Trichuris Trichiura:
1. Infective Stage: 
Egg.

2. Route of Infection: 
Oral.

3. Vector:

None.

4. Intermediate Host:
None

5. Reservoir Host:
None

6. Pathophysiological basis of disease:
Direct damage to colonic tissues.

7. Major pathological consequence:
Diarrhea, prolapsed rectum.

8. Diagnostic Stage:
Egg

9. Method of Diagnosis: Stool examination.

10. Treatment: 

Mebendazole/Albenzadole

Ascaris Lumbricoides:

1.  Infective Stage:
Egg

2.  Route of Infection:
Oral

3. Vector:

None

4. Intermdiate Host:
None

5. Reservoir Host:
None

6. Pathophysiological Basis of Disease:




Transitory pneumonia due to migrating 3rd stage  larvae. Trauma due to 

migration of adult worms, secondary septicemia.

7. Major Pathological consequence:




Adult worm migrate to aberrant sites in body (eg. Pancreas, liver, peritoneal




cavity). Intestinal blockage by worm bolus in heavy infections.)

8. Diagnostic Stage:
Egg

9. Method of Diagnsis:
Stool examination

10. Treatment:

Albendazole/Mebendazole

Strongyloides Stercoralis

1.  Infective Stage:
Third stage (filariform) larva in soil.

2.  Route of Infection:
Direct penetration of skin by larva; rarely the oral route. Autoinfection in immunosuppressed patients.

3.  Vector:

None

4.  Intermediate Host:
None

5.  Reservoir Host:
Dog, monkey.

6. Pathophysiological Basis of Disease:

The adults and larvae erode the villus tissue; bacteria are introduced into the tissues by the migrating larvae.

7. Major Pathological consequence:

Acute diarrhea in non-immunosuppressed patients; bacteremia often leading to death in immunosuppressed patients.

8.  Diagnosis Stage:
Second (rhabditiform) or third stage larva.

9.  Method of Diagnosis: 
Stool examination, duodenal aspirate or “string” test.

10. Treatment:

Schistosoma Mansoni

1.  Infective Stage:
Cercaria

2.  Route of Infection:
Direct penetration of unbroken skin.

3.  Vector:

None

4.  Intermediate Host:
Aquatic fresh water snails.

5.  Reservoir Host:
None

6. Pathophysiological Basis of Disease:

Eggs block the pre-sinusoidal capillaries in liver, blockage of lung capillaries.

7. Major Pathological consequence:

Portal Hypertension, cor pulmonale, esophageal varices, hypersplenism.

8.   Diagnostic Stage:
Egg

9.  Method of Diagnosis:
Stool examination or “rectal snip”

10. Treatment:

Schistosoma Haematobium:
1.  Infective Stage:
Cercaria

2.  Route of Infection:
Direct penetration of unbroken skin

3.  Vector:

None

4.  Intermediate Host:
Aquatic fresh water snails

5.  Reservoir Host:
Primates

6. Pathophysiological basis of disease:

Eggs block pre-sinusoidal capillaries of liver, block capillaries of lungs. Eggs in bladder may induce squamous cell epithelioma.

7. Major Pathological Consequence:

Portal hypertension, esophageal varices, cor pulmonale, bladder ca, calcification of bladder with attendant damage to kidneys.

8.  Diagnositic Stage:
Egg

9.  Method of Diagnosis:
Microscopical examination of urine.

10. Treatment:

Schistosoma Japonicum:
1. Infective Stage:
Cercaria

2.  Route of Infection:
Direct penetration of unbroken skin

3.  Vector:

None

4.  Intermediate Host:
Aquatic fresh water snails

5.  Reservoir Host:
Dog, monkey, pig, cattle

6. Pathophysiological basis of disease:

Eggs block the pre-sinusoidal capillaries in liver, capillaries in lungs; rarely capillaries of CNS.

7. Major Pathological consequence:

Portal hypertension, esophageal varices, cor pulmonale, hypersplenism.

8.  Diagnostic Stage:
Egg.

9.  Method of Diagnosis:
Stool Examination.

10. Treatment:

Taenia Saginata:
1.   Infective Stage:
Cysticercus in tissue of intermediate host.

2.   Route of Infection:
Oral

3.   Vector:

None.

4.   Intermediate Host:
Cattle.

5.   Reservoir Host:
None

6.   Pathophysiological Basis of Disease:   
 None

7.   Major Pathological consequence:  
None

8.   Diagnostic Stage:
Gravid proglottid – 12 or more branches to the central uterus. Egg identifies Taenia spp. only.

9.   Method of diagnosis:
Inject gravid proglottid with India ink, count branches of uterus. Clear sticky tape test for egg. Eggs rarely found on stool exam.

10. Treatment:



Taenia Solium:
1.   Infective Stage:
Cysticerus in tissue of intermediate hosts.

2.   Route of Infection:
Oral

3.   Vector:

None

4.   Intermediate Host:
Pig

5.   Reservoir Host:
None

6. Pathophysiological Basis of disease:
None

7. Major Pathological consequence:
None

8. Diagnostic Stage:
Gravid proglottid – 10 or fewer lateral branches to central uterus. Egg identifies 

Taenia spp. only

9. Method of diagnosis:
Inject gravid proglottid with India ink, count lateral branches to uterus. Clear 

sticky tape test for eggs. Eggs rarely found on stool exam.

10. Treatment:

Cyticerosis due to larval infection with Taenia Solium:
1.   Infective stage:
Egg

2.   Route of Infection:
Oral

3.   Vector:

None

4.   Intermediate Host:
Pig and human

5.   Reservoir Host:
None

6. Pathophysiological Basis of disease:

The hexacanth larva migrates to various areas of the body and encysts, forming a small space-occupying lesion.

7. Major Pathological consequence:

Neurological disturbances related to the space-occupying lesions.

8.   Diagnostic Stage:
Cysticercus in tissue.

9.   Method of diagnosis:
Direct – Biopsy




Indirect – Serology (Immunoelectrophoresis) look for “arc 5”

10. Treatment:

Hydatid disease due to larval infection with Echinococcus Granulosus

1.   Infective Stage:
Egg

2.   Route of Infection:
Oral

3.   Vector:

None

4.   Intermediate Host:
Herbivores (eg. Sheep, reindeer) and humans

5.   Reservoir Host:
None

6. Pathophysiological basis of disease:

The hexacanth larvae migrate to various areas of the body and develop into large, space-occupying lesions referred to as hydatid cysts.

7. Major Pathological consequence:

Obstruction or replacement of tissue by the hydatid cyst. Anaphylaxis due to rupturing of cyst.

8.   Diagnostic Stage:
Protoscolices or hooklets (“hydatid sand”)

9.   Method of diagnosis:
Direct – biopsy (contra-indicated)




Indirect – Serology (immunoelectrophoresis), look for “arc 5”

10. Treatment:

Diphyllobothrium Latum

1.   Infective Stage: 
Plerocerus in raw or unercooked muscle of intermediate host.

2.   Route of Infection:
Oral

3.   Vector:

None

4.   Intermediate host:   
Copepods (first intermediate host), fresh water fish (2nd intermediate host).

5.   Reservoir Host:
Bear, dog

6. Pathophysiological Basis of Disease:

Adult worms accumulate vitamin B12.

7.    Major Pathological Consequence:
Megalobastic anemia

8.   Diagnostic Stage:
Egg

9.   Method of Dx:
Stool Exam

10. Treamtent:

Plasmodium Vivax, Ovale, and Malariae

1.   Infective Stage:
Sporozoite

2.   Route of Infection:
Skin – via bite of a mosquito, which introduces sporozoites. Blood transfusions and congenital (rare).

3.   Vector:

Female anopheline mosquito

4.   Intermediate Host:
Man

5.   Reservoir Host:
None

6. Patholophysiological basis of disease:

Direct and indirect destruction of RBC’s by parasites.

7. Major Pathological consequence:

Fever and chills, anemia, splenomegaly.

8.   Diagnostic Stage:
Asexual and sexual stages of parasites in RBC’s.

9.   Methods of Dx:
Direct – thin and thick blood films stained with Giemsa.




Indirect – serology (IFA test).

10. Treatment:

Plasmodium Faciparum:
1.   Infective Stage:
Sporozoite.

2.   Route of Infection:
Skin – via mosquito bite, which introduces sporozoites – also via blood transfusion and congenital (rare).

3.   Vector:

Female anopheline mosquito

4.   Intermediate Host:
Man

5.   Reservoir Host:
None

6. Pathological basis of disease:

Destruction of RBCs by parasites. Anoxia caused by blocked capillaries in brain.

7. Major Pathological consequence:

Fever and chills, anemia, splenomegaly, coma, and death

8.   Diagnostic Stage:
Asexual and sexual stages of parasites in RBCs.

9.   Method of Dx:
Direct – thin and thick blood films stained with Giemsa.




Indirect – serology (IFA)

10. Treatment:

Toxoplasma Gondii

1.   Infective Stage:
Pseudocysts in infected meat, oocysts in cat feces.

2.   Route of Infection:
Oral

3.   Vector:

None

4.   Intermediate Host:
Man, other mammals, avians (felines considered definitive host).

5.   Reservoir host:
Virtually all warm-blooded animals.

6. Pathophysiological basis of disease:

Invades virtually all cell types in body. Severity of disease depends upon immunological competence of host.

7. Major pathological consequence:

Acquired – (resembles mononucleosis) – lymphatic involvement.

Congenital – chorioretinitis, hydrocephaly.

8. Diagnostic Stage:
Demonstration of pseudocysts containing rophozoites in biopsied material.

9. Method of Dx:
Direct – biopsy (rarely successful).

  


Indirect – serology (IFA- IgG, IFA-IgM, CF test)

10. Treatment:

Giardia Lamblia:
1.   Infective Stage:
Cyst

2.   Route of Infection:
Oral

3.   Vector:

None

4.   Intermediate Host:
None

5.   Reservoir Host:
Beaver, dog

6. Pathophysiological basis of disease:

Trophozoites attach to intestinal mucosa and cause flattening of villi.

7. Major pathological consequence:

Malabsorption syndrome, crramping diarrhea, wt loss.

8.   Dx Stage:

Cysts and trophozoites

9.   Method of Dx:
Stool exam, duodenal aspirate, “string” test

10. Treatment:

Entamoeda Histolytica:
1.   Infective Stage:
Cyst

2.   Route of Infection:
Oral

3.   Vector:

None

4.   Intermediate Host:
None

5.   Reservoir Host:
None

6. Pathophysiological basis of disease:

Lesions and ulcerations of intestinal mucosa; abscesses of liver and brain all due to secretion of cytotoxic and cytolytic enzymes by the trophozoite.

7. Major pathological consequence:

Diarrhea, dysentery, space-occupying lesion, occasionally death.

8.   Diagnostic stage:
Cyst and trophozoite

9.   Method of diagnosis:
Direct – stool exam.




Indirect – serology (IHA, CF, etc.)

10. Treatment:

