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Table 4: Phagocytic activities and phagocytic indices in all mice groups

I LI HI

--------------------------- --------------------------- --------------------------

C L H 7  day 14  day 7  day 14  day 7  day 14  dayth  th th  th th  th

Phagocytic activity % 45.66 66.47 70.73 74.73 77.14 92.39 90.77 94.52 85.54

PI 1.17 1.39 1.45 1.91 2.41 3.23 3.13 3.28 2.14

PI: Phagocytic index

C: Control which did not receive any treatment

I: Infected group which did not receive lectin

L: Low lectin dose group which did not receive infection

H: High lectin dose group which did not receive infection

LI: Low lectin dose group which received infection 14 after beginning of lectin administration

HI: High lectin dose group which received infection 14 after beginning of lectin administration

Table 5: Comparison of humeral immune responses in all groups using

plate agglutination test

Days C L H I LI HI

7 - - - 1:4 1:64 1:64th

14 - - - 1:32 1:128 1:128th

21 - - - 1:64 1:256 1: 512st

C: Control which did not receive any treatment

I: Infected group which did not receive lectin

L: Low lectin dose group which did not receive infection 

H: High lectin dose group which did not receive infection

LI: Low lectin dose group which received infection 14 after beginning of

lectin administration.

HI: High lectin dose group which received infection 14 after beginning of

lectin administration

The same table blurts out that the phagocytic indices
were 1.17, 1.39 and 1.45 for C, L and H groups respectively
and the phagocytic indices of the groups I, LI and HI were
respectively 1.91, 3.23 and 3.28 at the 7  day and 2.41, 3.13th

and 2.14 at the 14  day post challenge.th

Assessment of Lectin Immunomodulating Effect on the
Humeral Immune Response: Table 5, presents the
humeral immune response in all groups, no detectible
antibody was observed in the groups that did not receive
infection, while the end titer of the detectible antibodies
in the groups that received infection I, LI and HI were
respectively (1:4), (1:64) and (1:64) at the 7  day; (1:32);th

(1:128) and (1:128) at the 14  day and (1:64), (1:256) andth

(1:512) at the 21  day post challenge.st

Histological Examination: Ceca and kidneys of groups C,
I, LI and LH were examined. Histopathological examination
of the group C revealed the normal histological structure
of the glomeruli and tubules at the cortex (Fig. 1) and the
normal histological structure of the mucosa, submucosal
muscular and serosa (Fig. 2).

Fig. 1: Kidney of group C, showing normal histological
structure of the tubules (t) and glomeruli in the
cortical portion (H and E x40)

Fig. 2: Cecum of mice in group C showing normal
histological structure of mucosal layer (mu),
muscular and serosal one (s) H and E x40

Fig. 3: Kidney of group I, showing extravasations of
blood cells (hemorrhage) in between the
degenerated tubules at the cortex (H and E x40)
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Fig. 4: Kidney of group I, showing focal hemorrhage in Fig. 7: Kidney of group LI, showing swelling of the
between the tubules in the corticomedullary endothelial cells lining the glomerular tuft (H and
portion (H and E x64) E x64)

Fig. 5: Cecum of group I, showing focal lymphoid Fig. 8: Cecum of group LI, showing mucosal epithelial
proliferation in the submucosal layer (H and E x40) cells desquamation with inflammatory cells

Fig. 6: Cecum of group I, showing inflammatory cells
infiltration in the lamina propria of the mucosal Fig. 9: Kidney of group HI showing intact normal
layer  extended  to  submucosa  and serosal layer histological structure (H and E x40)
(H and E x64)

When kidney and cecum of group I were examined,
focal hemorrhage was detected in between the
degenerated tubules at the cortex associated with swelling
and vacuolization in the endothelial cells lining the
glomerular tufts (Fig. 3) as well as the corticomedullary
portion showed focal hemorrhages also in between the
tubules (Fig. 4), while the lesions reported were focal
lymphoid  cells  proliferation  in  the  submucosal  layer
(Fig. 5), associated with inflammatory cells infiltration in Fig. 10: Cecum of group HI showing few inflammatory
the lamina propria of the mucosal layer which was cells infiltration in lamina propria of mucosal
extended to the underlying submucosa (Fig. 6). layer (H and E x64)

infiltration in lamina propria
















