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'ABSTRACT

Since the mebhanism involvingvpathogenesis of biliary tract in liver fluke -
(Opisthorchis viverﬁn:) infection is not fully understood, particularly on the ‘role of host
_ immun’o»logica! response on bile duct pathology. This study i's. ther,éfore bqnducted_to
examine - the impact and conéequence of host immune response >'on the:

pathophysiology of liver and biliary fract of the hamster infected with the liver fluke.



The experimente!‘animals are divided into 3 groups. Group 1 is the immunized
group which recieved antigen of O. viverrini (OV)' 1 month prror to mfectron with 50
metacercarla/hamster Group 2 is the naive group which recieved only OV mfectron
with the dose identical to group 1 whrle group 3 is the control group whrch recreved
neither OV antrgen nor OV infection. The animals were sampled for data collection at
1,2 4 and 6 months post infection.

The results revealed that the histopathOIogical findings in the immunized group
which cons-istedrof periductal fibrosis both in second order and second -order mian
duot and secondary biliary cirrhosis were rnore pronounced than those of the naive
group especially at 1-2 month post infection (p<0.05). At two month of infection the
levels of liver enzyme, ‘aspartate amino transferase  (AST) and alanine amino -
transferase (ALT) of Vthe immunized group, were ,signiﬁcantly'higher than the‘ naive
group (p<0.08). |

On the contréry, 'some of the hiStopathologioa! features were less severe in.
the immunized group than the naive group (p < 0.05). These features included
mononuclear cell infiltration and lymphoid follicle and the differences were obvious
beginning _from 2 month post infection.

I Other pathological features examined such as eosinophil, epithelial hyperplasia,
portal fibrosis, bile ductule proliferation, ulceration of second order duct and second
order main'duct with granuloma, egg or parasite granuloma showed no difference
- between 'immunized and naive group. Levels of alkaline phosphatase (ALP) also
showed no differenkce between these two experimental groupé.

ImmunizétiOh with OV~antigen‘did not have significant inﬂuepce on -the
~ parasitological observatrons ie. worm recovery and egg productron in the immunized

: group are comparable to the naive group



The results of this study suggested that stimulation of host immune response
by using OV anﬂgen appeared to begin by enhancing the severity 61‘ bile duct
pathology in infeCted animals and then induced a considerable degree ‘of cellular
immunosuppression. | | |

| This study forms a basi}s" for further study to seek for an existance of a
specific co‘mponen{ of OV antigen which 'responsible for selective * stimulations or .
suppression of host response that influence the biliary tract pathology in

opisthorchiasis.





