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iglall wlyall 2Ll ey (Prostaglanding) liadiS sl ¢ Liyg A1) cula i6lS g
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Bl aall daglin 8 Laga Dygo caly aliidl) (s Gl 138 e eyl 3o
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The effect Vetamin C on some phagocytosis of
white Rats

Dr. Hussein.KH. O.Al- Mayali Hussein A. S. Al Hmediwy ~ Ahmed.J. H Al- Naiely
Biology department Biology department Biology department

College of education Al- Qadssya university - College of education Al- Qadssya university

The present study aims at investigating the effect of Vitamin C on
phagocytosis features of rats 20 white rats were usual in this study. They were
divided into group. The control group consisting of 10 rats served with
normal drinking water for 21 days and the experimental group consisting of 1
rats served with vitamin C in (14 mg/kg) concentration twice a day and for 21
days. The does given was (1 ml) each time .

After 21 day the rats were etherized and blood sample taken which were
then subject to phagoctosis tests such as the total number of WBC and
deferential number of WBC the goverage of phagocytosis 30 and 60 minute
after the test. Results indicated a significant increase in total number of WBC
(P > 0.05 ) and percentage wandering self and the average phagocytosis. No
significant change were noticed in total percentage of Acidophil calls and
lymphocyte cells. This indicats the signiticant role of Vetamin C in increasing
phagocytosis of whit cells responsible of they phagocyosis function of the
body.
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