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ABOMASUM    INTESTINES 

Ostertagia(T)   Cooperia(T)      Strongyloides 

Haemonchus(T)   Trichostrongylus(T) 

Trichostrongylus(T)  Nematodirus(T)  

    Bunostomum(S) 

    Oesophagostomum(S) 

 

(T) Trichostrongyloidea  (S) Strongyloidea 

Major Internal Parasites of Ruminants 
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Routes of infection 
 1- Ingestion with pasture herbage is the ONLY 

ROUTE OF INFECTION of importance for the 

superfamily Trichostrongyloidea 

 2-Skin penetration or ingestion is used by the free-

living infective larvae 

 3-Ingestion of infected intermediate hosts (snail, 

slug or earthworm) or paratenic hosts containing 

infective larvae  
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Life Cycle 
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Life Cycle: 

Eggs develop to L1, L2 and infective L3 in dung 

pats at a rate dependent on climatic conditions.  

This takes about one week under optimum 

conditions 
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Development of eggs and free living larvae 

Eggs passed in feces hatch in 24 hours to 

rhabditiform L1. In successive molts, 

rhabitiform L1 and L2, which feed on micro-

organisms, develop to filariform infective L3.  

L3 do not feed (they live on reserves) and are 

protected from adverse environments by a 

sheath, the retained cuticle of the L2.   
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L3 picked up at grazing in 

moisture film on forages in 

the first 1-2 cm from 

soil/mulch surface. 
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Abomasal Nematodes 
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Ostertagia (Brown Stomach Worm) 
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Ostertagia cervical papillae are less robust 

than Haemonchus. 
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Ostertagia bursa and short 

spicules. 
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Ostertagia vulvar flap (± presence). 
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Clinical Ostertagiasis 

Calf is in poor condition with 

‘bottle jaw’ due to 

hypoproteinemia and anemia.  
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Adult Ostertagia in the 

abomasum. 
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Crater-like nodules due to 

the emergence of 

Ostertagia L4. 
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Pathogenesis of Ostertagiasis 
Type I:   Associated with large number of adults, and exposure to 

large numbers of L3 especially in the first year of life before 

immunity builds. Pathogenic effect is the same as Type II, but no 

inhibition of L4. 

Pre-Type II:  Up to several thousand inhibited L4 in deep gastric 

glands (no clinical signs). 

Type II:  Associated with sudden emergence of large numbers of L4, 

especially yearlings, 2-year olds  Anorexia, green diarrhea, 

bottle jaw, weight loss.  

 Pathogenesis is by: damage to parietal cells (acid production), chief 

cells (produce pepsinogen), > Inflammatory cells, >bacteria, 

Intracellular junctions leak albumen and Na  Hypoproteinemia, 

Abomasal fold edema. 
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Trichostrongylus axei (Small 

Stomach Worm) of primarily 

ruminants and horses;  
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Trichostrongylus  

Adults are less than 7 mm long, little or 

no buccal cavity 

showing cervical notch (excretory pore). 
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Trichostrongylus 

egg 
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Intestinal Helminths: 
Cooperia (~20 species) 

 Cooperia sp.: C. punctata and C. pectinata are 

pathogenic for cattle, whereas  

C. oncophora infects cattle, sheep and goats but is 
rarely pathogenic.  
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Cooperia – 

 5 to 10 mm long, cuticle at 

anterior end is inflated and 
has transverse striations.  
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Cooperia - bursa showing short spicules. 
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Cooperia - eggs typical of 

trichostrongyle-strongyle group. 
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             Dictyocaulus sp. (lung worm):  
 

D. viviparus - cattle, D. filaria - sheep and 

goats, D. arnfieldi equine. (host species 
specific) 

 

30 to 80 mm long, thin, buccal cavity is small, 

 male copulatory bursa is smaller than others in 

this superfamily  

spicules are stout,  
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Life cycle 

Adult worms reside in the primary and secondary 

bronchi.  

Infective larvae ingested from pasture, 

 penetrate gut wall and migrate by lymph ducts and 

mesenteric lymph nodes to the  thoracic duct from 

which they are carried by venous  blood to the lungs 

(5 days migration time to reach lungs).  

L4 moult to L5 and adults begin laying eggs about 3 
to 4 weeks after infection 
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Clincial signs 

Young animals affected most often during 

first grazing season, often confused with 

bacterial pneumonia.  

They show rapid breathing and coughing 

beginning one week after placed on 
contaminated pasture;  
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