V\ugad) s\ . \ . ‘ i
TOXOplasm05|S = abd e 1o ke \Y\'
l wWasa Woew  Frewm \,g.w.gug\\‘rr_ S\-’sb

}e\P@(s\) &wg‘e of O\CSW
> The etiologic agent T. gondii is distributed worldwide
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Toxoplasma gondii life cycle
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Toxoplasmosis
symptoms

host status symptoms

prenatal 1-5% aborted, 8-10% serious brain and eye damage, 10-

3‘; bo Fetus 13% less serious visual and mental problems, ~70% late
(visual and mental problem§]  ye y5 b L o 4
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T. gondii
thdrocephalus
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Pathology and immunology

Immunology
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Toxoplasma gondii
Diagnosis and treatment
‘1. Diagnosis ’ Treatment ’
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Wuchereria
elephant foot

\’
Nofrred ‘e elePlom’ Feot (Ve emteyye)
B Lnthes YOGl oy o7 B

Channe\
- o — S —
mﬁw &= Ve Flo =
ncrease hromuni shimulaHon R

Morphology e

 Adult female W. bancrofti found in lymph nodes and lymphatic
channels are 10 cm x 250 micrometers whereas males are only half
that size. Microfilaria found in blood are only 260 micrometers x 10
micrometers. Adult B. malayi are only half the size of W. bancrofti
but their microfilaria are only slightly smaller than W. bancrofti.
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* Filariform larvae enter the human body during a mosquito bite and

migrate to various tissues. There, they may take up to a year to'mature
and produce{microfilariag which migrate to\ymphatic§ and, at night,

enter the blood circulation. Mosquitos are infected during a blood
meal. The microfilaria grow 4 to 5 fold in the mosquito in 10 to 14 days

and become infective for man. = -- %
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Wuchereria
life cycle
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Symptoms and pathogenesis

« lymphadenitis and recurrent high fever every 8 to 10 weeks, which lasts 3 to
7day5. ‘)\éq_I/OL@/ﬂJ{ m’ﬂ@gﬁw)ed@n u‘uﬁsu\ﬁ S3Pse Pas )t Plo &

« There is progressive lymphadenitis due to an inflammatory response to the
parasite lodged in the lymphatic channels and tissues.

/* As the worm dies, the reaction continues and produces a fibro-proliferative
granuloma which obstructs lymph channels and causes lymphedema and
elephantiasis — entaxgreny ot Yo o@n arcl diva® et

» splenomegaly.
« Not all infections lead to elephantiasis.
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Wuchereria
Diagnosis

> History
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Wuchereria
prevention and treatment

» Avoid mosquitoes in endemic areas |

» Diethyl carbamazine kills adult worm and sterilizes the female
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Cooler climate reduces symptoms
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HLS Lab

Plagmod ium
Malarial parasites: morphology
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Malaria in blood
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Toxoplasma gondii
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