subchordal laryngitis, pneumonia
(primary — by morbillivirus, secondary — bacterial

superinfection).
» Gastrointestinal — gastroenteritis, hepatitis.

» Neurological — aseptical meningitis, encephalitis,
subacute sclerozing panencephalitis — to 15 years
after acute disease.




Measles —
laboratory findings

» Blood cells — leucopenia with neutropenia,
lymphocytosis, monocytosis.

» |f bacterial superinfection appears —
leucocytosis with neutrophilia and left shift.

* Erythrocytes’ sedimentation rate (ESR) —
normal.



Measles —
diagnosis

demiological.

establishment of specific IgM
erum sample taken 2-3 days
Ing of rash — by ELISA.



Measles —
ment and treatment

ogic treatment.

eatment — infusions of fluids
Serum glucosae 5%), oxygenation.

tic — expectorants, antipyretics
B2, B6, C.
mplications.




Measles —
prophylaxis
» Specific — three vaccine (MMR) — In age of
13 months and 12 years.

» Non specific — gamma-globulin — to 6™ day
after contact!!!

 |solation of the patient — 5 days; observation

of contact people 14 days, after gamma-
alobulin — 21 days.




ubella —
efinition

s viral disease with:

ccipital lymph nodes
IC manifestations.



Rubella —
etiology

— RNA-virus, member of
1y, unresisting In
stable on disinfectants.



Rubella -
epidemiology

Source of infection — patient, including unapparent form.

Route of transmission — respiratory, vertical (trans-
placental).

1'he patient Is contagious 3-4 days before and to 5 days
after appearing of rash.

Child with congenital rubella sheds virus to two years
after birth.

Susceptibility — high.
Index of contagiousness — moderate.




Rubella -
pathophysiology

« Portal of entry — mucosa of upper respiratory tract
and conjunctivas followed by:

** Primary viremia — lymph nodes — virus
multiplies during the incubation period —
secondary viremia — dissemination of virus to the

epithelial cells of the skin, kidneys, joints,
placenta, respiratory tract..

e VIisceral involvement are immune mediated.




Rubella —
cal manifestations

eriod — 14 days (12 to 23 days).

rodroms — low-grade fever, runny nose,
ctivitis, weakness.

-occipital lymph nodes (symptom of

culo-papulous, appears behind the ears with
Spreading; without itching, pigmentation
on.

1ld systemic manifestations — mild to moderate fever,
mild catarrhal symptoms.



Rubella — rash




Rubella — rash




ubella —

“monocytosis, plasmocytosis. In .




Rubella —
complications

Arthritis.

Central nervous system — brain edema, aseptic meningitis,
encephalitis.

Hemorrhagic syndrome — due to autoimmune
thrombocytopenic purpura.

congenital-rubella syndrome — depends of the term of
pregnancy — anencephaly, microcephaly, cardiac abnormalities
(trilogy or tetralogy of Phallot), deafness, blindness due to
congenital cataract, retardation in growth due to long-bones’
defects, thrombocytopenia, congenital diabetes,
hepatosplenomegaly, low-birth weight.




Rubella —
Dmbocytopenic purpura



Rubella —
ngenital cataract



Rubella —
diagnosis

» Clinically-epidemiological — symptom of
Teodor, specific rash, contact.

» Serological — establishment of specific IgM
antibodies In serum sample or rising of titer
of specific antibodies in second serum
sample taken 2 weeks after first sample— by
ELISA.



Rubella —
ment and treatment

ogic treatment.

eatment — infusions of fluids
Serum glucosae 5%), oxygenation.

tic — expectorants, antipyretics
B2, B6, C.
reatment of complications.




Rubella —
prophylaxis

s Specific — three vaccine (MMR) — In age of
13 months and 12 years.

» Non specific — gamma-globulin — to 6 day
after contact!!!

 |solation of the patient — 5 days; observation

of contact people 12 days, after gamma-
globulin — 21 days.




pox (varicella) —
efinition

s viral disease with:

Ous pruritic rash.



pox (varicella) —
etiology

t — DNA virus, member of
amily. Pathogen for human



kenpox (varicella) —
epidemiology

lon — patient. Without carriety!!!

ibuted.

e of transmission; seldom by direct contact
uid; vertically during the pregnancy.

— extremelly high; index of contagiousness
o!l!

children age to 10 years.
« Life-long immunity!!!




Chickenpox (varicella) —
pathophysiology

» Portal of entry — mucosa of upper
respiratory tract — initial multiplying —
blood — primary viremia — liver, spleen —
major multiplying — blood — secondary
viremia — to the skin — evolution of rash.



Chickenpox (varicella) —
clinical manifestations

Incubation period — most frequent 14 days ( 11 to 22 days).
Acute onset with fever.
In children immediately follows rash.

In adolescents and adults — prodroms — headache,
weakness, soar throat.

Rash — begins on the face and quickly generalizes. More
rash units on the trunk and face, less — on the extremities.
Evolution — macula — papule — vesicle — (pustule) —

crust. More than one rash wave possible.




poXx — vesicle

1996, Dermatology, Unlversity of Iowa



)X — polymorph rash




enpox — rash



— polymorph rash




NPox — rash



Smallpox



enpox (varicella) —
Inical forms

rity — mild, moderate, severe.

ricella

aricella in immuno-compromised
¢ Progressive varicella — with visceral involvement.



Chickenpox (varicella) —
laboratory findings

» Blood cells — leucopenia with neutropenia,
lymphocytosis, monocytosis. If pustules
appear — leucocytosis with neutrophilia and

left shift.

* Erythrocytes’ sedimentation rate — normal,
In secondary bacterial infection — increased.



Chickenpox (varicella) —
complications

Secondary bacterial infection on the skin —
pustulization.

Carditis

Pneumonia (primary — varicella-virus —
symptoms appear early, severe course with acute
respiratory failure; secondary — bacterial —
symptoms appear later)

Encephalitis — severe course

Cerebellitis — affects cerebellum — ataxia and
tremor; benign prognosis.




Chickenpox (varicella) —
management and treatment

» Etiologic —acyclovir 5 to 7 days; dose: mild
forms — 10 mg/kg/24 h per orally, moderate
forms — 20 mg/kg/24 h per orally or intra-
venously, severe forms — 30 mg/kg/24 h
Intra-venously.

« Symptomatic — antipyretics, antiseptic
powder with menthol and anesthesin.
Without menthol spiritus!!!

e Vitamins — B2, B6, C.




Chickenpox (varicella) —
prophylaxis

« Specific — live vaccine — USA, Germany, Austria,
Canada, Italy, Israel, Swiss etc.

« Non specific — gamma-globulin — to 72" hour
after contact. Effectiveness Is not sure. Incubation
period prolongs to 28 days.

 |solation of patient — to spontaneously removing
of more of crusts.




carlet fever —
Jefinition

S bacterial disease (one of forms of
ction) with:



carlet fever —
etiology .

— B-hemolytic
group A — Streptococcus '

(+).



Scarlet fever —
epidemiology

Source of infection — patient (to 10 days, seldom
to 40 days); carrier (to 70 days).

Epidemiological significance — mild and abortive
(without rash) forms.

Route of transmission — respiratory.

Index of contagiousness — 20-40%. Common In
children in age 2 to 10 years.



Scarlet fever —
pathophysiology

Portal of entry — mucosa of the throat. In extra-buccal scarlet fever —
abraded skin.

The agent Is on the portal of entry where multiplies, causes
Inflammation and produces toxins and enzymes that influent into the
circulation.

Pyrogenic toxins A, B and C causes fever, damage of the vessels’
walls, specific rash and hepatic and myocardial involvement.

Immune processes — forming of antibodies against concrete tissues
(kidneys, heart, joints). Appear immune complexes including
streptococcal antigens and anti-streptococcal antibodies that cause
Immune-allergic complications.




1.
2.

Scarlet fever —
clinical manifestations

Incubation period — 3-6 days (2 to 12 days).

Acute onset with fever, pain in the throat,
vomiting.

Scarlatinous face — intensive red cheeks, pale
perioral triangle.

Intensive red throat.

The tongue Is whitely coated with prominent taste
papilla and red margins — “strawberry tonque™.




et fever —
face



Scarlet fever —

P 3303 00 0 (P



Scarlet fever —
clinical manifestations

3. Rash — appears 12 to 48 hours after increasing of the
temperature.

« Erythematous pseudo-confluent rash.
e Dry, rough, goose-flesh skin.
« Syndrome of capillary-toxicosis:

* Symptom of Hecht — after pinching on the chest petechia
appear.

* Symptom of Pastia — linearry located petechia in axils, elbows
and inguinal regions.

*» Symptom of Rumpel-Leede — after measuring of blood
pressure on the place of pressure petechia appear.




Scarlet fever —



Scarlet fever —
rash




arlet fever —
rash




Scarlet fever —
ation of the rash




Scarlet fever —
clinical manifestations

4. Other symptoms:

« Tachycardia

« Hepatomegaly

« Seldom mild jaundice

«  Mildly enlargement of cervical lymph nodes is possible.

«  “Raspberry tongue” —in 3-4™ days the coat _
disappear and the tongue becomes Intensive red with
prominent taste papilla.

5. After 5-7 days the temperature normalizes, the rash
disappears, the tongue and throat normalize.

6. After 7-8 days desqguamation of the skin appears.




carlet fever —
. erry tongue



Scarlet fever —
laboratory findings

 Blood cells:

¢ leucocytosis;

*¢* neutrophilia with left shift, lymphopenia;
% after 3" day — marked eosinophilia.

» Moderately increased erythrocytes’ sedimentation
rate.

» Slightly elevated serum billirubin and
ammotranspherases’ levels; eventually elevated
urea and creatinine’ levels.

 |n urine — proteinuria, in sediment — erythrocytes,
leucocytes, casts.




rlet fever —
Ical forms

severity:

IC and sepitic.
to portal of entry:

e extrabucal.




rlet fever —
plications

. Toxic hepatitis
. Myocarditis
. Brain edema with encephalopathy.



carlet fever —
mplications

10% day:

Inous glomerulonephritis.
Inous myocarditis.
atinous sinovitis (rheumatoid).




carlet fever —
diagnosis

Jemiological.

al — pharyngeal swab —
solation of B-hemolytic
on media.



Scarlet fever —
management and treatment

Etiologic: antibiotic of choice — penicillin G per
orally 5 to 10 days. In more severe cases —
Intravenously.

Alternative — macrolides,
trimetoprime/sulphamethoxazol.

In allergy or lack of effect — cephalosporin 3"
generation (Ceftriaxon).

Supportive: infusions of glucose and saline
fluids, vitamins — B2, B6, C.

Symptomatic — antipyretics.




arlet fever —
yrophylaxis

orophylaxis.

10 days.
ntacts — 12 days.




rysipelas —
streptococcal infection

t — B-hemolytic
group A — Streptococcus

(+). b



Erysipelas




Ipelas

Erys



sipelas






las

rysipe




ohantiasis
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