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Fig 1. Development of mucosal immunity: A pess
ible scheme of the circulation and homing of
antigen sensitized gut-associated lymphoid
tissue (GALT) and possibly bronchus-asso
ciated lymphoid tissue (BALT) after local
stimulation. Ag= Antigen; Blast =blastoid cells.
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Fig. 2. Immune mediated defence mechanisms: the armoury of the immune system. Agglutination— Cross-
linking of antigen through multivalent antibody. Opsonisation— Binding of antibody- antigen complexes to
sites on phagocytic cells through(a)Fc receptors, or (b)activated complement. Complement binding to- ant-
ibody-antigen complexes leading to— (a) release of vasoactive amines from phagocytic cells; (b) chemotactic
attraction of phagocytic cells; (c) lysis of target cells; (d) adherence of phagocytic cells to target cells:
Mast cell degranulation— (a) binding of IgE to mast cell surface receptors for Fec binding sites; (b)
cross-linking of antibody via multivalent antigen producing release of vasoactive amines.

#HE o] 71eddt vasoactivedt #BS  mast
cellz e} ik 3 o= 322 k. ol
vlE 5] E vasoactive ﬁ,} B2 anaphylaxis
s deozich

® IgA+= Ml BRIl A A:pE 5 secre-
tory components (SC) &} #4450l S IgAE
abEeh o] S IgAe) wleir)A o) s A ofm)
3933t u} gl

2) MR%RER

HRa%ERE F55+ Mg+ T-lymphocytes
2 4] T-lymphocytes 15 FHol U+ rec-
eptore]] oJ3i A EFolghe] g AT #oleh, 2
2l o5 T-cellse Hifkat-E 4ol B-ce-
Is&}= tp=r}h, E3] T-cellst: B-cells-& A<
A7 AR AT me A DIl o)A thig
RG-S A sl Fog A% S Jophe

Mg Gl HafA So] T4 oz A
b ohg3t 2ok kol A
HAEHEA ols)A AtE okelshd o2 i
HINT< lymphokines & &k o fifistc} o]
lymphokines+ reticuloendothelial system 3]
EES SAAA RN o2 fFRe

= T-lymphocytes

macrophage &} {5 < S A7 FE=ZE macro
phage 2] BlA52-3 Z711]71F ) macropha-
ge inhibition factor 2} leukocyte migration inh-
ibitione} 72 chemotactic agents= T-cell o]
EHLE AaollA B ZE Y A &7k 9
sl BAEE HRGE A E43lE 713
2 Z7MX)#AFE ZHolth lymphokines % 3kt
g}l &4 gl o interferon viral repli-
cation& A% AAHLLA FHS BRATL
gick. olshrol T-celldld FEojAR 3t
lymphokines 2] #hgE-S cell-mediated Immunity
(CMI) 2} ghet.?

T-lymphocytes &] m=3}1}2] 7152 foreign
cellel] o) sted cytotoxicity & 7}AI T Holrt}
% FTgollAd FelsEle FFAIE, R (virus)
= fgel sted AR cytotoxicity7b glof o]
5& AEA e wbebA o]k B2 cellE cy-
totoxic T-cello]elglch

T-cello] =c}E subpopulationS H{EHE-S
triggering 3% cytotoxins S Hiidled cell ly-
sis & d 2 7t} =3l lymphocytes Zol| &= Anti-

body dependent cell mediated cyoaoaxicity &

453



Lymphokine release

Clytoxicity

Fig. 3 .Lymphokine release fromT cells triggered
by contact with specific antigen bringing about
activation of phagocytic cells:

Cytotoxicity — (a) Cytotoxic T cells- with- specific
receptors for target cell antigens causing direct
cytotoxicity; (b) T cells triggered by target cell
antigen releasing cytotoxins; (c) Killer cells: bind-
ing immunoglobulins linked to target cell -antigens
causing ADCC.
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istration and subsequent enhancement of colostral
a and milk immunity.
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