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1. MYC ETOMA (Madura Foot)

“N\Nadura foot’ * refermng 1O the first cas

“Madura™ T
that patient

co10n of India W hich was !

Caused by fung1 (Eumy cetoma) or filamentous

bactera . A ctimomy cotic mycetoma

e _JCLLI]LITH}LLIL}IHJ ).




__eumycetaoma
- A mycatic infection of humans and Jnimals caused b

different fungi and is characterized by draining sinuse
the traumaic implantation of th

lant debns, soil..

v a number af
< and granules
« The disease results from e aetiologic
agent from vegetation, p
- Not contagious
« Usually involves the cutan
the bone

eous and subcutaneous tissue, can spread to




_.mycetama
ated pnpufatmng

ut mast comman in bare-fo

. Warld-wide distrbution b

living in tropical or subtropical regrons

include Madurella, Acrermonium, pseudallescheria,

- Aetiological agents
Curvularia, Fusarum

Exophiala, | eptosphaena,




ma clinical manifestations:

_mycelino
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rm. regardless of the orgamsm
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« The feet a
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for infection Other sites - lower legs,
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= Most cases
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« The infection slowly spreads to adjacent UISSUE, including bone, often
<iderable deformity.
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» These grains are the hallmark of mycetoma
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lesions present with multiple abscesses, formation
of sinuses that drain pus to the surface of the

skin, and presence of grams.

= Eumycetoma: The color of grams mn this type
of mycetoma 1s black or grey.







ntIining

Laboratory Diagnosis:

1. dinical mMaterial: _ :
Tissue biopsy (mot skin pinch). or Pus Aspirate from sinus tracts co

the granules
g either 10% KOH and

7 pirect Microscopy- _

pus containing the granules should be examined usm
Icofluor white mourts

and Grocott's

Parker ink or .3
stained using HE&E. PAS digest,

Tissue sectons should be

methenamine silver (GMS).
Interpretation.

The presence of giaip_fgm_entgd_&mmﬁ, fro nical

symptoms should be considered 5ig’niﬁcanl'_

m a patient with supporting cli

isolation media eg SDA

y - Culture:
-linical specimens should be inoculated onto primary

7 4, Causative agents:
Madurella, Acremonium, pseudallescheria, Exophiala, L eptosphaeria

Curvularia, Fusarium
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oma respond better tO

Usually actinomycet

> Management:

than eurnycefoma-
O rn:ﬂtmr:nt

Generally if bone IS infected the responsc

1S POOL.

s Achmomycetoma.

Trimethoprim Stﬂﬂ'lmelhnxn;rulw.:

Pemicillm G
= [Fumycetoma.

Azole denvatives €g Ketoconazole

= Sureical mtervention Debride tissue. L.imb amputation if

there's deformuty i the bone

4.5 "3
o+ Treatment duration 1s lone




2. PHAEOHYPHOMYCOSIS

on of humans and animals caused by a number of

= A mycotic infect:
gi where the tissue morphology aof

dematiaceous (brown-pigmented) fun
the causative argamism is mycelial.

- This separates it from other clinical types of disease involving pi
fungi where the tissue morphology of the organism is a grain (mycotic
mycetoma) or sclerotic body (chromoblastomycosis).

gmented

(pigmented filamentous fungi which contain melanin in their
cell walls_.melanin in cell walls may be a virulence factor)




phomycosis

The etiological agents include
moulds especially SP€

dematiaceous
Bipolaris, Exserohilurl,

of Phialophora,
Exophiala, Cz‘adophia!aphora,

verruconis, Aureobasidiuii,
CladosporiuiTl, Curvularia , Alternaria....

.”phaeohy

sted 71 specI€S from
tive agents of

+**Ajello (1986) |i
39 genera as causa
phaeahyphomycosis.




superﬁr:lal
phaenmcnﬂc

annfesﬁbnns:

« Clinical forms of phaeahyph
+um corneum to

__(Clinical M
omycosis rANge from localized

stra subcutaneous cysts (

of the brain-

« Clinical signs consist of nodules underneath the skin, abscesses or cysts- In
d patients, deep infections within the eyes, bones, heart

:mmunnsuppre:‘.se
us systermi.

infections of the

and central nervad

pnsacnnazule and voriconazole

» Current antifungal agents-







2. Paranasal sinus phaeohyphomycaosis:
Sinusitis caused by dematiaceous fungi, especally species of B

Exserohilum, Curvularia and

ipolaris,

Alternaria in pts with a history of allergic rhinitis, nasal polyps and

intermittent sinus pain
_necrotic lesions of nasal septum in pts with leukemia and HIV infxn

3. Cerebral phaechyphomycosis:
A rare infection, mostly in immunosuppressed patients following the

inhalation of conidia.
However. cerebral infections caused by Cladophialophora bantiana have been
reported in a number of patients without any obvious predisposing factors.

This fungus is neurotropic and dissemination to sites other than the CNS is

rdre.









Laboratory Diagnosis:

1. Clinical Material:

skin scrapings and/or tissue biopsies, aspirales, cerebrospinal fMuid...efc

2_ Direct Microscopy-

(a) Skin scrapingsaspirates should be examined using 10% KOH and Parker ink or
calcofluor white mounts;

(b) Exudates and body fluids should be centrifuged and the sediment examined
using either 10% KOH and Parker ink or calcofluor while mounts

(c) Tissue sections should be stained using H&E, PAS digest, and Grocott's
methenamine silver (GMS).

Interpretation:
The presence of brown pigmented, branching septate hyphae in any specimernn,

from a patient with supporting clini—' ~—~*oms should be considered
sigmificant. /

_‘__,.J.

= Note:
E}:rect n;f!cmscnp-,r of tissue is necessary to differentiate between
romoblastomycosis which is characterized by the presence in tiss
. _ ) ue of bro
pigmented, rounded sclerotic bodies and phaeohyphomycosis where the I"_TS;I."_:S

morphology of the causative organism is mycelial.




3. Culture: b : :
Clinical specimens should be inaculated onto primary isalation media, like

Sabouraud’s dextrose agar.. very slow growing black or grey colonies

4. Identification:
Culture characteristics and microscopic morphology are important,
especially conidial morphology, the arrangement of canidia on the

conidiogenous cell

Causative agents:
Alternaria sp., Aureobasidiun pullulans, Bipolaris sp., Cladophialophara

bantrana, Verrucaonis gallopava, Curvularia sp., Exophiala sp., Exserahilum
sp., Phialophora verrucosa, Wangriella,




3. CHROMOBLASTOMYCOSIS
(Chromomycasis, Fonseca's dise=s€)

- A mycotic infection of the cut=negus and subcut=negus TSSUES
characterized by the development - tissue of demati=cecus (Erown—
pigrmented), planst=—dviding, rounded sclerotic badies.

- Infections are czused by the traumatic implant=0on af fung=l slemeT=
irto the skin and are chranic
- Tissue proliferstion usuzlly occurs around the are= of mocul=oon
producing crusted wart-like lesians.
« World-wide distribution but more commaon in bars foates CopziEtons
Iving i tropical regions.
- Aeticlogiczl zgents include Phialophoro verrucaosa, Fansecoes
spp., and (adophialophora carrianic




_Clinical Manifestations:

- Lesions of chromoblastomycosis are most often found on exposed parts
of the body

« Infection site has a small red papule which is painless but may be itchy.

 Infection slowly spreads to the surrounding tissue through lymph
vessels, producing metastatic lesions at distant sites.

- Secondary infection with bacteria may lead to lymph stasis

* In long standing infections, lesions may become tumorous/cauliflower-
like in appearance.

* Other prominent features include epithelial hyperplasia, fibrosis and
microabscess formation in the epidermis.






Laboratory Diagnosis:
1. Clinical Material: _
skin scrapings and/or biopsy-
H and Parker ink or

7. Direct MicroscopPY-
(a) Skin scrapings should be examined using 10% KO
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Eamative_a?ents:
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[ab diagnosis:
. -KOH preparations reveal sclerotic

cells.
.Culture to identify the organism
involved.

-On histology pigmented yeasts
resembling "copper pennies”.




.Cryosurgery with liqu '

excCIS€ tumorous- cauliflower like
lesions

.Antibiotics may be used tO treat

pbacterial superﬂinfections.
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Clinical manifestations-
1. Fixed cutaneous fpﬂrnm:;hnzm:
jop at the site of implantation of the fungus, usually
the hmbs, hands and fingers-
palpahle

jesions deve
posed SIHes mainly

as a pal

» Pimary
at more X
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3. Pulmanary sporotrich Osis:
« This is a rare entity usually caused by the inhalation of conidia but cases
of haematogenous dissemination have been reported.

ecific and include cough, sputum production, fever,

» Symptoms are nonsp

weight loss..
—an be massive and fatal.

» Haemoptysis may occur and It




hosis:
ffness

taneous |lesions
the knee, elbow,

and present with st

4. Osteoarticular sporotnc
ankle aor wrist.
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| aboratory diagn 0sis:
1. Clinical material: 1
A tissue biopsy is the best specimen-

2. Direct Microscopy:
Tissue sections shou
methenamine silver

Interpretation:
Look for small narrow base budding yeast cells (2-5um).

Id be stained using PAS digest, Grocotl's

(GMS) ar Gram stain.

3. Culture: B _
Clinical specimens should be inaculated onto primary

isolation media, like Sabouraud’s dextrose agar and Brain
heart infusion agar supplemented with 5% sheep blood.
- Identification:
Fungi characterized by thermal dimorphism and clusters of
ovoid conidia produced on short conidiophores.

6. Causative agents:
Sparothrix schenckii complex.







6. LOBOMYCOSIS

(Jorge) Lobo’'s disease, La

—caused by Lacazia Joboi(formm
zilian

loboi), discovered by Bra

Lobo
_restricted

caziosis
erly named Loboad
dermatologist Jorge

to the AmaZori valn‘_e_v
s syl iResicH hymagsEse-apte

AR, acquired from the environment

- s, g
ey

d infection characterised Dy the
nodular lesions or sometimes by
There is no systemic

_is a chronic, localize
presence of keloidal,
crusty plagues and tumours.

spread.

_The lesions contain mMasses of spheroidal, yeast-like

cells
_a skin biopsy microscopy wi

z -
[ nnnectec: L adls

Il reveal long chains of
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B

chains of spherical cells
énrarcnnnecﬁd by tubules.




keloidal nodular lesions

an 09
Treatment:
-Surgical excision or cryosurgery
_Itraconazole has been used to prevent recurrence

after surgery







infxns

Management of subcut.

1. Antifungal agents — amphotericin B,
flucytosine, itraconazole..other azoles.

> Antibacterial agents In actinomycetoma and In
20 pacterial infection - sulphonamides,
rifampicin, streptomycin, amikacin, etc

3. Surgery for some lesions e.g. for
mycetama.jmputatinn, excision of
po.'yps.*rhinﬂsparidingis,




