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Hand foot and 
mouth disease 

Coxsackie virus 
A16 (an 
enterovirus) 
• Enterovirus 71 
( HAS BEEN 
ASSOCIATED 
WITH 
ENCEPHALITIS 
AND 
MYOCARDITIS) 
 

It starts with 
URTI 
symptoms 
with fever, 
malaise and 
pharyngitis, 
flu like 
symptoms 
then comes 
the rash. 

▪ Two routes 
of 
transmission 
feco-oral and 
direct contact 
in the rash 
phase. 

The rash is typically on 
the soles, palms and 
buttocks, and around the 
mouth  
has this appearance: 
 ORAL: football shaped 
(eye shaped) painful 
vesicles, involves the 
buccal mucosa and 
tongue. (spares posterior 
pharynx as opposed to 
herpangina that spares 
anterior pharynx) o  
SKIN: red papules that 
progress to gray vesicles. 
it’s vesicular it can 
commonly have a macular 
appearance we call it a 
maculovesicular rash. 

 symptomatic (treat 
fever, pain) we 
MUST maintain 
hydration 

Occurs in outbreaks, 
typically in schools 
-Consider hospital 
admission in severe 
illness (enterovirus 
A71) which has high 
morbidity and 
mortality, as it carries 
risk of Encephalitis! 
The typical disease: 
• Children under 10 
are mostly affected, 
more-so under 5, 
Atypical disease: 
• Higher age groups ( 
adults and teenagers 
severe 
presentation) 
 

Smallpox variola virus, 
There are two 
strains: variola 
major (mortality 
20–50%) and 
variola minor) 
and 
orthopoxvirus. 

  centrifugal rash is initially 
maculopapular and 
progresses to vesicles, 
pustules, and scabs over 
1–2 weeks 

may be 
confirmed 
by EM or 
PCR (to 
differentiate 
it from other 
poxviruses 

no specific 
treatment 
(supportive) 

The incubation period 
is 10–12 days and is 
followed by a 
prodromal period of 
1–2 days. 

Orf ▪ Sore 
mouth disease 
of goat and 
sheep 

Parapox virus 
(DNA virus 
related to 
smallpox virus) 

 coming into 
contact with 
infected 
animals 
(petting, 
feedings, 
harnesses,bite) 
, but can also 
transmit 
between 

<Small papule→ nodules 
→ ulcerate and crust> 
It can infect the same 
patient over & over again 
with the continuous 
exposure. 

 no treatment 
However, the 
papules may 
become infected 
by 
bacteria, or in case 
of immune 
compromise → 
treat with 
antibacterials 

Can be infected 
multiple times 
through out life (each 
time is less 
severe) 



people. 
(animal to 
human 
(zoonotic) and 
human to 
human) 

Molluscum 
contagiosum 

Molluscum 
contagiosum 
Virus 
(mcv) 

  Clusters (<30) of virus 
induced flaccid, Skin 
colored 
(nonerythematous) and 
umbilicated vesicular 
rash.Appears on the skin. 
(On face and trunk, pubis 
and 
rarely mucosa) 
The severe form 
accompanies HIV. This 
skin colored, localized, 
innocent rash 
becomes widespread, 
erythematous, broken 
with the permeation of 
super 
infections 

 It’s innocuous, 
spots resolve on 
their own and may 
be 
present for YEARS. 
o Cryotherapy or 
other dermatologic 
treatments can be 
done when the site 
of this rash is 
sensitive or 
bothersome 

Complications: 
1. Scarring, especially 
if manipulated. 2. 
Bacterial secondary 
infections 
3. conjunctivitis for 
those that are near 
the eyes 

impetigo S. aureus and/or 
GAS 

  Lesions start as small 
macules or papules → 
small vesicles (with 
erythema) 
→develop into flaccid 
bullae → rupture, 
releasing a 
yellow discharge which 
forms thick crusts. [70% 
are 
non-bullous and appear 
as Crusted lesions] 

 — Topical agents 
for most cases → 
mupirocin is the 
best 
topical agent. 
Patients who have 
numerous lesions 
or who do not 
respond to topical 
treatment should 
receive oral 
antibiotics 

-▪ It is the most 
common bacterial 
skin infection in 
children 
 
-It is common and it’s 
highly contagious 
(scratching, 
towels, clothing, 
autoinfection and 
spread in daycares). In 



(flucloxacillin or 
cefalexin). 
If MRSA is 
suspected/isolated, 
then treatment 
with doxycycline, 
clindamycin, or co-
trimoxazole 

short, poor hygiene is 
the problem 
-Usually seen with 
regional Lymph 
adenopathy 
(there’s invasion of 
the lymph) 
-Can cause cellulitis 
which is more 
worrisome than 
impetigo (deeper 
infection) 
and it can spread 
quicker, cause 
damage and reach the 
blood, and cause 
bacteremia. 
▪ PSGN (post strep 
GN), M proteins of 
GAS are cross 
antigenic with other 
normal 
tissue antigens 

Ecthyma S. aureus or GAS   Punched out ulcers that 
are deeper than the 
epidermis, with elevated 
erythematous or violet 
margins (moon craters 
appearance) 
Other similar lesions 
(ecthyma gangrenosum) 
may occur with P. 
aeruginosa in 
neutropenic (reduced 
neutrophils in blood) 

 -Empirically we 
treat it with 
flucloxacillin or 
cephalexin (unless 
cultures yield 
streptococci alone, 
in which case 
penicillin is 
appropriate). -in 
the deeper 
form, topical 
treatment isn’t 

Can progress from 
impetigo1 or start out 
as ecthyma2 



 

 

patients. (immune 
depressed) 

used rather 
systemic is• 
 
▪ -
Antipseudomonal 
agents, e.g. 
piperacillin-
tazobactam, used 
for pseudomonas 

Dermatophytes 
(tinea disease) 
 (fungal cause 
of crusted 
lesions) 

Dermatophytes 
-
epidermophyton 
-microsporum 
-trichophton 

 patient to 
patient or 
environment 
(soil or animal) 
to patient. 

 -KOH 
mounts of 
skin 
scrapings 
and infected 
hairs 
demonstrate 
hyphae. 
- Some 
species 
fluoresce by 
a U.V. lamp. 
- Culture is 
used when 
KOH 
preparations 
are negative 

Topical use of 
tolnaftate, 
allylamines, or 
azoles is usually 
sufficient. 
▪ Nail bed and 
more extensive 
skin infections 
require systemic 
therapy with 
griseofulvin or 
itraconazole and 
terbinafine 
combined with 
topical therapy. 
Therapy must be 
continued over 
weeks to months, 
and relapses may 
occur. 
▪ No specific 
preventive 
measures such as 
vaccines exist. 

A group of fungi 
(more than one) that 
share two things → 
capable of 
invading 1 
and feeding off of the 
dead keratin2 of skin, 
hair, and nails 
(require 
keratin for their 
growth) 



Cutaneous 
leishmaniasis 

Parasite Has two 
forms: disease 
causing (resistant) 
form and infectious 
motile form 
(promastigote) which 
it does alternate 
between to cause the 
disease 

 by sandflies Skin lesion(s) on the 
face or leg 
papule at site of bite 
→ small nodules→ 
painLESS ulcer→ 
crust 
(pigmented) 

Remove crusts and take 
skin scrape for 
microbiology or DX by 
culture. 
• Biopsy (punch or needle 
aspirate) to retrieve 
organism and detect 
under 
microscope. 
• On CBC shows reduced 
cell count (red, white or 
all). 

Local heat to area for 
2-3 hours a day 
• Pentavalent 
antimonials (group of 
chemicals given for 
CL) 
• Others include: 
Liposomal 
amphotericin B, Oral 
miltefosine, 
Pentamidine 
• Given for a 
minimum of 20 days! 
-it will leave a 
scar/impression that 
the patient( can’t get 
rid of even after 
healing) 
 

 

Staphylococcal 
scalded skin 
syndrome 

a toxin (exfoliatin 
from staph .aureus) 
from phage group II 
(bacteria is infected 
by this 
phage, acquires the 
gene to produce the 
toxin) 
 
 

Symptoms: 
Preceded by a 
prodromal 
illness ( URTI ) 
or Otitis 
Media, 
Pharyngitis, 
Conjunctivitis, 
then the 
acute phase 
hits: fever + 
malaise (due 
to loss of 
fluids) 
and red 
painful skin 
with bullae 
formation. 
Signs: 

. Due to 
HEMATOLOGIC 
(not local) 
spread of 
staphylococcal 
EXOTOXIN 

red painful skin with 
bullae formation 

Positive Nikolsky’s sign 
(detects acantholysis) 
o In lab we can do 
exotoxin assay or A blood 
culture 
would be positive 
because such 
presentation is caused 
by bacteria gaining access 
to the blood 

MUST ADMIT THE 
CHILD (burn unit or 
ICU!) 
▪ Systemic IV 
antibiotics are given 
(anti MRSA or anti S. 
aureus) 
▪ Systemic steroids 
(only if patient 
doesn’t look 
toxic/otherwise it is 
not used) 
▪ In severe cases (IV 
Immunoglobulins and 
plasmapheresis) 
removal of plasma, to 
remove the toxins 
▪ Cortisone addition is 
a susceptible point; 

-its Infections 
Associated 
with Bullae 
-causes 
breaking 
down the 
desmoglein-1 
resulting in 
Acantholysis 
(breakage of 
cell to cell 
adhesions) 



 

 

 

 

Paper thin 
(peeling) skin 
• Large 
flaccid 
BLISTERS, 
more in 
the flexor 
creases 
Mucous 
membranes 
are SPARED! 

some clinicians don’t 
agree with 
& won’t recommend 


