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(a) Affinity versus avidity

Affinity refers to the strength Avidity refers to the strength
of a single antibody—antigen of all interactions combined.
interaction. Each 1gG antigen IgM typically has low affinity
binding site typically has high antigen binding sites, but
affinity for its target. there are ten of them, so

avidity is high.

(b) Cross reactivity

An antibody may react with two different epitopes.
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Immunoglobulin Isotypes
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= Occurrence \n/
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— Immunodeficiencies G (app2) IeNM Geappa)

Aaal) aall 4 gl Blai) (3-5) Jd

Allotypes L) blai)-2

OY Al g (alisY) G Blail) oda Caliad Do lial) il gy IS AU dpaai e Cilia o
O CSar pala BV (5 (JISEY) Bannia () oS5 Al 5 ALEN S ull i il el sall
b SR A (GM) ooy ) Jaai gl LalS Jaail cpe AL Jodud) Ailide ) gleny
ALl B ) 50 (add IS & g o el Adlie Apaaialiine e Lae (el Gdaala ) (s
Al pa (A aga 93 LIV Il aali (GM) @sall (& U ) sl aeal ja 05 AdliAs
(4-5) US5 5501 (mnd 3 SIS 5 o 53 ) colaall plai

Immunoglobulin Allotypes

* Definition - Antigenic determinants specified
by allelic forms of the Ig genes

— Source of anti-

allotypic Abs /
 [Location
 Occurrence E

IgG1 (kapp=a) IgG1l (kappa)

Person 1 Persom 2

Sldaall acall 4L LladY) (4-5) J8&

69



Idiotypes 4513 Llaiyi-3

Al 038 Gt vual) iladaall (e (gl oo ¢ il Ada jia dalaiall dpa it el Cilaaall o g
LA (e Al Al 45555 o3 el ol g 501 (V) 0 mlih 65 IS5 G130 6 3
s g (V) el e Y1 (9030 Taaill 5oLl ola Y1 Jeliii ¥ ola D datial
Taill ¥ e lial) alaiil A 8 2yl w0t LS e G (531 alil) elidl
Sy sed aminaall Al Sl a8 sall pa Je il auain aall o) Las by o) AlaieS I3
A Tl a4 ) w430 LS Sl LOAD) e im ya 5 2t aall il )
DS A e o0 LA 23l SIS 5 eclalill e liad) st o) i —:lgia s 5]
(5-5)
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Goldsy RA etal. Immunology 5th Ed, 2003, p 384
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Immune Tolerance (s Uall Jaalll
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Organic autoimmune diseases 4xganl) 4513 deliall (2l sal -1

Ul aY) 038 (e il 8 (ma saine daalgar oo liall Sleall o Lavie Aal) o3a Cusas
R

.Pernicious anemia Jxsh all gé |

.Multisclerosis aiall qluail) -

Addison disease Ggad) 12 -

Systemic autoimmune diseases &gl A1 deLiall () o) -2
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Immunoglobulins 4Ll Sl s ISIL 483e b Gilia- |
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. (HLA-B27) & (8 sis Ankylosing spondylitis =t

Immunodeficiency and autoimmunity (sl uaiill s 4514 A Lial)
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LA s Immune system seliall Sleadl o A8all 3y (o2l deliall ale & 5 8 aa) 58
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ol a2t (gl g Uil ll dsiall Cliadl J8 (e dphaii oy dgle jlay wdll jie gaidll o

Ledae Galdy) JMA (e liadl sda e 3 el AL 3 «Oncogenes
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TUMOr- &)y so Aia adic Culaal e ) Lparasdl (e Chla it wsall 038 ey siall LAY

Gilacat vl o) da ) slall LA B 58 ot wall 238 (685 3) Specific Antigens (TSAS)
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e Ll Aaiul) 58 e clacaionall 34 Jaxd ¢ eyl LAY 8 o Suniaios 3l e A 5
2 A ol BIAN Had S Marker 4eadlaS dae gl Glaat suall et iy aall)
Cancer <tla yudl Zz3e 8 Jlariud dad o Glaaiuall sda (5 5S5 5 dpand Sl &) HLadY)
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5 ) Silea sk e (MHC 1) Gl 5o Y 5 Qi se s S eyl LD o)
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posl AL () <813 sl Glallill Japls o Jaas
Passive Immunotherapy (el sl z3ll-2

Jel sl s Immune cells e liadl LA 5 Antibodies dla—a¥) J& ety o Slall 122
e\)_j\)f\ gA.:L ¢Lizadl) UJ ‘;CL\AM Ileall 3o S BJLJJ cﬂhj s AY!

144



Problems associated with use of a—a¥) alads w) aa 488 jfal) JSL il
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(MHC 1) e 88 _yia Ga sl ol acmiveall (Y 56 58S e Jam¥) ()5S |
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Serology Juasl) ale

Jsaall dul Hay (aing (o2l alall 58

Serum Juaall

J—aall caliny  Clotting factors Jiaill Jalse e (5 sian ¥ (53l pall S sSa 2a) g2
Glid g pll e J—aall (5 sisy Fibrinogen o sisouldll e el gial s La B0 oo
ilacataall g Gl ga sl g alaical (il ga ya ¢ Ol g iSIYI IS e g 33000 e A g gua e
(el elall 5 45 50Y1 ) daa Al

Plasma La Skl

Le 0l (5 5ia3 194090 4 elall dpisd JS5 5 aall (e %655 Aas S0 (sl jiial s 58
b ga el s Apianall <l ¥ ¢ Clotting factors iadll Jal se ¢ 35S S0 e

Serum= Plasma - Fibrinogen

Serological diagnostic methods dslaall duadial) g hl)

2 Ob &8 DA (e il e (e Baal) daat Sy

o el dian (4 G all Cuall Jaladl aaa -]

aall el AlaY) il 53 paai )

ol ol sl e Liall Alaiaa) 30833

~1 (19S5 Lay ) dgbuaal) il JLEAY) ()

Jad) & Glamied) o dazmY) 3€ 5wt c:Quantitative tests 4xs-1
dradl & Glacivall ol oY) die ¢ aaat -: Qualitative testsds $-2

Types of serologic reactions 4saall cdlelddl) £ gl
Agglutination ¢l
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o bl ae diall Jeld 3 yh oo AaS) e Slarua (68 Geaati Al dolaal) o
Agglutinin ewd vzt L Agglutinogen o )24l Alee A 2l

Stages of agglutination reaction ¢ <Blel Jal a
Epitopes dua—caiwd) claaaall pe 2 all Jeldhy -1 First phases sy dls sall -1
(1-11 J89) aaiual mla e 33 ga gall 33 84l

IgG and IgM IgG binds to antigenic sites
in serum and blocks the ability of IgM
molecules to cross-link antigens

Legend: A{lﬂumm[}- Antigen
%lgM Antibody molecules

Y 1I8G Antibody molecules

5 ke Lpddains Cilddaa pa Mial) Jeld (1-11) JS&

At )l claasall 182 jie e 44y 3a dasi i -: Second  phases 4t s jal) -2
(2-11 J89) aaiial mlaw e 33 g2 gall

Specific antibody
bound to particles
+
4 -t

- o < - Specific antigen

=5

Coagglutination

Aoddioal) clasaal) aa 8 de a4y 3a Bl ) (2-11) S8
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Types of agglutination reaction ¢S clelds g 4i)
55 AQ il e Ab 2uall Ll )l -; Direct agglutination sdksal) ¢ 335 -1

(3-11 JS8) Ab titer sl JLsa¥) 13 Jaxis | 5 e

bkl ¢ (3-11) Js&

sacliiay 2t vl pe 2l bl i -; Indirect agglutination s—ilsall & ¢35l -2
2 all Lol ) 3l ) Ao Jrand AUy 3l s28) Latex oSSV s jatisacl e Gl s
RF) il Sl e o0l AL aa) ) (e i) Aam e 65500 5 g dcatwally

(RF) Jboal ga p8ball e o) b A e 53830 ) 5

(4-11 &8

Antigen attached “ Latex > — ) Ja, - © 7 Latex
- °/ : e My Z{ » P atex | B > LooX ~_ bead
°® .. }L’ ® L) o B bead = - = p; '-\
7 Latex ) 5. R Yol ‘A o y N
" bead ;"{; “ bead A ‘e Y £y Y ya
° a5 ex
- [ £ L‘t o V > Latex - bead
., b..d A Latax o R . ) bead hadhissd \\?
P 4 ~- o Dead o Latex v, L A K
o 'y ® o - § 3 /
® a2 _S. £ “e ” bead ; N ? o
k. o ¥ \ ®=p = er \ ‘:m .(
Latex @ _ : n\ N
“ % bpead 4 B N ) g
@ ° & S Antibody “.__ Latex Bacterial
@ & 9 IgMantibody —7 attached to bead -~ bead antigen
(a) Reaction in a positive indirect test for (b) Reaction in a positive indirect test for
antibodies. When particles are coated antigens. When particles are coated with
with antigens, agglutination indicates monoclonal antibodies, agglutination
the presence of antibodies, such as indicates the presence of antigens.
the IgM shown here.

sl & o (4-11) J&4
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GLSH e 2l Bls ) -2 Indirect hemagglutination bl s (5 gl 3 -3
s yaall il S aabusalldall Siaa (355 ) (535 Lea 2miwall Aldal)l (RBCS) s/ sl
(5-11 Jsa)

v KpH

Sl € (g gadll 33N (5-11) JS&
Advantages ¢l <l jLad) i 68
.Use quickly Jleaiuw¥) dny pu -]
.Sensitive aulus -2
.Cheap ¢l 4as , -3
Disadvantages ¢Sl @l Ldl (g glua

. Semi-quantitative 4xS cual c3lels

Precipitation g« Al
450 A2 sa sall Jglaal & Precipitinogen 21—t ze Precipitin 2—zall Ll )|
Aihie vie il Adls o S5 Precipitation ring o il dals (65 ) a5 jLasl

Equilibrium zone ¢ s

Ring precipitation test (Al quw Al L3d) -1
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(6-11) U5 Ll giaalia (S camn 5 Al )3 5 i i a1 il

Antigens
(soluble)

Zone of
equivalence:
visible precipitate

Antibodies

=) (B)

A Al (6-11) Jsa

Slide precipitation dag &l Ao cuw Al 2

idaadle (Sars i) dal 5 Cgan I (535 Las aally slaie day pd e amiual) gy
.Light microscope sl seaall ddas) 5 Jayl il 12a

Gel - diffusion precipitation Jall & HLEY) s 55 -3

ia o il Iad 55 HISY) dan g 8 sl 5 auall Jilis,

1S 50 58 Jal) (B ddaiiial) g) Al L)

Single diffusion 3 4all jLain) -

<_at A Mancini 4sp -3 e sl OQudin JLisd 4500 (8 sy Ll LAY (e & Al 128
LAY slatly aaivall o) Al

Double immunodiffusion by c=ala¥ g3 7z il eliall L 25N o
Ouchterlony
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Jowg b AY) Ladan) olaily dumiuad) g auall (e JS & jay elial) 3l e g il 12 3
syl

Immunoelectrophoresis (sUall Al ¢S Jaa Al

Toa g ) 8 el ani Jal) 8 YT o i S i ki)
olail 4a%hy (e al¥1) Electrical charge 4t S s &l e Jalaie ) (AL jeS dis 3l
Joa il A lee oLl aay  JLSYL Bkl day 5 SN e (250D oladly ¢ s 1SN 5 3 63
2 Antibodies alaa¥l adadll Sle 2 g 4y 5l 5ia 3 ) guan s L sae JISY) aadalii 2y AL S|
by A AY) Laadal olail st g aiall (e JS & jaty g Jeldll Gasg alaa¥l jéall Sl
(7-11 Jsally sy

‘co0o ol o0 o

L Ab )

e OFOF0)

[ Ab )

=l (ALl Ja Al (7-11) Jsa
Complement fixation test (CFT) aaiall culi asd

Aaaiiia gl a3 sa g paal Jexioy Medical immunological test (b elia pasd a
Lo poad llia¥) pad i 8 LIS aoul 5 HLEAY) 138 ()6 ian pall Jams B Ganadic
ol Y1 & Lyl s Culture methods due 3l cadl L A gy 2aa3 Y Al 4 5 S0
el i e LeS jas gl d Sy datiall-niall Gilas=a ) Rheumatic diseases 450

155



o s Y Ball Clacaiial 5l Jaca¥) Lain 335 e IS 13 aaiall Gllgid G g Cilanall 238 Y

Reactions of complement fixation test aaiall cusdl cle s

2t el all aiaall Bl ) e Jelédll 138 ¢ <4 -:Primary reaction (As¥) Jeldili-|
. (Ag+AD+C) adiall-daiuall-sall & Sid celiall aaiall 2a

SRBCs + anti- &l )l (e Jeladll 1 o &4 -: Secondary reaction ¢ bl Jell).2
.SRBCs

JedaaSa

axe s adiall Jlady a iy Jaaal) 8 3 s sall ol -; Positive results 4 sall Aagiili-1
(o N seha

pall iy S Jlay aatiall o gy calasa¥) aa 53 Y Ladic -:Negative results 4wl 402
(s203) S8 &L i SRBCs ! sall jeall

Immunofluorescence (IF) Sball ) slidll

a3 Fluorescent antibodies 3 sléiall alaa¥) aadd 5 4 lad dclie 458 4
Ol Al 8 da) 53 gaay SLEAY) 138 Jaaioy Target antigens —eael) cula il
34 & Fluorescent microscope _sliall jenall aladt wl o% dpalell &gadl g4y p il
A sl Sl o aainy 5 4l

Types of Immunofluorescence (Sliall ,gldil) g gl

Direct Immunofluorescence ( DIF) sdiall elall &l 1

8 il 3 ) suan ot 3 Al Fluorescent antibodies 3. stéiall slaca¥) & sill 13a & Jaation
(8 JS) Cangl) amivadl) )

Indirect Immunofluorescence ( IDIF) Jdilall & sUall ,olitl) -2
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Laday ot wall ) ) slaiall jue awall ol ) cpea® W) i shad (e g 53l 138 () oS
2T e sléal) duzall aadat i @l g glaall e Jo¥) auzall ) slétad) SEN aall das
(8-11 JS&) Hsldll ye J¥1 aual

Direct Immunofluorescence Indirect Immunofluorescence
Fluorochrome Fluorochrome
Labeled Ab - Labeled Anti-Ig
l Unlabeled /

A

A

=Ll ) olidl) £14d) (8-11) Jsd
0SS il (3 i GllAS s gV g sl (e el SIS oo liall il e JUl ¢ il ) S
AV g sl e gl 8 dulua S SEN ¢ g3l
Enzyme-linked (ELISA) () anii¥y b pmad) oliad) jiead) Auids
Immunosorbent assay
deliall ale 84y w5 s—ay Jaxiwi Bjochemical technique 4 ss saS 438 o
o i 3ol | Y1 AES 0035S | (g yal) Jiae 8 panadiall aiaiual) gl aall aaa]
Al e liall 8 A 5ill 3 jland) (asd 8 SIS 5 ALl il e ale g calall

Principle of ELISA technique 1) 4685 Jas 1
dall dag y Glld aay &3 1 W) (Gada e sUaka Antigen 2zaiwaddl ) Antibody 2zall s
Enzyme iy ¢psall il o all Gillay Gl o 3sm sl &t oud) U JY)
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b Balal) cslicad aatiall-J oY) aall diaa JV sy 93 53 cOnjugate antibody
dla il 5o Balall 638 J a3 ¢ SEI 2zl ) yiaal) ay 3Y) A e 5 W 0 3l Substrate
(ol A a3

Substance used in ELISA technique 1) 4.8 8 dleaiowall 3 gall

(Sl 33l 5 Dl ge pa) Al guall g ALl gLyl Jw G55 -; Protein <l g udl-1
(sl 4y phad 4 ,0S0) A g Sl i gl

asans <l e daxeie iy S «laiiy) Other bio-molecules a4 sa <l a2

(A

Components of ELISA reaction 13 Jeld <l gisa

Jsanll 24 53l Target protein gl o5l s aaiual o) -:Antigen Sieal)-|
Sl (e 4ile

ADb — il il dina (g S oMe ) acaiall ) auall 13 Ly :Antibody w&ll-2
Ag complex

Horseradish peroixdase ) Enzyme conjugate antibody as %4 ¢t a&ll-3
.(or Alkaline phosphatase

)5 a YL Jals )3 4 e 0S8 Sl salall a5 -2 Substrate sl 3alall-4
.Color product &5 730 (A a3V Ao 52 Jsaii W) 50

HCL , ) Jelal Glay) te Jaay o3 Jladdl 58 5-: Stop solution < gl Jslaa-5

(H2S04

Advantages of ELISA technique M) 4.8 xi) g8
o all s (8 il o) aall paaso ]
) Jean & cilamind) g laad LSl a2
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Ae puny QI LEAYY (e ]l ¢ ) (S @lldS g dais ) Alg-3

ALy sl syl 59 ada (54 (Sa-4

Types of ELISA technique 1 5 4.8 ¢ 53

Indirect ELISA bl ,& 131

Auaiually sUara | Y plate el osSs -

Amiaall_aal) Saa (S5 (535 Laa il I auall dilda)

el aall diea I ol Jasi g Lad s 531 a5V ¢ el S el Aala)
(9-11) I ) s I Jsa 3 g w5391 ) ) i 5 o) ) ol 6L o

ndirect ELISA

NN
— — — NS
wash wash wash
Antigen- Add specific Add enzyme- Add substrate (5)
coated well antibody to be conjugated and measure
measured secondary color

antibody

Figure 6-10a
Kuby IMMUNOLOGY, Sixth Edition
©2007 W.H.Freeman and Company

i) £ gl @3 ) 3N (9-11) Jsi
Sandwich ELISA 13N (g gl -2
Blara (gaball () ¢SS e gill ol A3l W) pbluall e g gl Al e ) V) e g 8 1A (6
8 sn sall aall N sl il il e g sl Alls 8 LS aatisdly a5 2l
sl Al (68l hadll Ay Ll dumiiall-aal) dhaae (5 6S5 I (05 La (3ol
(10-11) JS5 il
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Sandwich ELISA

Antibody- Add enzyme- Add substrate
coated well conjugated and measure
secondary antibody color
Figure 6-10b

Kuby IMMUNOLOGY, Sixth Edition
©2007 W.H.Freeman and Company

1330 Ghigila (10-11) Js
Competitive ELISA 4Ll | 34 -3

Competitive Enzyme Immunoassay

Y Y Y Y Y Y Y Y Y Y Solid phase coated

with antibody

v
v L ' ' ' Add free and

) S &
v; v ' labelled antigen
v

YYYYY , , , ' , Free and labelled

antigen are captured

T™B

\AAAAAAAA A,

Color formation by
oxidation of subs trate

into a colored compound

Al 50 (11-11) S8
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Single Radial Immune Assay (SRIA) 2Adl sldl) slia) LN Lo
Letase aind Il o Liall aciall Gl 5 a5 dae Liall il g gISI) (5 gine (bl HLad¥1 12s aadiiu)
(W il il Aaaall 5 A yiall i gall Ukl Gl (33 sl e ddaisall dpaS 2pat e
( Agarose gel) 358y 2Dl Lo PR EDY-NEISION | JARIVEN ) PICHISMIVON | PR PLEN | IR TV

Ao sill dlamY) e 5 all

Jaad) &) glad

(3883 15) o2l A5l 5 ) ja A a3 Sy clial) ) Al 2]

S pad 48 31l 5 ) o da jo (A LS yis i diss e Leanda s g dadaall el A1) 2522
LA ) sl 8 KA Ll oyl - Laudl AL

Siall Lpaiad ia LS i o 4y lutia plaalis aall ) il 8 il 5 Sl (5) Adlal -3
hyad g0

& 5 o Ialdic]) dima duia ) 324l LS 53y Moist chamber () Ledi s Aasdall ddass 234
(oEay!

Radioimmunoassay ¢&add) Sliall paiil)

Aalaall e ) sall (o il Janiwsy (315 Apislssall sy ia samdll le elia 5080 58
aladl € 53 aaal a et vaalloa call G e s < Radio-label Za_iall 3 5dl s Unlabeled
. Unlabeled dal=dll e

iy (RAST) o) alaca¥l aa ale (g) 3 55 dans o aucall 38 55 apaacil 40l o2 Jaaind
e A Allergen cos oY) (a5 Jaatias o) 92 o3 eladll clidl puaill Jbie
Sensitivity 4sluall

Steps of reactions JeWil) & ghi

I 25 s Primary antibody A s¥! 1=l s Radio-label grdiall st bl ) -1
.Radio-label gxiiall siaiisall-J g¥) Lzl deaa (5 685
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Radio- gadiall auzaivall-Jg¥) 2zl séaa N Unlabeled griall e 2iat il dall) D
Jabel

Lodia e Laue- gadia Malue- g) L daxa (0685 -3

il aall Glaiae s 5 A 2 3 Secondary antibody (&Gl azll ddla) 4

os% A Jo¥ 2l aada i e Jals B A all) (e g 5Sa e g Al &0 58505
o g daadia Glaiatiie ga gy ALY 5 (Aradiall e g A dial)l Glaiatiall Jals

(12-11) JR& Free antigens 3 daxi

Qﬂ Radioactive antigen
Q p_.._“l-‘irst" antibody

"‘l ® Add unlabeled antigen (@)

®
t q L Radioactive antigen (@ )displaced by
® &
®
v ? p unlabeled antigen (&)
> ®
Precipitate ag-ab complexes
with anti-immunoglobulin
(“second” antibody)
& ® ® ARadioactivity of supernatant
® & ® -—= free antigen
® ®
..

Radioactivity of precipitate
= bound antigen

~a——"“Second™” antibody

Radioimmunoassay (&ddl elall patill (12-11) Jsa
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s ‘gdlai\ Juadl) ddiny)

-:&W%\

ool Ll it aal K3 -]

bl e o500l Hladl &GS Gl s saild W -2

03l ) LAY 5 A sl cul LAY G GLal e -3

a5 Jemnall 0 5l Lo -4

Tl (o i adl Le (il sall o) peall adll iy S Jartion aciall Cois jLad) 3 -5
Caciall Gy LAY Ll 5 Ao sl il ey -6

% ilaall e 55 Ll 130V A G G5 L -7

€51 Jae 48y 5l & Gela) Balall 5 oy 53V 28U (g (2 3l e -8

95V A8 Jae il shad 8 Jusdl dlae ) yal (e 3200 e -9

tlenl) 348> JSI Lagal 5 plsall 5 el e liall Sl (3l Lo <10
f(RAST) s 0 -11

£ sill il LAl & o3l sil) Adlaiay 2ady 13 212
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e A Juail

deliall ale A dpadba) iy jlas

Basic definitions in immunelogy
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delia) ale 8 dpala) Ciy Jlas
ABO adll gl
CO e pall gaalae S5 o) paall pall Gl S o e 33 9 50 A1 s 50 S Sl (A
a—adidl Glycosyl Transferase ~33 & (A,B) oVl ol . (A,B,0) 25 <34l
o a2 (0) d¥) Law ¢ 5l e 5 ssVSD S ellas s N-Acetylglocoseamine !

Functional enzymes 4k 5 Slaas 3l 2L

Acquired Immunodeficiency (5a=¥)) q—udiSall deliall Gl—ali 4 dlia
Syndrome (AIDS)

LAY Camy (530 3 il il i) OISR (g Gl canemi Wlle 3 53 14 3Dl 4
LAY Axild 4l 5 4 Ol 028 a3 Macrophages s_uxSl Sl T cells dal)
Activated Lymphocytes dadiall 4 gliall) LMAY

« Blast Transformation &y J =il o 233 jallall o3 ¢ anall &2l 3 Llle Al
LS all ) Jie Ledils o oLl [ ymphocytes 4 stialll LA ayias 3 jaUall s3a cavuss 3
A siall

Activated Phagocytes dladiall dpeald) LAY

< Dendritic cells 4maziadl LA s Macrophages s_sSl cladlll Jie LA 020
el slaalll Ji pe dailill 4 glad) il paldl el i) ) dulat w300 ) 5 dnenlid) Adladl) 304 )
el A1 il il sall ) Alaial) b ) ddadidl

Activation il

Jis Active state dlall Al ) Stable state 4Stadl Al e WA Gy ai dolae o
Lo 330 Alladll Al ) Loag 550 Al pae AN e Jsas ) iy 5l

Innate Immunity 4kl dslial)

ol B Aanha s ) a8 g sall dcliall oo
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Acquired Immunity 4wdsal) dslial)

A bl g Infections ol —aV) oy e Ll uas) o8y Al deliall oay
Immunozation giedll ik o= 5l Pathogens <l jadll

Adjuvants <l luall

Immunoforeignesis 4ueliall 4l jall Spéail Clacaiuall g Giai Ay 2 33le (5 (A

Affinity  4any)

Laliiyh sale ¢ el yall (e il Apealudll e UL U (ol pa Saalin i a
Auaiuall Glaasall ae ual)

Agammaglubenemia

AaeLall Clnd g ISI (e SIS ) aal g Cle 5l aad Jlals i

Agglutination ¢l

AaS) yia plal dde iy g Lagin ) sun (oS5 (31 ph e 1uatall ge duall bl ) dolee o8
ABO 2 asalaal o pudl 2223 45y Hlall 03 aladin) o4 (2alus ge i)

Allergen s

RERUIVEN | JURTROL JRICL RN I

Sensitivity Asutual)

(oY) Gsuliall Cuanaal asiaall ) e lial) leadl Gulsind dulee A s

Allograft (Aiall askl)

oy NS5 ¢ il i e aa S L) 5 Galilalia e o) Y (A gliall Aa i)
.Homograft

Alternative Complement Pathway aaiell Joad) jlucal)

I Sl il dai ) Lexie Gaany el 138 G el adial) ¢l s 2l 58
(C3) lisis 35 (B) bl

Anamnestic Response 4 4 laiuy)
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Ao Ll laiu¥) 5805 L dgbial) Alaiu¥) oA
Anaphylatoxin

Mast cells aelall LIS Clapua a8 s 3 e Sl a4

Angry Jueay!

il ) daeliall Unresponse laiul) axe Jad g

Antibody &l

(Claaivsall) Ay ol ol gally danadio b ) oy Lol )V o 3 50l8 4y S digi s 0 Sl o (A
el e el ) Ml

(ADCC) dall e 3aainall 4y lad) drand)

G OAYI LAY st e (Arien jue Gl g e WA Ji) i) e LOIADN 5 508 Ja
Al Al jag slara ¢ <5 Al

Antigen il

fhsall ot il ey Uil Sleadl J8 (e la Duad 2 A3 dall (e e a5l Gl s A
Epitopes “aaiual Glaasall (e 22 (e ()58 il (558 e liall Llaindl Caagll
Antigen binding site M&iwall Jali ;) ad ga

Lol ) a8 5e 5K et wall e 3 sa gall (g2 iat il JJMM&AL..\SJ:\J_A.A“C)AG‘};_}QJ
Al aall 24 321 (FAB) dibaic d il

Antigen Presentation w&iwall azais

Gl Sira (e S 5l J W) Caiall ) dasi 5 Al dn il Gladall (e e dalee a
LS i ) LA 6l cladll) amt ceall A el LAY e e il
et U AL LA el e sl w1 13gr 2 amt waall jaad 40000 4 glaadll LSRN o) (Al
Ay yhall o3 eall dmivsall

Antigen Processing il dallaa

22385 Ala po Ji elat A5 Ay 5la Jals Cila il Ada gy iyt ) st A e LA
(Al LS A il LAY 6yl clallll) asmiceall da jlall LAY L)) asiceall
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Epitopes a&aicall daadll

o 5 G (e liall Jleadl 8 (00 W i oy ot wdl) e 50 g 505 i Claa g A
Slas¥l S i e s sl Paratopes e Epitopes Aacaiudl cilaasdll
Immunoforeignesis 4z Uall 4 &l

5l (el 01 s (alal) tmieall 5l sl e Je il L pranss il alall dia a
At ol &lasl S5 0y 9N q;'ﬂ\ Immunogen O giaYL A0 Hlee dae e Aulaii ol T
Al

ANLItoXins asawd) cilabaa

Al 2 Sl i gyl Jads 8 Jlad g Lgd 3l A8 5 Slaual s

ApPoptosis gasall & gall

A ) gl Balal) aadadi e a® Al g Slaa) e Al il i Aa® Gaad Al A s
Al Gise (g3 Laa (e )3 oLl Jidai g (55 53ll oSl ((DNA)

Arthus Reaction (ugi)) Jols

a8 Jelaill 13 ¢y acat vl -l Claies ada s 53y o2 ge e lie Jelii g

Acute inflammation .l LW 5 Bleeding <3 «Vascular infections 4l
Atopy 4l Al b 3

Al all a8 Gllad il e jaad gl wall b COle Wil dpmnda e 4051 s 2
slaal¥l ol gyl A ad e o

Autoimmunity 453 Al

A eliae Y15 A ¢ LAY aum caaad Sl e il Alainl) A s

B1 Cell
A g yall g Al Gy glaill 3 L Lilaadle oSy U ALl LA £ 1530 as) o
B2 Cell

Al (DAl N S
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Bence-Jones Protein (s~ g Sl g

Ll Dl o) dpeliall il g 6IST A88al) JwBladll (e Al ) o) 880 52 50 i g 30 A
o) Ao 5laalll LBAT) a8 ki a j g d g g )W) 8 Gl pll o3 dsa g
J(Raxal) Ala) QLL)M) a0 LAY

B>-Microglobulin

Dby Al Galeal (e ali i s sall 038 (g i (51013 12,000 4ena A Al o
Sl S e ) i 83 g3y i al) 03 oo lial) (3l g slall AL AL L ) Jis e Jilaie
LA # o e MHC (oazdll (38) 5ill ddaa

Caspases buuulsl)

ApPoptosis gl & sall il jlse A diadaiall 4 518 Jalall il Gl g p
Endocytosis (Al algady)

Agstall = olall cliy el o) Glual) &3 ) bleil) didee a5

Precipitation o Al

Al p &5 ) sa3 L Preciptinogen 1aiwall ae Preciptin 2l bls )l lee 4
. Precipitation Ringes il

Corpuscular Antigen (Alawall st

(1 laall s da gudl ilall) g Sl ol Sl a5 oy sy 31 aaivndll sa
Non - Corpuscular Antigen (Stawall & Lt

(gl g a ganadl) g SOl 2l 63 Jadiy (o3 datiuiall 54

Complement Fixation Test (CFT) aaiall cufii (asd

Joan Al Glaatis ol ald Al dga g paail Jant gy oanh clia (asd sa g
Loy ad gl aa¥) (ad 55 6 da il gl) il a sadll (o panill 138 yiiny iy 5l
A0 by a5 laayans 2y Yl by g Sl
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Immunofloursence (sUall glail)

Ans) g A 028 Chagd) il el wual) a5 ) glétall Sl aW) Jeaiw i) Alled 485 A
S 5 HSlal) AEl) o8 8 a2aT iy Ty gyl Gl sl g dpalell Susal) 8 LY
sl

ELISA as iYL Jadijall olial) Fiaal) 4yl

b daianall o) 2iall 3 ga g waail Aelial) ale b Ay )5 g a4y s e AL A

oand I AUYL 5 Akl (al V) ale 5 alall 8 A ani G5 1S Al oda a2di s Al
leliall b 4 5ill 5 sl

Immunoglobulin stall ¢ g o<l

e Allad @i 31l g oS LIS (e e i Cilial 8

Immunization asiaill

Js—adl elhael 3 yh e lldgelall & cldl jleall 5.l 300 ) (el Al Adee g
lalall)

Cytokines siadl cls )

Al 3as gl o) 4 slaalll LAY J8 (e 5 Ay Ol LN () Caiay mllaias 58
Lysosomes 4dladl cilasewal)

(S Siag S (ki gy el Adalase 0 sSEBae LOA 830 5 90 A Dl sl Clasiae
e s Alall Clar ) ali | ysozymes Al ey 53V Jie de giia Cilay il e
(5s1a Al alagll dlee

Macrophage 8 =Sl clalld)

LDAIL o jad adll b s 5 Lovie LOUAD o A ¥l g anll 852 s e Gosalgll LA Lo
adaiisall dadie 44188 Jaad @IS 5 by 5 Silall algl) e LAl 028 Jaxd 32l

Mast Cell 4a ball LAY
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(FC) @It s dajlall LAY Jaat Allaill e i) Ja s g8 s el LA 4
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le il e Al sl Aue A slialll LAY 3 ek sl 2 e Jans 3 53l A
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Toxin adl

Acnal) Aaia¥) s LA AL salal) o

Toxoid awd) saa

Aandl Al 231 e a3l 33l a5

Blood A2l

LA 5 L3Ol oy s 8 i) Jils (e sl 134 Cally | sl (S e i) s 58
(sl Aladiall g clianl) aall Gl S ¢ ol jeall pall &by S)
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Sl aall de A o) jaaldl pall iy S dada (968 () oS A elianll aall iy S dada 4
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3 S el A gl e lme W1 ) i slialll LAY el adl g Ja 31 s slialll Ga oY)
(Gl DAY alaall LA 5 (AUl AT 45 ) o <l slaalll 8 53 g all

Chemokine 4xbiasll &S al)

O s Dlea (e Ao slaalll LAY By 548 o S8ad Wl D ()5 R A sla DS ja 4 g
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Chemotaxis (Al cial)

Al lia jaall ) dpealdl) dpe il LIAN Cda dolee 2

CD Jilalll aélic

oy sl 53 Wyt daland) 3 glialll LAY il o Leaall (et fill Jentis mllaias
LJuatl) 322=7a gl B g

Exudation JI_2¥!

) (e 00l =l dilee oa

Gammapathy

Age Ll lid g oISH 8 dpmla e Ll laical o4

Granuloma (sl asl
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L33 LA 5 4 laalll LAY (paial (s

Graves Disease  J&i& sh

S8 s Al 5ol 2 dla W) L 05S0 A A Ao i) il yal (ha s
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i) il il e ol al qu @l Fae Ll dlaiul) 4 33

Hyperplasia gl b
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LAY 5 acatuall Aeadall LAY Jia (5 &Y LAY N eliand) by ST day 51 Jewtod Gl 3
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EESEMEEEL
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Megakaryocyte s sill LAY

sS3 le A8Lenll LAY 538 et calaall £ 145 (pe L (g il 330w 3508 A8Dlae LA LA
A el Clagal

Necrosis Al

AleS 5l Al 58 Alial Aaul g il 5l LA & 5

Negative Selection (qlwd) jLIaY)

AN a5 WIAY e ) Al LA A )

Opportunistic Infections 44 cillay!

Lelia cla e e GalASY) L8 G el sla¥] dand g Cians L3l cilila¥)
Perforins <) g

038 anli L sla Al LDAT) 5 Al AN LAY a5y 28 5 sl Jlas i
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Pincocytosis &)
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Pre-B Cell
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