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(Cells and Organs Involved in the Immune System)
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2. Immunoglobulin M (IgM)
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2. Alternative pathway

3. Membrane attack pathway

AA3sEneUMIaRUIMELNT 12 3.8, 51 INGFENSNNAVINIFYUL §ATHI



v
52UVANANAY (The Immune System) 7 M9y oANAY
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MIAAADYD YD HIV

=<

dy a 4 = d! 9y 1 3 =
150 HIV @ﬂﬁﬂﬁ]?ﬂﬂﬂﬁuﬂqﬂ@ﬂﬂuﬁuﬁ ulﬂ 3 MIUMUUAD

Y
@

1. AaaemunaAduNUS NudaaL

U
Y

a 1 A ya A o A A = a Y Eal @
2. AANDVINIADANAALYD Iﬂﬂﬂﬁi‘ﬂmﬂﬂﬂiﬂﬂﬁﬂ@mm’W@ﬂIﬂﬂi"lﬁQﬂﬂimi’mﬂu

ke

3. AAABINUITANNAATOANITAUINAADA

U
[

a v v dAw Y <
Tudszimalng msfawe HIV Taemanaduiusionsigeaiign (>80%) sosasunilu

a d" = a a dy (% A
MIAALED TAMITNAGUTNAR (5%) NTAAITOIINUITAT (4.8%) LAZNITTUIADA (0.04%)
dnvazmsauiulsavesdanso HIV
9
a ] [ ) a 3 1
danie HIV misawanbazmsa iinlsaldiiu 3 ngu fe
Ya dy 1 1 . Ja dy = 09/1 1
1. gaaraaiu e (typical progressors) WU lugAAIre HIV 80-90% lasliszazialfaue
' Y v
SUAAPIUDINDINS 1AL NTETI0 1naeszuna 107
ya A A h < : va S
2. AAALEBNIEAI01N13 13ADE193IA157 (rapid progressors) WU TUARAIFD HIV 5-10% 1aAg
=1 :]’ la' a Ay =~y Y A Aa d' =
N32U2NAAWASUAATDIUDIN01MS L5ALANTETIN maelseua 3-4 9
9y dy A [ I P
3 Q@]ﬂm]1/1"laJuammmﬂimﬂunmum (long-term nonprogressors, LTNPs) Wﬂiuﬁjﬁﬂ
dy ya dy U d’l 1 ~ ay o a 9 a ; I
190 HIV 5% gaaionguil liuaaseimslse uaziiszuugigunulnduivzaadonniunaiu
%o [ =
l3idna17-109)
a & o ya A g v A ' Y A
mmm‘mﬂwﬁlugﬂﬂwamu“lﬁmu (typical progressors) R R AT
1. szez@arensausn (primary infection) HOIMINAUTATENIN  acute  retroviral
d < 4 1 :I 4 g
symdrome (ARS) fio 119 sowmas duas Ty aentiurdosls Yiadiesnduiie Uasive
Y
Aaae ennuemsaae linia msnsvbeanuenAveAnee HIV Unlikaay udaiuise
ANV p24 antigen az s wumnlunszumaon (Uszua 107 suma/ua.wanau) ns
s A5 2 o 2 o B
Anonsasninuaaieimslu 3-6 Fanindaldsuie
Y
2. szazliuanems (clinical latency or asymptomatic infection) é’@m%"lmmm
v A A = = a S dy 9
21M5UUTLY 1nae 8-10 1 asdvudeanvuoUAUBARDIY¥E HIV 1A

3. 3283uan991N13 (clinically apparent disease or symptomatic disease progression) 1na

Y 9
v A v A0 o

naelasuie 8-10 1 dninentiuvaeelnraiodi Unug (generalized lymphadenopathy) 39113
Wdi’ @ g’ @ 9 = dy @ = d’ay o A a di’ 1

195039 hwiinan Nesdusess Hthvnawazlud aetfesnnaayesiluyesthn (Oral

candidiasis) 11az §aia(Herpes Zoster) f11ev195 10850 1msmatlszam anwush idon dumia 4n

1 I 4 1 { J
(AIDS demantia) 3zozgae filuilulsaead (AIDS) Taslio1msniongueInsnuesnenIw
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k4
UNN3 0990932 VUNIANNU T5AY09519M8 AT29NL T5AAALEERI8 TONE (opportunistic infections)
] .. . A [ d‘tﬂl tﬂy
¥ Candidiasis Y041A0ADINT viaoaay visolea miiﬂﬂ@mmwauq Tsateauinoinie
. TR S~ s ' ! 3 A . ST
Pneumocystis carinii W30 UUI5 V19019 1FU NSV ADALADA (Kaposi’s sarcoma) Wuau
Y Jd o aAna = =) = v z
dihelsneadinaziiainlasmas 6 aow - 31 mniu
a A
N1INITIVHINMINAYS HIV
a dy ~ v I A
N1TATIVNINITAALYD HIV NDG]Q“]J?%?N?] fo
A @ 12 = dy A [ a =) 1
1. !W@ﬂ??ﬂﬂﬁﬂﬂﬂﬂiuﬂ1iiﬂmﬂﬂ IUBLYD BIYIT DI Wif]]’lell
d‘ ana o a dy 91d|d = v 1A dy
2. IWDIUINYNITAALTD HIV 1u@ﬂm@1ﬂ131’iiﬂﬁiﬁﬂ’ﬂﬁm‘]ﬂﬂ HIV
d‘ [ 9 a dy [
2 LW@ﬂTiLﬁﬁ%’NI‘iﬂ ﬂﬂ’Zﬂllﬂgﬂllﬂ%!tuﬁiuwﬂﬁﬁﬂl%@ﬂlﬂﬁﬂf;]llﬂi%ﬁlﬂﬂi
& av
4. INDN13IY
an a Av % a wa
IENMINTIVINMINALTD HIV ‘VIN“ViEN‘IJ{]‘]JﬂﬂYJ
4 Y
=) o o
1. Msnzuenye HIV 41 1A Iagin1ziaed peripheral blood mononuclear cells (PBMC)
%ﬂﬂéjﬂﬂﬂfﬁnﬁﬂ PBMC Gumﬂuﬂnﬁﬁﬂizé'uﬁw phytohemagglutinin (PHA) (8¢ interleukin-2
9 A s J ! =) -
t R iYsle] Tﬂmﬂaaummigaﬂmamﬂuizﬂzq 1AM IIVN reverse transcriptase 130 HIV antigen
A dy A Qddyo 9 a = a
1139 HIV genome °lummil,amwaamﬂum A5UM llﬂiﬂﬂ NUAAATHIU UITIANN LASDIANA

o w

Y
msaae la 99 1 l5luanuasilsziiiv
a a v &’ d amda 9 1 Aan ax (]
2. MInsvreuAveanetre HIV (Hulsnienlsunsvats uazidiiniama1els 1wu
I a a 1 g @ @

21 ELISA 1{lu35asiansesniueuavenaesde HIV 1age1fenannis Indirect

ELISA 150 double antigen sandwich ELISA Taelsuoudnuyiia synthetic peptide n30
9 ]

recombinant proteins TUMsNAFeY 3piHen lFnuIMiesInTinus mizuazaulge taz

(L @ 4 @ va 1
aunsniszgnd lEiuniesns1ndn Tuda ldde

. ’ ks . QI ax a S dy
2.2 Gelatin Particle Agglutination 1HATAsIInIeIn e UATOANDIYe HIV 1Ay
v
91He1ANNS indirect agglutination laelHuauAnuveuie HIV yuAdoULUBYNIANAIAUHIV
4 Y
sensitized gelatin particle) %1 NINAFOUAVAIDI1TTY a1 IuETTUTuoUATAABIAR HIV 321N
o 1 <3
NITIUNQUUDN sensitized gelatin particle Ty
I ax A o a a ; @
2.3 Western blot  1J135a5208UdUNANIITATIIOUALBARDLIYD HIV 1agp1fY

4 [ v
WanM3 indirect EIA Taglduoudnuveuie HIV Auenoenamingin luanalaeds SDSPAGE

Y
1 ] a 1 9 1 1 k4
LRAZDIUNAIVUUNULNUIUTY G]i’Ji]WHLEJL!G]H’EJaG]E]TﬂiauIﬂi\?ﬁiNﬁ"JH@N“] "UENL“d]f’E'J HIV 01
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a 1 13
ATINVUOUADBARD 2 1W 3 uaLYBY p24, gpdl W3 gpl20/160 ae3uduwauln (CDC
recommended)

3. MINTIVMUOUAUVDIUTE HIV (p24 antigen) 117 1A83T double antibody sandwich
Y . . @ a dy ] Y o 4 1 A
ELISA e11150052a0D 1@ 115282 viremia HaamMsaale HIV $9duq (2-6 dUa) neuiey
ATIINVUOUAVDA HADATINTATIVNVEIR 10NN
4. M3ATIVM HIV genomes NIATIINI proviral DNA %30 viral RNA 911 14 1ae35
9 v
polymerase chain reaction (PCR) #1358 RT-PCR l¥a339vimsaaiie HIV lunsdinnmingig

Y
a1 A

k4 v Y
auavaaaalyo HIV "lﬁ’wa"lmmuau Llﬁgﬁiﬁﬁ]ﬁiﬂﬁ@m%ﬂ HIV Gluﬂﬁﬂﬁlﬂﬂmﬂiﬂiﬂiﬁméﬂ]f@

9

an as o 12 a 9 9 [
HIV  35Hiianw huaganudumzgann  ualiTemainawavaniaonld  msasivdeserde
Bld' A 2o = 1a Y o w
AFermyuazinsoaened ludenldluauasielsediiv

U w d
mstleanuuazsnulsaead

Tuilagiiuda lifidslasnulsawad imonale msluidlhsd 15u Zidovudine

v v A d’

Y
1 a (Y o [ 4
(AZT) 3zeraamstna lsa lisaunniy msnandadume 14 lumssayyiloaiu lsaead

Y v v Y
Falulszaumady S il 1da5e aniuasnanaane desduau luli 1dsude HIV

q
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15 ﬂgﬁuﬁ' (Hypersensitivity Diseases)

NN

Y o

a 4 g A [ 1 I~ a
Taginauduielire lsnnsodunlantaoumdunlusume  sumenazadgiduiu

q
Y '

k2 v Y
vunuieiaede laansedadantasuiiuldvualy ualuuialomasz@res55uma (nature)

v

A 19 ng ] a {1 3 v 0
yosaulanasunTenugnssuvesaug  sunaw  giduiuniemeaiedunnanlliae

U

iobevesdaeainliiiaTsady TsaiiGend Tsagiud (Hypersensitivity Disease or Allergy) 139
pinfiailu 4 ¥ila aniauazvaumsvesniquiu ail
1. Type I Anaphylactic or Immediate type Hypersensitivity
2. Type II Cytotoxic or Cytolytic type Hypersensitivity
3. Type III Immune Complex or Arthus type Hypersensitivity
4. Type IV Delayed type Hypersensitivity
fas1eaziBeasiolil
Type I Hypersensitivity (Anaphylactic or Immediate type)

A Y a Aa X g A N A o Yo Y] R - B
QNllwﬁﬂuﬂu!ﬂﬂmu!i?!Wﬂ\‘ll’lNﬂuTﬂﬂaﬂﬁnﬂnlﬂﬁllﬁ15l!w (allergen) IUYDLIINDNTO U

1 R 4 a a & | .
1 immediate type SUMAUDININATIA NAINAITUNNTOITON allergen F30101U protein,

polypeptide, polysaccharide, nucleic acid, low M.W. chemical m‘;ﬁﬁflﬁ’uﬁﬁwmﬁuﬁu"lﬁ'ﬁam

aun v!u‘ﬁ'm (house dust) !ﬂtﬁﬂﬂfﬂﬁ (pollen) %Iﬂlmﬁﬂ"j (animal dander) ga%w

0 . d s d . 0 Qd ! . . . .
(microorganism) Tﬂsﬂumnam (animal protein) mﬂgnnuz %Y penicillin, streptomycin

aungueImsina lsnriena lnmsinalsa maanasuiidngsene e laemsnuy msmela

P A A o A 2 4 9 ' < Y Y1 )
FANNLEYDUYANAT - NINAINUN ‘ﬂifﬂﬂﬂﬂﬁﬂﬂ Lll’é]lfll']llﬂGlu'i'Nﬂ1€lﬂ’ﬂ$ﬂ§$ﬁ]lﬂ’ﬁi1\1ﬂ1€lﬁi1\1
a U~ tg ~ Y tg 1% [l a ~ 1 dy A 1 o
uauavaasuUa Ige YU IgE wﬁﬂwmz”lﬂimeguummm mast cell NBYATULUBIYDAN] NI
1 A o a X A A Vo Yt 4 v
TNHNNY ﬁﬁﬁ)hlﬂi]UUHW’J"U@Q basophil °lumzumam LiJfJ'iNﬂRJllﬂﬁ‘UﬁﬁL!WfJﬂﬂi\iﬁﬁLLWﬂﬂgvlﬂ
@ ~ [ Yy a aan =\ d I Y a
Qﬂsﬂﬂjﬂﬁl IgE NINMEDYUY mast cell L!ﬂ’JLﬂﬂﬂQﬂﬁﬁJW]NLﬂllﬂ?ilslulﬁliﬁalﬂuNﬁi‘l’ﬂﬂﬂﬂﬁll@]ﬂ"ﬂﬂi
granule M Wensial (chemical mediators) naI0enu1 A histamine, serotonin, Kkinin,
bradykinin, slow reactive substance of anaphylaxis (SRS-A), eosinophil chemotactic factor of
9
anaphylaxis (ECF-A), platelet-activating factor (PAF) 8% prostaglandin asinlmartiinane

Y
23872A199 veas1Meanana1en ladatl
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{ ' 1 [
1. Histamine 1571008090119 mast cell W30 basophil Tuaws I lvaTu

ya { ] o
histamine 9151NAINVUIUNT decarboxylation UBd L-histidine Nogly granule vodcragd il

D

A o t 4 5 = U . b4 & =
ﬂmﬁuﬂﬁ‘ﬂﬂ‘ﬁﬂﬂ1mu®!iﬂﬂ (smooth muscle) ¥iAfI (contraction) Iﬂﬂ!ﬂw1$ﬂﬂ13~l!uﬂliﬂﬂﬂ

v

viaaaall (bronchiole) 1l#viaeaaanvensd (capillary dilatation) 4z 1% mucus gland %a4

v v
o A [ o Y @ . o Y
HUNBdN(secretion) 9NN u'f]ﬂi]’lﬂﬁﬂ\iﬁ'lll'liﬂﬂ'l leﬁmii’mm"llm eosinophil A28

I Ao o A A 1
2. Serotonin (5-hydroxy trypamine) 141 serotonin 1uasNdAynganaosoonin

[
Y Y A

910 mast cell serotonin AN decarboxylation U89 L-tryptophan ﬁﬂmﬁuﬁﬁﬁﬂﬁnammaﬁﬂu

Y A Y
HANNATHiaonlao Ve eI

< ogj a 1
3. Kinin 1Jua13 basic peptide ny Tdsialu plasma Laig tissue L1NAVIN kininogenase lueng

4
a =R

— 9 .. v .. Yy a & {4
kininogen WU  kinin  dunavuluna1@uiSen  bradykinin - auneduluilemeisun

- = A o Y Y s = Y = Y o £ U a
lysylbradykinin llﬂm’diJ‘]J@]‘ﬂﬂ?‘iﬂﬂﬂJ!u@!iﬂ‘Uﬁﬂﬂ’J 1iaoAladA VENER I !!i’lgﬂﬂ?‘iﬂ’nuﬂuiﬁ?‘iﬂ

(blood pressure) AAAIDLIININ

4. Slow Reactive Substance of Anaphylaxis (SRS-A) ¥oluiisen leukotrienes (C4, D4

=]

< 4 L o A o Y { %
uay E4) iluans lipopeptide 1AI00M11910 mast cell 1 amautamldndanuieGounadi
y & 4 P : ' Sy P i .
TagmwznauipsouNiaonay sensitive Nga  1igniha1eA8eIMIn  antihistamine 1A
] dyw ) 9 = v 9
proteinase HONNHI Tinaoa@eaueIgfInIY
Tunsi allergic skin test, HHUINUAIILE TUHE91n 30 WA lUudy uaiuLINLAS
o a2 A o ] £ 3 ! L = = 1
naumeNie 5 5 1wk 11 Fuiluwauoin leukotrienes 1ABIRNE leukotriene C4 UNTFINI
. . "= A & Ao
histamine 100-1000 {91 ﬁ]ﬂlﬂuﬁimﬂﬂlmmimﬂ bronchospasm Gluﬂmﬂuiiﬂwmﬂunmumq
5. Eosinophil chemotactic factor of anaphylaxis (ECT-A) ®a409011910 granule U943
Y
mast cell 1182 basophil wu'ldnsluau nizeate wazuy Tnuamian Iinan13siunguues platelet
wagih 1n platelet NAIa1T serotonin DON
. =\ L] a A A A S 1 A 9
6. Prostaglandin (PG) 10§ 4 %1iafio PGA, PGB, PGE iag PGF ¥HaNMNUa1UNgIU99
Y] aaa . A 09/’ a dyd 9 A J [ A Y
NURNTeT anaphylaxis Ao PGE Wag PGF Maaewiatiiniinuana1eiy Tagh PGE nszdu
J 0 Y a . dg’ £ o Y a o 9 tﬂy
U la30 adenyl cyclase B11¥iAA cyclic AMP 1A F3e91 1HinANsAAIERIv0INATNILD
=y 1 9 Y 9 tﬂy =y [
38UV A0AAY LS PGF n3zAu1inamiion suvariaonauian?

7. Mast Cell Triggering Mast cell 921/@98 chemical mediator 001 1AL0

AA3sEneUMIaRUIMELNT 12 3.8, 51 INGFENSNNAVINIFYUL §ATHI



v
52UUAIANAY (The Immune System) 21 M9y PANAY

mﬂ‘ﬁﬂ'ginmﬁwmfgﬂuﬂﬁﬂizé’u mast cells TABA1N4 Fe receptor §ailensoun 8n
fiannsonszduls mast cells Yaosanaiiooninlag linszduna Fe 18un

1. Anaphylatoxin (C3a ttag C5a)

2. Lysosomal protein

3. Histamine-releasing lymphokine

4. Kinin

5. Drugs 1% codeine, morphine, mellitin
Wanuafim 1¥iAa Catt jon influx $h/l0 mast cells Fazilugaisuduiinalifa
Yuaumsmuaiiauu gaieii 14 granule tanudasiaiinne gnildeseanun
Type I Hypersensitivity Diseases ﬁ?ﬂd1ﬁﬂl®&i§ﬂﬁﬁ&‘ﬁ
1. Anaphylactic shock (Anaphylaxis)

daulnainasnmslasuseudny  (allergen) laamsia 1Fu  N5AAOT  penicillin

v Y Y k2 1
uaUAUBA (Igk) Nas19vuag 1TV mast cell Tutifotde 1azdy basophils lunszuaiaon Faliod

u

@ 4 [ a 3 { a < v o { 1
M3 ume e lasuteuanuasinass uoudnun liuiy Igk Noguu mast cells 1ag basophils

'
v 1

12519m8 9119 mast cells 11a2 basophils 1/a08 histamine tazasAToUY doNNIBE19NN 1T

1i00AAdAYENY (vasodilatation) NI319MEY Azl permeability 33M%_fluid lviaeanain

A Y o £ v A ; v A 9 a < :{dya 4?
B RIIBRIZIGRL] ‘nﬂﬁmmﬂumaﬂmaﬂu‘nuﬂ gameainaniIyen (shock) MaNITUUNAYU

1< vy Ao Ty R & A 1

133NN UTQ?WEJ?"IH"I,EUGM’J?WHEJI@EJVIEN]’I,ZJVIMQQHJNQ@Eﬂi‘]i’]ﬂiﬂﬂiﬁﬂ"lﬂ
d .

2. Isnvioutia (Bronchial asthma)

doulvginannmsmelaeasud  @llergen) 19111 luseme lnszquldasie

=1

2 1 [ 2 [

uouAUeAwia IgE 1142 1T Dog U mast cells aiioibe 1o lasuasuinssiaos asuivz 1
UM IgE NTUOGUY mast cells 0g11a7 11 1171doe histamine uazasniious sonut lagll
o Y 9 dy = ~ v A @
mlvna oo (smooth muscle) NYMABAANNIANI (bronchospasm) viasaaoalosveef ey
mldaouiion (mucus gland) Wavasilon (secretion) oanu1 i lddihenaeimsmela
lueon
3. WiA3e359 (allergic rhinitis)

a Yo Y 1 o = . . o ' =2 o Y a =

mannMs IAsuasud lnnidn - § histamine  waslinn - e ldiAeeInmsiiie

A A o o .
ﬁaf]ﬂlﬂ@ﬂ‘V]%lluﬂGUEﬂﬂﬁjl!ﬂgilu']lluﬂ(secretlon)vlﬁa
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4. auNY (urticaria)
a a Yo 9 a v ' v v 9 A a
auniyeNANINMY IAsuasuineimis  wuhldudadundsvagn  wiennmanuy
9 ' Y <3| 9 91 A a a A Yy A
91113 VAU IIINZE U )4 1) a1 iTudu filhendluaunyeziisaduiaeacosniy
a v a v KX 2 A dg’
HrunaMIveed il uruAvY
MY
1. matniszIa
, - @ 4 o 1 4 v v v
glamnluauindulsaveviia  wielsaniaisess  Gihede ldudarvasuioz
9 1
naagsoIMsavayn 1w 1hynTva iy aufuddudg (house dust) vziioimsnasainilania

v A 1

v A Ay A o o A Yy A g N o < v wa
I UIDAUNUNYUIT DN !N@L‘]Jﬂﬁuﬂﬁ@llﬂﬂauﬂ"ﬂglﬂﬂﬂ"liinll ﬂﬂi]ﬂsllﬂ L‘]JHWL! ﬂiglﬁﬂlﬂﬁ

@ Y

aseunIALIAUTIAY uitaiouazuidhTsaud aniiTemadulsaud 50% dmiewsousiiu
Tsauiifiosaudor gaiTemadulsaud 30% udesralsaammioniii i lsaufiaognad
TomaduTsaun 1 (15%)
2. MINATOUNIININIIA (skin test)

Lﬂﬁ%ﬁﬁaﬂ%’ﬁ’umﬂﬁm Tﬂﬂﬁmﬁﬁmﬁ’ﬂiﬁwﬁﬂﬁuﬁmyﬂ (scratch), @2nA (prick)

=Y

W399 (injection) W1 1AAIMIT HdIFUNANULINLAY (wheal and flare) NAIMHIUTRUNRATNS
Wrldaely 15-20 Wi SuuInudIindueenidle (pseudopod) HaadNl¥ima 4 1IN
[ e A A < 1 o 3 9 o 4
e ulszne 30 WA AuuINLAInIZARY 11eld P15 skin test AoansER Taeunngd
= A < Y
MWIZN W51z 115189 response 1109 Jilrwe1vGonaield
3. Passive cutaneous anaphylaxis (PCA) test
a o o { v 0 Id a o
1asmsi Iaemanadsuvesdnasdodnaziulsauiidr 1 IuAamida (intradermal) ¥4
o & o = 9 v Y Y A K Y o

NYAZINT WAIINTU 24-72 F2 113 DAATUAHAVAVE evan blue (MIAFUADA (i.v.) HAITUNA

{a ] a { [ a a 4 { 1 1 I a
f blue AT IUNAATTY AUAAT blue INATUTOUY Yania uaasNdThedly Tsaglnd
4. MINIIVIA allergen-specific serum IgE

Tag1473 radioallergosorbent test (RAST)
5. M3IN5I9IAAD histamine 111000
6. Eosinophil count

o 1 I~ a . . o
1inmsi cBC TudiheiluTlsngiiuiezil cosinophil Uszaar 10-20% n3M39M nasal
I Y 19 Y1 9 = Y o 1

smear 1001918 swab unadnlilugayndile13dszana 5 uii 1dni swab 11 smear DULHY

J Y = . . 40
a'laqd doud wright 9¢ W1 eosinophil VTUIUNIN
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MsShumazileany (Treatment and Prevention)
@ o A a9 dy v Qﬂll a Y o dy
msiﬂmuazﬂmﬂuimjﬂ’miiﬂgmm type I Y !,L‘]_N@nllsllu@]ﬂusll’t’)\iﬂ"li!,ﬂﬂiiﬂllﬂﬂ\il!
1. Allergen
9 I A I~ 9 a An A A Y]
a13uN (allergen) uaunansodludumauesmsainalsn A5nangalumsilesiums

a A = ~ TR Y . 9 I~
nalsnfe MIMaN@eIMIauAanUaIsun (allergen avoidance) Hiilulsngil

U

Y Y
uideaneey
I Y1 o 9 Y a A o oA
nuld ldndewianses s udmaneuiude
2. IgE Synthesis
a dd' o Y a a YA ad o [ A (% = as A
nouAveanih Irina Tsaniuiae Igk class 35 ar3evau119d 2 50
[ ] [
2.1 Hyposensitization (Desensitization) WUMITAH VY “HUINIONDIHUINLIN 5/11,31%
T < 3 v A 3 ' 1 A
utases lsnlferanstiudan i luseme (.d) Suanndenseaziies neuaInBEINY
3 9 9 1 o Y Y a 4 1 1 &
dose vu'll) msRaansuitnldlusemesgi s wmeasaweuAvedtu dauluanilu 1
4 @ Y A 3 : 4 J A ¥ 1
class #99¢91 WHNTU blocking antibody tHela13usitv11113519m8 IeG antibody 319113
o Y o Y 1 v v { 1 o ] ' !
nuasuiney i1 Tdensui i lUvui IgE Noguu mast cell 3991 1 lijildos mediator oonNN
=) Y Y 1 3 a Y = 1
n3eeenu lathamiulsunaiies 39 liuaaseormsveslsn
22 MsnA IgE 00n9IN319Me  1AEefeI5  plasmapheresis WaNNL  affinity
chromatography 35n3nemziaenlimiun 1 lunseslluieonenor plasma Wi la/lu
A A 1 [ Y 1 A S o [ Y @
column N% anti-IgE 0¢ TgE 929nU 1311 column &1 plasma NrueenmInh naud 1 Tudn
F
AUDHNAY TINNUTAARAIAIAE
3. Mast cell degranulation

[

=} ] a d' ] U A U ¥ d‘ o 9 1
11Eﬂﬁ]g‘ﬂa"IfJG]f‘LlﬂTl“])”JfJﬂlﬂ‘lJ’JNﬂ'iﬂﬁﬂﬂﬁ‘]Jﬁ@ﬂ mediators NA ﬂﬂ!J,hlﬂLLﬂ
d (o o t g
3.1 Methylxanthines (theophylline) 1iuendudan13119114904 phosphodiesterase Fa1ilu
S v g A p o &= o q Y
aadaeu cAMP Tvinaaiilu 5--AMP (1o phosphodiesterase NYUIININ 11 cAMP g3 cAMP
1< o o qgj 1 . = 1 & o o Y 9 dy ~ a @ .
LﬂuGI'JEJUENﬂ1§“]JaE]EJ mediators 9NADVI U LAZYIN GL’Hﬂa'IiJLL!E]Lﬁﬂﬂlﬂ@ﬂ?iﬂﬁ1ﬂ@]ﬂ] (relaxation)
3.2 B—adrenergic receptor stimulators 1dun epinephine, isoproterenol, salbutamol,
. 1 dy 9 . a dgl s A ) Y
bricanyl 810QUUNTEAU B—adrenerglc receptor UDN mast cell Tagase uazinauusIAG Inaim i
ATP tlaenlihilu cAMP %1 193] cAMP g9 mediators 34 liignildosenu (319 12-3) epinephrine
A g . o o o Y A ] . . A
dou drug of choice @1 ‘Viﬁ‘Umiﬁﬂ‘H1@‘1J3811/]3J’f)1m§§m!,'ﬂ 1Y systemic anaphylaxis ¥13® severe

Y
asthma 8614 l3Aawentiiio 1911 uug o1evh 1idiheaae'1d
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4. Mediators of anaphylaxis
< ' = o Y Sy . . . A o o . ! .
Lﬂuﬂq&lm‘mﬂ”l NUIMNADAIU histamine (antagonists) 1IDLTUN anti-histamine %Y sodium
I { a A [ o
cromoglycate (cromolyn) (Hueniiidszansnmgelumstloaiu (prophylaxis) na'lnmsinue
dy 1A o . . v . . @ 09-1’ dy Jq ¥
ofiae luden (compete) NV histamine Tumsduny receptor UDY histamine aadueniioz 1ol
Yy Ay Y A A A N Y A YA . .
"lwawaﬂwmmmmmma NIDNIUTULAAIDING LL@%EJ'IHi’HN@@iJ'IﬂﬂUIﬂﬂ’JEJ urticaria Lo
allergic rhinitis 11N bronchial asthma ttag liaealinany systemic anaphylaxis
5. Local anaphylaxis
. . . 03-" . . I { 4 [ U 1
corticosteroids  (steroids) FIUNN indomethacin nJumﬁuwm%z“lﬁ’ﬂuﬁﬂwcluﬂqu
0 g . 9 " Y A = = A A - = a o Y
[B-adrenergic stimulation 11413 Idwaitioa1nil mediators NUBAKTOIIN histamine DNSU AL
A o Y a aaa . - o Y A
SRS-A N 1mﬂﬂ‘ﬂ§]ﬂimﬂ1llll1 (late phase reaction) steroids HBNIINITN N late phase
. Y @ o Y a3 — : ) A e =
inhibitor 1147 §4711 ¥11191) U anti-inflammation §178 11899 1NNUITU 1mmunosuppressant INFIYAA

IgE response

Type II Hypersensitivity (Cytolytic or Cytotoxic Reactions)
Nowit - A ¥ < oA
HeUAUOA Tu Type II Hypersensitivity Wil IgG 1199 IgM class nla vaziueuaved
A A A N Y A = K A 4 A Yy v A 3 ¥ s A
yHaN  fix ABNNANUA lanTe LNl ABUNDWUADINILINEIVEIAIENTD JUN 1A  1radoug
{ g ks a & & § 4 g
(effector cells) (NBIV0IIEM30 13N 18 dnSuveuanuiluwadvsaila@en la
o ¢ A A
palamsmaesaaiiowe
Aa as oy dgl 1 Aa A = tﬂy A I~ Aa A MY A o
ueuAeANas 1 UAsEUA U aarTeLeIe (Tuwiia [eG 170 IgM N4 oy
o 7 v Y § o a A s 2
furglinounawuannduale wedullds co weudwuniluwad (red cell) Nazuanly
A ~ aoa | A . 4 1Y a 2 A Ay 2 J
viaealdenIay 3on1n3e11i91 Cytolytic reaction nanouAvoAuYHAN I fix ADUNAWUA
2 = = ' A a ) 2 A A a Ao g
W50 fix AouwamU DA €3 (9191110991% €3 inhibitor) HAdealafign oUALERIIDYA
%?J’t'lﬂllﬂgﬂ‘m a107 reticuloendotherial system (RE system) Tag phagocyte g K cell FadIu
v Y
Tnajag lalgnii aneidiw (spleen) 1agd (liver) (Son1lfn3e11i91 Cytotoxic reaction
fegalsnluy Type II Hypersensitivity
1. Blood Transfusion Reactions
< =\ [} [ {o o A 1
Vuiliaiaeauall blood group antigen 8go819I0e 15 53U NdAYNga laun 2D ABO
Y A a [ 1 o A [ Y 1 . 1 < v w
msIiidearangiu 1w 11 ioavesauny A lU1dauny B Anti-B vosauny A NaglUiuny

a 1A o Y3 A 1 o A o A 1
HOUALIY B v9InUNlana B N1 GlWLiJﬂla@ﬂllﬂ\i (qu, B) gnm a'lflhlﬂ NIDU LADAVDIAUNY B
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[ 1 1 < a Aaaa o’/’ 09/’ a
119wy A nSeny 0 1ulviwy AB Nezifailfnsen transfusion reactions 1ANUY B wouAVORA
o < 1 1 <3 o
fix poNNALUA IdTiadeauaszuanlunszumasame uatn fix aeuwamua li'ldne lignit
a109 RE system
2. Hemolytic Disease of the Newborn (HDN)
{ ] { o [ a a (=~
Inulosigafo Rh incompatibility (d1 W3 UAUAINT) durigiAaaInuiiilu Rh- aziign
I { [l 1
W Rht ®D+)  luvmzinaea  deagnd lonad luTuwilduag lunseduliuiasa
a a1 d? 1 [~ =& ] 9 A loa.ll 9
nouAvoAfo Rht Iu daulnailu IgG class F9e150H 14N (placenta) 19 1iotiAiioIgnaL
1 < ] I~ < @ < o
@ 11 anti-Rh nozrusndn 1) lugn dgmilu Rht @2e Anti-Rh noglUdvnwiiadoauas wild
< o 3 1 . a < a
wadeauasgnihatell auldenaedwaegluies (hydrop fetalis) niomauuiulsnlarass
A 3 A 1 1 3 A A <3| ~ Y A 2
NNVIUAADALAIDDUDYNIN (erythroblastosis) nyonaN I UNeUAAL A0 (icterus neonatorum)
dy (= A S a Yy = r eqdl ) <] Y
UONINUNYIREADUS NiNA IR 1971 Kell system (K antigen) ABO incompatibility Tuau Inanny 14
] 1 1A A (= = = I A A A
Uow 15U uNNnaea O I Tomalignitlu HDN 1 Tu 150 dengunniife,
3. Autoimmune Hemolytic Anemia
a 1 a 1 a <3 [ 5 1
AUNANAIING NNOET 19O UAVDAABLOUAIULWNAADALAIVDIA DI FaL11i900N
a3 a
18311 3 asiia Ao
. L A | a 2o aaa @ a = (o) =
3.1 Warm-reactive autoantibodies 11)1101A10ANM ﬂ;]ﬂi&ﬂﬂ‘]JLL’e’)‘L!@l!i]L!‘Vl 37 % NN
9 1 a s . a aa YA
Wn lALALEUADBAAD Rh system (RhC, RhE tag RAI loci) taziouaveanny luau ldndlulsa
J i ' N A 3 dy % =
autoimmune disease (U systemic lupus erythematosus (SLE) ﬂu"lmmﬂuiiﬂu"lﬂmu@mﬂﬂz
LRUALDAAD red cell YDIAINDIAIY

N N . I~ a A o Aaaa o a s}d' a
3.2 Cold-reactive autoantibodies Wuueuaveanim ﬂg(]ﬂ’imﬂmmumim"lﬂﬂqmwgu

o 9 a 1

[ Y
A9 (Meendn 30°%) Nguugigeniv: inalaser vy touAveAfe 1 blood group Haw

Y

aunso fix Aeundmudla aulngifalinsontunasadeamuimiiuazinnalugarnun

YA a di’ . < . . Y 1w IS a AA o
au'ldnAnare Mycoplasma pneumoniae NIENY cold antibodies 1dwunu way Wuteuauednn
Aaaa [ < 4 (=) Aaaa
ﬂgﬂiiﬂﬂ“ﬂ I antigen VO UNALAOALA L%E]’ﬂm@inﬂ‘ﬂ;]ﬂi&ﬂ cross-reaction
R . 9 Y a a = o Y OEJ} <

3.3 Drug induced reactions fﬂﬁnlﬁﬂﬂ’iwguﬁlmﬂﬂLL?J“LWI”U’E)Q wag lldhane Idnudia
A < A Aaan a d? Y a < A 9 9 Yy 9 a =)
ADALANLASINT AL DA ﬂ;]ﬂiEﬂlﬂﬂ"U‘Llhlﬂiﬂﬁlmhlﬂﬁﬂﬂuwﬂmﬂﬂlm%m?ﬂﬁmﬂusl‘ﬁﬁﬁNL!fJuﬁ‘U@ﬂ
A a = v W A 3 A Y = = 7 9 v 9 I o Yy A
m’auaum‘uaﬂ"hJmJmeJmeguumma’a@!,mqLLamﬂa31Wamu@'1memummﬂwﬂmumaeﬂ

{ I 1 [
uaauan 1 exiwuiluilamties laun penicillin, quinine 1ag sulphonamides
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4. Goodpasture’s syndrome

IANINTNYAT 1O UALDARD basement membrane V84AII8 1A (glomerulus) Lilo

a Ao W a a = J 9 v 9 o Y a .
UDUAUDAIUNULBDUALIULASUADUNAINUAUUTNIIUANIY ENWﬁGh’TLﬂﬂ C5a (chemotactic factor) Vl“lJ
= Y A . Y U 4 1 .
Al phagocytes (PMN (182 monocyte) ¥1N immune complex udraeaonlad 1 proteinase
1 dy A a 09: ) Y a @ .. Ay a A

1 collagenase WYDYLUBDIYDUIIUUU N1 1Hinae1ms lasniery (nephritis) (NDUBDULIDUAVDAN
Y 1A a <
i]‘]JE]‘c;Jﬁ basement membrane #3833 direct immunofluorescence ILINUMTITOLAWLY linear
pattern
5. Myasthenia gravis

a 1 a 1 . % g 1 a

IAAINT WNBE3 19O UAVDARD acetylcholine receptor Faiilu receptor DYUUNIVD

muscle membrane INTAS U YYIUDIN nerve cell WelilouALDATNY acetylcholine receptor EF

Y
A U

i Msudgananndulszam bild dilhevzliormsvesndunilosounsa (muscular weakness)
d‘ 1 d"q/ = d‘ a =) s 1 - = =) =) 1 ) =
uenn lsannaudedl IsafnannLe UALOAAD tissue antigens DNWAWTUA 1FU LOUAVDA
T a 1 <
f1® microsome VBN thyroid follicular cells, islet cell YD pancreas, graft tissue 130 LOUALDARBLIA
1@0Rv1 (leukocyte) Fa9nog lunguueelsn type IT hypersensitivity 426

>

an
N13IUINY

N

Y g A Aa o & A o aa o Y aa

anu type II hypersensitivity MAANUINADDALAY LTIFINITONT NITIUINYAIYID
=) D . d! 1 I~{ A

Coombs’ test 198 Antiglobulin test ooy 2 LUy Ao

1. Direct Coombs’ test

v
A v 1

I a < A 9 T Y A 1
lﬂuﬂ'ﬁﬂi'}fﬂﬁnlﬂuﬂu@ﬂﬂﬁ]U@guuluﬂlaﬂﬂllﬂ\iﬂl@\wjﬂjﬂﬂguﬁj LiJfJGl’d Coombs’ serum

[
aA v 1

9
J ¥ v o a <3 o o a
(anti-human  globulin) @411/ i]z"IJJmJﬂmmumuaﬂmmguummﬁ@mmmu M Wina
. . ]
hemagglutination Thiiu'la
2. Indirect Coombs’ test
I . Ao o o & A ad o 9 < A A~
Lﬂuﬂ1i¢]iﬁ]fﬂﬂ'l free antlbody NN LWIUNVLUALADALAN  ITNIADIN UNALADALLAINU
a [} a I~ a 1 9 a a1 . <Y A
LL@HWL%U@Q‘UHW’Jiﬂl‘ﬂuu@umﬂu IBH 151A0INITATIVN D UAVDAADRK antigen ﬂ@]ﬂﬁvlﬂlﬁ@ﬂ
< A .. =~ . < a A v Ao A
IDUNALADAUAIUDIAU group O, Rh positive (U D antlgen) NWLiJuLL@uﬁH]‘H LUBDUT NINTFUNUBIUN
9 a = 9 [ [ 9 < ] Yy a
ABDINTINTIY Llﬂuﬁﬂﬂﬂﬂglﬂﬂvlﬂilﬂ Wﬁﬂﬂ1ﬂﬁ1ﬁﬂ1ﬂﬁq@ﬂ@ﬂ 1HaANy Coombs’ serum ﬁ\'ihl‘ﬂ Ko
< ] 1 < A Y Y A o :JI = a S 1A Y I
Wiuﬂﬁi]'Uﬂ'sjﬂJ"llfNLiJﬂLﬁfJﬂLLﬂ\iulﬂﬂﬂucﬁiMHHNLL@H@]‘U@@@@ Rh g fﬂlﬂuﬂﬁﬁi’)ﬁﬂﬂ

LOUAUDAND tissue antigens 1% basement membrane V94 glomerulus, microsome U84 thyroid, islet
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a a 4 <3 a A,
cell YB3 pancreas HIoueUARUVUAITARVRAAAeAY1) Heul1H3T Direct immunofluorescence
£ = b4 A £
PIVLLUU tissue U LTDILFAIVU
Mstloanu

Tunsaivealsn HDN anuisoiloarulsa’ldlagnsRa anti-Rh (anti-D) serum 19110 T

~

A ] o . v v I A A v o ]
nnsnasagnlnig (molu 72 42109 ant-Rh 2 lldunudadeauasvesgnidnn ludm

i ldi lignnszdu S9liade anti-Rh Tunaaent gnauae TTulasaseainlsa HDON 1d

Type 111 Hypersensitivity (Arthus Type or Inmune Complex Disease)
a a 4 @ a < [V L~ :
UnaudueuavediionuiusouAnuNIIUAUIAITIWANTUABY  (complex) F19zgN
o w 1 a 4 { 1 . .
M19A09N1INI 1Ny IAENMTAUYBIFAANIN phagocytes NBEIY reticuloendothelial (RE) system
[ R A a d? Y A < Y v A
Lmﬂlu‘UNIfﬂﬂWﬁ immune complex YUNAVU DINVUIAANNING  ILTDANUIINNITIVNUUDI
= a 5 1 v 1 1 Q' d‘ 9 U [
phagocytes 99 11in12AA (deposit) 0dMNOTLIZAINY Taomwized1eaehn lany lauinniiedeis
A A~ 9 1 v 9 Y ' = ' = Y 9
OU BN complement UINITINIUAIY LLﬁ'J‘]Jﬁ’E)EJ?I'"IiLﬂ?J‘]JNBEJNU],‘]JﬂQLﬂ"I phagocyte GL"HHJ"I?J"I
(] qﬂ;} loy (] ~ 1 < ] dy 4‘ a &’f 9 =2 A Y]
898 complex U Lmu"lfli’]EJTI‘]J?I@EJ@’E)ﬂlﬂﬂ’ﬂS“l‘lJEJ@EJLHE’JLEJ’EJ‘]J?L’J'EMLLQ’JHM@TJEJ IUNANITDNLTVUDI

o g &
0IYITUU) VU

e

[

] 1< 1 1 1
ANNAVIINI5INA immune complex t1isooniilungulngs 14 4 nqueail

Cause Antigen Site of complex deposition
Fersistent infection Microbial antigen Infected organ(s), kidney
Autoimmunity Self antigen Kidney, joint, arterial, skin
Exdrinsic or Environmental antigen Lung
experimental Serum protein antigen Skin, kidney

U =

AQUTIHA :
a dy S A A Ao Y a U R . . A 1
Lﬂﬂﬁﬂﬂl"lfﬂlmﬂ‘ﬂLﬁﬂ‘ﬁuﬂﬂﬂﬂﬁlﬂﬂiﬁﬂﬂ@uﬂ (subclinical infection) Wi’f)klmlﬁﬂﬂfﬂﬂﬁ

k4
115108 1HU 1% Ol—hemolytic viridans streptococci, staphylococcal infective endocarditis 130
Y E4

IAAN parasite YA plasmodium vivax ¥1301nA1N 1I5A¥HA viral hepatitis tForvartiiliing
' 9 Yy v a a2 Yo 9 [ =KX a .

DINITDDUN Tuﬂuuazﬂimuiwmmmumaﬂ”lﬂmmuuaaq IBUNU IUNA immune complex

k4
%1303 (chronic) nag liinzAnegaiuo oz
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NQNADA :
a 1 9J a = o aAan A Y 1 a v
Lﬂﬂﬁ]TﬂiNﬂTfJﬁi”I\‘]LL?J'L!G]‘]J’E’)QIITJVITﬂ;]ﬂifﬂiﬂfl@]i\i m’aTﬂﬂaamau@um%mmmm
% ' 9 ' .
fedalaun 1sn systemic lupus erythematosus (SLE)
NENAN :
A a v ' ¢ & Y Lo o o
Lﬂﬂi]1ﬂﬂTi“l/i181%L@WLL@M@IL%ULﬂlWllﬂGlu‘]J@ﬂ LB ﬁﬂ@ﬁﬂlf)\il%@ﬂ Lﬂﬁi@@ﬂvlll VIIATN
11 150 Farmer’s lung disease L& pigeon Fancier’s disease
VoA
naue .
a = . . Y A o 1Y ' [ a
INAVINNTINA forelgn protein LﬂlTllﬂGluﬂUWiﬂﬁ@]’J nanyuaou (7-14 I4) 1havInN1g
I A A aA Aa ,g? AAa 9}
‘ﬂﬁﬁ”lllzlﬂumﬂﬂﬁi’EJ?JNL!LLﬂQLﬂWUHTIN'JﬁUQ
o A A
nalpmsmaeieme (Mechanism of tissue damage)
A A . a tg Y 1 o aan 9 9 1
BN immune complex NAVY complement ISLVINITIUN ﬂgﬂiﬂM’Jﬂ uanane C3a
= 1 dyd v = 9 A p
uag Csa 990U FIGTHATUNAUTNUA anaphylaxis LAY chemotaxis Taen anaphylatoxin 14
9 Y 5 ' P E o o o
ﬂi%ﬁ}ualﬁ mast cell L& basophil 1Ja®® vasoactive amine (chemical mediators) 99NN 'iii\‘l‘vnﬁhfi‘j
NADAABAVENIAT 1AZ chemotactic factor 1JA4 polymorphonuclear cell (PMN) Ty
o < o Aaan o 1
immune complex 1UvnZ1AIN immune complex NA1M130 UFATOY platelet 1da0 Tasdw
N Fe receptor NANIS %)Uﬂijmlm platelet (microthrombus) 1az1ane vasoactive amine IAYIANIL
] h oy 3 < {
serotonin 4@y histamine %41 1evaeadenvensdy i1 19 blood flow AYH PMN nidnuh
9 d? 9 A VPN & (] 1 a A v A
complex llﬂlﬂﬂﬂluﬂ’)‘c’l ol PMN H3IUAINUBDYDYNUINNIIATIVILIUNY complex LAILHBITN
<3 a I 1 Aa
immune complex ﬁmmmamWﬁwuaumﬂmﬂumiazma (soluble) PMN %\‘lulﬂﬁ'lu"liﬂﬂu
1 A 1 < 4 & ] (IR~ ]
(phagocytosis) 1aenT4 uavz 19351laeadu lesieenin dedulnaiilu proteolytic enzyme 9800
A A T A os;l 9 [ a o v &’ d' =S U dw
Tﬂimmagmnmuuﬂw JINNUNITNA thrombus VDY pletelet ‘YIﬂ‘}’i!u@!fjf’)"ll"lﬂlﬁi’)ﬂil"lﬂﬁi’)!ﬁﬂﬂ

2K o t4 & d' a % . . a &’ . d'
ilx‘l‘l’lﬂ‘l’imﬂ!ﬂi)!ﬂﬂﬂﬁﬂmﬂﬂ (inflammation) taginAHDNE !necrosm!i‘ﬂ‘i’lﬁﬂ

fmogalsnly Type 111 Hypersensitivity

1. Arthus reaction

11 A./.1903 Maurice Arthus lanaaodls@suvearnaadn l1dAmiiesnszeaie
[ 4 oa.:l [ o (Y [ g v A Ao 1
Flanfazasa Tu 2-3 dlaniusnlumeszls Tudlaniden undRadsy 5-6 ¥u.wUIAT
a Aa a =2 o ' ana ~
UsnuidazmamIuaneady 24 s lusdeunlnieros  anawazmeldluiga 90

A 1 a a = 4 a 1
ﬂﬁﬁﬂ‘bﬂfg’l}’m’ﬁ immunofluorescence WUNNLUOUALIY  LOUAVDA uazﬂauwawummzmag
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uShamitemaeaiden  aemiimamdeududiuives  PMN uaziinguieuveniaidon
24-48 %Y. 139910 PMN (91011147 1588 WIN macrophages AAMIAIN HATIMUATIAAYIN immune
complex &2 l1/nszuasundmuduaziniaidon C2a uag Csa vosnounamud 11 1980 mast
cell degranulation 11a¢ PMN chemotaxis vasoactive amine 910 mast cells 11 GLﬁllﬁiJ blood flow e
capillary permeability proteolytic enzymes 310 PMN MI%AA inflammation 118g necrosis AUNA
msunmadiiiluiiga

2. Serum sickness

a

mavnfile lasugi

[

Y a = A A o d . . 9 Y]
ANNU (MOUAVDA) NATIUINTNULU anti-tetanus toxin Gl%"ﬂﬂ\iﬂl!
9
Tsauranzdn, anti-diphtheria toxin 1¥tesnulsanedy drulvaveweuavedtimionldnini
[ [ Yo Ao ooy a oA 9 dgl A a v A ]
ﬂi%iﬂm 7 ’JuﬁaﬂﬂWﬂHlﬂiﬂcﬁiﬂﬂTﬂﬁ@? Ll,'ﬂL!@]°]JﬂﬂLillﬁi?\iﬂluiuﬂ]mgﬂllﬂu@]muﬂQNQQNTﬂ
A o oo oa < o] = { v
(excess) UBIUNUIIUNA immune complex YUIALANS) mamaaﬂ"lﬂmuﬂimamaﬂ muiwmz"lﬂ
a 1A o A A~ a ) v Y =R !
Lﬂ'lzﬁﬂ'ﬂg‘ﬂﬂi')ﬂulﬁ (glomerulus) LASHUNNADALODA LN@Mﬂ@NWﬁLNH@IL"UTNT%‘Uﬂ”JEJle"]Jﬁ'E]ﬂﬁ'li
= 9 1 9 1 < 4 [l [l dy A a 3//
't’)@ﬂll'ﬂﬂ\i PMN 0741334938 PMN ﬂaamau"lmmaﬂmsmﬂ complex HASYDYIUBDIYDUINIUUU

Y 2F o Y a v o~ A [ g EA =
A8 fﬂﬂﬂfl“ﬁ!ﬂﬂﬂ']ﬂ']ﬁ"lﬂi’)ﬂ!ﬁu (glomerulonephritis) Hlasviaaniaanadntall (arthritis) @ﬂ?ﬂﬂgu

A [ [
taaazeanuuiluaeanazil albumin 280314 7 JUABINVINMIONAUNIZABYY ANBIAZTHIIY

Whala@lunigalaalide 30y 109910 immune complex gnmdatinalil
3. Autoimmune complex disease
F4

AN NNEAS 1O UAVDAABUDUAIUVDIAOY  HAZTUDINUFHAVD IO UAIULAZ
3 a A o < o Y a A o :/‘ 9 [
immune complex 32 liimzanagihe oz lanazih ldinaeinsneTeziiug laun

A N .. a (] 9 a =\ 1 1 a3 o
3.1 Rheumatoid arthritis (99105 19MeasWMoUAVOR (@11 laiilu 1gM class) T

1 )

9 I
ﬂgﬂimﬁU immunoglobulin ¥UA IgG LOUAUPANANENOWSEN rheumatoid factor 110991N

=

[l F4 v [
immune complex ﬁm@ﬁumuiwqj"lﬂgmzm (deposit) i synovial joint (ei’fwmmm) 1ol

= < 9 [ 9 ) Y a U Y 1 U U dyoj o Y a
ADNNALNUALVINITIUAIY fl]\‘mﬂ“ﬁ!ﬂﬂﬂﬁi’)ﬂ!ﬁﬂﬂlﬂﬂ"ﬂi’)ﬂi’)ﬂﬁ‘] UDIINNNIE ‘L!E]ﬂfﬂ”lﬂuﬂ\ﬂ/l”lclﬁ!,ﬂﬂ

o Y A ¥ ' A .. PR T
NITDNLFUUDIDIYITDUS) AY [TYU HaDALADA (vasculitis) llﬁ (nephrms) L‘]Juﬁu
3.2 Systemic lupus erythematosus (SLE) [AA91AM3&5190UALDAAD nuclear antigen
a ad =~ . 4 . a ) 9
HOUAUDAUDIVITYN antinuclear factor (ANF) 1H®3910 immune complex "l‘}J!,mzmag"lﬂiunﬂ

A
9382zU99319Me aziiulsn SLE 3o ldinaeimsonaununne ey 1w damiis la Joa dodo

NaRAa0A MAUAUDINIT A1 zVVUTZa M “a¢
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4. Post streptococcal glomerulonephritis
Y 33| . . ' 9y a a . @ 491 42’ A
nasnndulsn streptococcal infection TINNIYATINLUDUAVDAAD toxin VDIAUFDUU LUD
a = o Aaaa o . < a g . 4 a A
nouAved 1 UFA5010 toxin AaziAATY immune complex 1187 complex lilimzAaiinglela
~ A 2 J 9 < 0 Y a o
(glomerulus) TAsRMIZN basement membrane (HBUADUNANUAV IV UMZNILH T HIDAN IO DAL
2
voslaiiu
5. Dengue hemorrhagic fever
a a Ay o a & 24 2 o
ﬁ1lﬂ@llﬂﬂ%1ﬂﬂ1ﬁ@]ﬂlﬂfﬂ]’h§ﬁ degnue Tﬂﬂmwwmmmmmmam FITNNTYY memory
1 Wd‘ywdyd 3&9) a any o aaa wwdﬂlad
cell agNDULIAY l,iJf]Vlﬂi‘]JlG]f’fJfJﬂﬂi\ii]\‘lﬁ'i%‘ll!f]uﬁﬂﬂﬂllﬂﬂ'lﬂh18&!@3‘1/11 ﬂgﬂiﬂmummammﬂu

. Y A a Y a it o0 Q Ya ') & ~
immune complex Y1NNIYAIY !11ﬂilfniﬂﬁ%ﬂuﬂﬂﬂlwa!Nﬂﬂ%Qﬂﬂﬂ!ﬂﬂﬂ‘liﬂﬂ!ﬁﬂm@ﬂ‘ﬂaﬂﬂ!ﬁﬂﬂ ]

- Yy A o Y A . = v IA o 3 A
fluid "lcﬁﬁf’]ﬂﬂu1u@ﬂ!ﬁu!ﬁ@ﬂﬂflﬁ!ﬂﬂ hypovolumic shock Gl,u"]lmzlﬂﬂjﬂuﬂﬂﬂ15%1313lﬂiﬂlﬁﬂﬂ

A28 M 11inA disseminated intravascular clotting (DIC) iwa ild coagulation factor TJNGIﬂjﬂ’Qﬂ
o =2 o Y Y A P v A [ a @

mmﬂ"lﬂ %QﬂWiﬂﬁjﬂ?ﬂNlﬁ@ﬂ@ﬂﬂqﬂ\ﬂﬂ Mﬂlﬁulaﬂﬂﬂ’ﬂﬂlﬂuﬂﬂﬂ ATUNIT U

6. Hey fever

a QSJI o g Aa '
ﬁ“ﬁ@!ﬂﬂ“inﬂﬂ1§1’ﬂfﬂ‘ﬂ!ﬂ1€!uﬁ$ﬂﬂﬂ 531]V|Qﬁﬂﬂisllﬂﬂl%ﬂ§1ﬂ1ﬂWdGIfU1\35D'L!ﬂ IBU ‘VifUz}"I

Y 9 [~ 9 dy = o J a Y A 9
#9917 udes 1ludu u’aﬂmﬂuiﬂmumﬂyaﬁm U AS9DNINYAUNWITULNN el
1 9 Y Y a dnd? 1 9 a a
"lﬂ“luﬂaﬂmm aguaye) %ﬂixﬂuﬁlﬁ’iNmﬂﬁiNLL?J“LWI”LIE)WU‘L! mmmﬂﬁlmmﬂﬂaﬂﬂﬂzmﬂ
. 42’ 9 Y 2 Jd o Y a o o8
immune complex 6ll‘lﬂlulﬂ tazsnuAeNNamUAT TMinaeinsleadniaw (pneumonitis)
an v 4 a wA
msauc‘naﬂmmmﬂgmms
Y

11199910 Type III Hypersensitivity (NA9INHA109 @ UHALAZINANUNAY, 07092 LI

9
v A

aa o ) 1 aa o A d an o 0
M3INRBR09NTLIN MMz 15a uamsInavendlumIIHRsuUI N N3z 1adadl
1. Skin test

Tagmsnaasnaddedngin WNAMSUALUD type 1T W1 1@RIMITS 11A350 5-6 w3,
o A a A Y
mm@’]wummmmwsnmmﬂmmnllﬂ
2. Indirect immunofluorescence
IS A a @ Aa 2 A ] ] A
WuMInTI9113 immune complex lUAaaueierzinatunse I wu la Tasms
o . . Y o ay dy o . a 9 ] s 9 v Y A v 9
N1 kidney biopsy HaIUT FULUDUINT frozen section aa Buuunvalas EJE)ilVI“lJﬂ’JEJG]ﬁiJGUENQJ,ﬂ’JEJ
% 4y Yy oA Iy . . - .
ad'ld ou'l3 30 w1A Aradrdeuiudna5IAY anti-human immunoglobulin ¥17® anti-complement

a

A Y A L. . o Y o ' Y} Yy A
NAAAIYA1L5DALAI (fluorescein isothiocyanate, FITC) Hadd1na1NU llﬂam@msmaammum
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< 1 1< < a
VIR UMTITOUAINTITIUVD glomerulus L‘]J‘L!!JJW] lumpy pattern ) 7% indirect
. 4 9 . . Y1 yJy
immunofluorescence 6417357941 anti-nuclear antibody (ANA) Tu I%J‘]J?EJ SLE laae
3. Detection of immune complex
3.1 Based on the use of polyethylene glycol (PEG) Tasm3ay PEG 91111 test serum
I A dy o .
17 1danududugamedlu 2% PEG finaw uduil PEG 92341 1% immune complex anaznou
uarflunenaenauId9aI8 2% PEG 111 AzneuNIaza1efle 6M urea H3005A HCI pH2 Ha9910
Y
Wui TS immunoglobulin (IgG) 9199L1192873 single radial immunodiffusion, ELISA
A
1190 RIA
3.2 Based on the use of Clq Taely Clq aa'l3i solid phase (U polystyrene tube or plate
Aa Av . a (% d't: "9 (% 9 a
L@]ll“]fillﬁ\illﬂ immune complex i]gul,ﬂlﬂ”lgﬁﬂﬂﬂ Clq NANDYVNTADA MAVINBUUATAN Al
anti-Ig NAananAleeu lainseas5ed d1 w5um 391 ELISA 130 RIA aud v
an U N v dq,
msamaﬂmm:ﬂsﬂ HONU
1. Rheumatoid arthritis
< A
WUMIATIINA rheumatoid factor AT passive latex agglutination Taely IgG Timdeu
< < y @ [ [
Tuudiaandina (latex particle) (ONAUNUTSY rheumatoid factor (anti-IgG antibody) 3&3UNY IgG
< [~ o 9 a ) v 3 ] (] Y 9 '
UYULUAAUNA ‘Vlﬂﬁlﬂﬂﬂ"liﬁ]ﬂﬂ@ﬂ (agglutination) Lﬁullﬂ Areandan
2. Systemic lupus erythematosus (SLE)
I A { 1
1WuMSATIIN antinuclear antibody (ANA) GL“]?’J% indirect immunofluorescence AIUNNA
Y
ULLan
3. Serum sickness
=A@ ;g a { o Aaaa o
M33190614n15A529M1 heterophile antibody Fuiluneuduednhlgnsenlany sheep
ed cell, guinea pig kidney cell 1iag beef red cell ANATOUSUNI heterophile antibody test
MIINY

a . 19 [ < Y A . 1
Taona 157 serum sickness lidessnuinmensld weviua immune complex D1N1TANC)

E4
%

< 'Y o IAan =1
mﬂﬂiiﬂﬂﬂ%’ﬂ'lﬂvlﬂ UADISTINHINUITAIU
1. Removal of the antigen source

o w a A I 1 o 49’ ]
Tasivatouanuiiluaumaveslsaoonli mu dade Tinaiee
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2. Suppression of antibody production
Y] A = 9 AY o 1 . . . A
ﬂﬂmiﬁi”lxi!,mu@m’f)ﬂIﬂﬂi%mﬂﬂ{]&lﬂu U WU cyclophosphamide, azathioprine %59
corticosteroids
3. Removal of immune complex (IC)

9 an . slay Yy a
1197 IC 89NIINTNNIYAIYIT plasmapheresis LN plasma voaau v luduau plasma

vosaunddn lunu

Type IV Hypersensitivity (Delayed type hypersensitivity)

L4 M ' b4
Ui3enues type IV Hina1n31 3 types inauwda Taone liazimedunds 12 v,

] Y =X A N 1 A 1 [
A ludn 941380 delayed type hypersensitivity 9EANNIN 3 types LLINAD hlllﬁ’nlﬁﬂmﬂ%’e)ﬂﬁnﬂ
v o = = [ = 9 A v 19 1 9 A A
ﬁmmwm"lﬂﬂﬂmwmmwiu UAADNDINAANIY T cell 130 transfer factor AUHAVDINITLAA
2
type IV hypersensitivity (NAINNITADUTUBIVDII1INILABLOUANUYAYHA NaVANGY 1T
£ 9
L%@ﬂ Lﬂﬁiﬂ@ﬂhlﬁ WHINUNAL SINAIETIANDNH e HA
nalnmathalsn
a -l A A~ a Y 1 "
nalnmsina type IV hypersensitivity mammumﬂumﬂﬂiusnma%zgﬂ processing
; & y_ (2 : ' v
andpresentation T macrophage %3® monocyte ua1aee interleukin-1 (IL-1) ”lﬂﬂimu
Y g - A~ a Y = z oo
T lymphocyte Iiilu sensitized lymphocyte HAZINDUUDUALIWVINIBNATY sensitized lymphocyte
< 1 1 = 9 A 12 Y A v W dy
nezdany lymphokines #9152 NOUAWF T HAWTUALANHUINT INAUATH
1. Chemotactic factors for macrophage, monocyte, basophil, eosinophil, neutrophil
o 9 A = Jd v J Y 9 a
1/1mum"hJmwaamnanﬁlmmmmuaum%u
2. Macrophage/leukocyte migration inhibition factor (MIF/LIF)
o 9 A A ~ o =2 a s 2 A 1A
MAUINUYANTITIAADUNUDILAA macrophage/leukocyte WHIFAANALQADAVIINTNYADYN
a < o
gouARMUIUTIUIUNIN
3. Macrophage activation factor (MAF)
[ 9 Y = .. 4%1
%Jﬂﬂizﬂulﬂ macrophaged activity gaUU
4. Transfer factor (TF)
Mnrnasn non-sensitized lymphocyte Tinanenily sensitized lymphocyte 10159

aoe lymphokine 11 195 lymphokine ATERAY
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5. Blastogenic factor (BF)
Y q 9 '@ o 9 Ya 2 &

n3edu 1 lymphocyte 1111969 111 1911 lymphocyte 1NNMINAL
6. Lymphotoxin (tumor necrosis factor B, TNF B)

o g ¥ A A a o A . A a a & a A

TI'I‘IWLH’EJL‘(’JE]Lﬂﬂﬂ'ﬁ@ﬁJ HagH lymphokine 89U 9NUAYYUA ISLHUIIATIUITIUN

a ' = J 9 v v ' IS o £ o Ya o <

uau161ﬁ]u’e‘Jg%mmaammmﬂﬂmmmﬂumu’gumﬂ i]Q‘wﬂ,wm@aﬂymzmmmmamm (redness

T a o d o a o
and induration) Lmfmfnzmﬂmss:mﬂwmwam“ﬂummumnq v’n’eanunmumﬁe 24-48 ‘U'JINQ

d' = ¢ < A LY v | ° =KX o 91& d' a 3’1
mé)umsaamﬂmaﬂmmmmmmﬂummumn i]xi‘ﬂﬂ‘l’ilﬂ@!ﬂﬂ‘ﬂi!]ﬂ!ﬂ%ﬂﬂﬂ blood supply Uas

% v < d v kY &£ o Y a ﬂ . d?
macrophage mﬂaamau"lmmanmﬂaﬂmﬂ mﬂﬂmnﬂmamﬂ (necrosis) YU

feealsnlu Type IV Hypersensitivity
1. Tuberculin reaction
R [ o Ay y dy Ay - ] A 4”
Tuberculin uasanan lavinnsi@ouse Mycobacterium tuberculosis (TB) n3o1re lu
Y 1
NENIABINY 13U M.bovis 11ag M.avium e15aNAUAD purified protein derivative (PPD) 1adaPPD

11)ARI%S (intradermal) 221HAIMVINLAIMAZUTIN]Y 24-72 F2]34 tuberculin 19¥i1skin

test @1 NSUNATOUEAN 12 UDIYAAUAUNTATU CMI
2. Contact dermatitis (contact hypersensitivity)
9 v
ansamliminevuld lagldensan iy aseiilunsoadie1a(cosmatics) Junsnen

v o

¢ - chag R RFWNS S ol e
HUIAA (leather) Tuenstia (elastic) picric acid MnVsaEIrane14nNa sensitization 1oN
4 [ 1 1
ASaNaoIIzinAdelayed hypersensitivity HUNAIAAITAN (hapten) FuruATaud lsaufy
1 a a A < <

TilsAueesame udanszduliing CMI response gahonaruuIuuas@zudeldmu i
1 o Y a dy 4? P4

suMeasuaueInIng M lnnaiionsdu 1a

3. Allograft rejection

v g ci £ YA = a . .
miﬂgﬂmﬂmawmmwwm"lﬂ"lwamuwuwzmﬂﬁumumi rejection Iﬂﬂﬁﬁ/‘ﬂ%

second set rejection 1NAIN CMI response
4. Insect bite
@ A 1 [l d? o 1 " o Y Aa Y a 9
LUANNATIIDADY LU AN AIAND Llllﬁ\‘iﬂ” m GlWLﬂﬂﬂﬁLLW%uﬂ type IV hl@
mstleanuuazSnm
= A v v W 9 a I ax v Ao 1 9 o
NTINANAYINTAURNANUAITUN (LD UAIU) Lﬂu%‘ﬁﬂﬂﬂﬂu%ﬂﬂq@] YU ﬂWﬁL!WN\‘]“BﬂT\I’Oﬂ
A A A A 9 o A a A 1Y A 9142} Y
Wi@tl"lﬂlll}l’ﬁ§$W3J NITNANIAYIAND ﬂTi]l‘]JGlGIfN\‘I"]SﬂW@ﬂﬁﬁﬂu%ﬂw”%uﬂ@u"] LADUNANTILANVULLA

v

d' Yo ] q Y . d‘ 1 (% 1 ay
EJ"ITﬂGIﬁﬂE"Iﬁ’JHGlWiIﬂGH steroid IWDBIYAANITDNLT U HagFIINAHUANNU
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[
Y )

Tsﬂgﬁmummﬁammm (Autoimmune Diseases)
uni
Ay o A y 4 oA A A - R
fluilﬂiJﬂu%ﬁNﬂWﬂﬁiNﬂluﬁ’JuiWﬂJ HIVNBDUNNKUA LW@ﬂ@QﬂH‘ViiﬂﬂW ﬁ]@ﬁ\‘ll!ﬂﬂﬂﬂﬁﬂll

'
Y v A

Y 1 1 3 a 1 k% = a ° Y (Y] A
hlﬁf]@ﬂiﬂiﬂﬂi']\iﬂ?ﬂ Lm111‘]J1Qﬂ'iQmegunumnmfjaﬁwumtmum}zm "l‘lﬂ‘lrﬂmnu 1130

a1

o & V' o o A” ﬁ' 1 =S o Y a K dg’ dyd 1
Tn%ﬂfJ!‘]ﬂ’)j‘éﬂ!mﬂa‘]JN1Tnﬁ1EJ!uf’)!ﬂ®6Ui’N§Nﬂ]mﬁﬂ!i’)\‘i VI11WLﬂ@IiﬂLLﬂG]’JL§1LEN"UH Iiﬂulﬁﬂﬂji

Y = 9 d? o ~
ANNUNTNMYATWUUNINT QIYAULDIUTUN

a

a9 dy A . .
Tiﬂqumumawammm (autoimmune diseases)

A

ay { A . L4 <
AUAUIUBDIEDAULDY (autoimmunity) BI04 U

[ a

4

ay A 09: ' 3 ¥
NUANNUTUA HMI, CMI Wif]“l/l\iﬁﬁ]\iﬁ]iﬂ\‘]ﬂllﬂ
Autoantigen

a

a A o Aaaa Y o 9 I 1 =& 1 9 ~ a
UDUALIUNN ‘l.l;]ﬂiflﬂﬂﬂﬂ{]iﬁﬂl&ﬁﬂl@ﬁ WUAIUHTIUOITNMEAIY  [TUNLOUALIY

. d! = 1) a 2 1 dy
AULDY (autoantigen) mmgwmwuﬂmﬂe'lﬂu

1. wouAMA ¥l (neoantigen)

vy

vnedeuaunlogudl ua laulasugisill e19laemslisuny hapen 5o Tag

u

v < A o 9 Ya a? I 2 ‘
AITNIBDU ATV leqamﬂﬂma% (UV) a15au ‘Vngh’ﬂﬂﬂ antlgenlcdetermmant "UL!?J’]GLVHJ

P4
= 3 1

9 9 Y1 9 a = Y ] aa A [ = <
u,m"hJﬂiz@;uimnmaaiwuau@uamum"lﬂ 10619TY sunulFaan dunuldsauuuia
= o E 9 a A o 3 A 5 . q °
oA 115 19mMeas1ueuAtef AR oALAIT Y (immune hemolytic anemia)

2. OUAIHABUIT U (sequestered antigen)
I a A 2 P (9 [} A a 1 Yo o o Aa v J o [l
Lﬂuuaum%u‘ﬂgﬂﬂﬂﬂﬂ"lﬂummsemmwﬂ lineladuianuau Tgen Hudivuves
[ { 1 1 Y 1 v a 4 a
s1men lutideadn T vdedes 1dun @093 (spermatozoa) TlsAuveaudggnar 1515 Tnayau
a =\ 4 dy A A A ) L= dy A a 4 dy 1
UANAYTVOIUFAR LUDEDTUDI LUBUNITNIA YA TOIUBLYD LOUAIUHAIUIZODNNT TNNY

[ 1

. 2 ~ '
Suiniluaunlantaeudsadegidumumaediu

3. 1P UAIIUEviey (maturation antigen)
= a d'q d%‘ [ A a I 9 1, N9/ oY) ] ] :’ a
WD UANUNAATULIHAIINNT M Y DU Tnajudidosnaa 1o g
a [ = 4 = g’ . a a dy 1 @
pouaunelezduug Tusauluimn (casein) luanminaueudnuil bimenunuszuy
a ] 1 1 { o ' o <3 v v v A o
pifuiumneu uad Inssadeiiiuedgnih are Aaveemndudanuan Trlded 1d
4. OUAUMDINEINTOVINNGN (cross-reactive antigen)
ADMINUBUAUINNGUBNT antigenic determinant IHIUBUNTBAMINULDUADUAULD

v [ v
1% 150 Beta-streptococci group A NHOUAINUINAOUN basement membrane Y04 lauazido1ilo

v =}

[ 2
Walv ilesemeaeniduiuiien a1ode 3951 a18@15 109828 195U 15A poststreptococeal

U q

y . . g
glomerulonephritis 10& rheumatic heart disease Hudu
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5. UOUAIDUA AT (mutation antigen)
I a A a d%’ A = s Y a ~ A v d? 1R ]
WHuneudnuimaduilosnnsudnasweudnwdasulyl  arsiadratuunlnidel
a ] S 1 A
wilewAy sumensuiududunlaniaou
nalnmathagimunines
Y )
AUAUALIDIUBNIINIZINAIINNTNTZAUA BB UANUALIDIAD TURATUITDININAIIN
] v a o (] ~ o a
Tuaugadiuneszuugidunudle 15u n12zh suppressor T cells 111 Tuttosnu |y w3 helper T
9
o a % 1 [ I 1 o a % a
cells hammnminll vioewazivassediesmnu g luaugadneszuugiduiuerunagn
[ 4 @ Y A = a gy a [} [l B A
e Bud nazilvdeuadendus dnuinuie giduaueserunannna inedielasg il 3o
T TV i
WINNNMHI0819 Aeae lali
1. T cell bypass mechanism
Tunzn@ T cells 92 hinouauanoouARUYBIAINBY 11HBIINUOUALIUAIDY 1HU
a =\ o A o Y A v v W 3 1
1515 Tnayan TilsAuees vy Tswaudesuinlunszudaen uazmaduiany T cells MIALA
maudl Junams linevuauss (tolerlance) M0 T cell helper signal ﬁﬂz"lﬂﬂizéju B cells 11
Y a a a @ A I A Aa % @ A I
A5 NUOUAVDAADLOUALIUA D e lanamuiueuanuduesldsiunuasounaiedly
Y v
pouAnu vy tozndougiiielufei 19 T cells aouausnazase helper signal linszdqu
Yy Y a A a % dgl Y 2 A & . a
B cells lfiasauenaveanououfnuduedula 8nnsainilaued bypass mechanism LOUADY
A104 1159 UA15199614 (helper determinant) 15U 1258 wuafise, 81 adjuvant UAIAINTD
9 9 1 ]
n3zAU B cells latae Taolidos 01de T cells
2. Sequestered antigen release mechanism
a ] 9 . a3 a ~ [ o A dy dy
HOUALIULEOUITY (sequestered antigen) (T ULOUALNUNUANAIDONUININITAA HIOLLDIID
4 [ 1 d A @ 1
111999101 injury T cells Su§aniludunlaniaoy vasgnnszdu T cells aow helper signal 1)
9
n3zdu B cells 1dadauouanofnod oy
3. Loss of suppressor activity
9 A A~ a 9 =& 1 .
melaannzlnadeliuoudnuaueslinszdu T cells ¥9vzilaoo helper signal 11
NZAU B cells IWIMIuLsdmaziingy  uiwieaiweudued 1AMt uUed
suppressor T cells M °1% B cells ngamsuudaiuazveamsnsg wi la 39 lilinsads
Y 4
LAUALDARDAUDUNATY UADINTIT 91UV suppressor T cells 17811 Fahmsutadas Wiy

E4
UIUUDI B cells LL?Ju@ﬂﬂaﬂ@ﬂulﬂﬂﬂ"ﬁﬂlﬂﬂ‘ﬁuﬂ@s{
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4. Autoimmunity following administration of drugs
A . v W dy A 1 Y I a T W

81v159 metabolite ’t’)”ﬁ]ll‘IJi’JiJ@]’Jﬂ“JJL‘L!@LEJBBU’ENﬁ\‘Iﬂ”IEJ st UL UAIIUADAILDY

n5gAU T cells THd3 helper signal linszdu B cells Tdadauouavofnonies aaverusu o
aa A @ < A Y 9 Y1 9 a = o <3 A

lfwuucﬁaau'lﬂgmzﬂmumaammq Lm’JﬂiZi{]L!bl'ﬂﬁNﬂRJ’ﬁiNLL’EJuG]“UE]ﬂiJTVH DIYUALDDALLAN
wu 15 drug induced hemolytic anemia
5. Autoimmunity following viral infections

dy (% 9 Y a a a [ Y A A

!Glfﬂll’Jiﬁﬁ'lllTSﬂﬂigﬂuiﬁlﬂmlﬂugm@ﬂﬁ@ﬁ?l!lelﬂ 1 1199 2 NN A

Y
a o [ v o a 1 [ a Il
5.1 Llﬂuﬁlﬂuﬂlﬂﬂﬂﬁl%ﬂqjiﬁiﬂuﬁ’Jﬂ“]JLL?J‘L!G]!ﬁ]uall’ﬂﬂi"l\iﬂiﬂ ué’aﬂmmﬂuuaum%uﬁlm
Y

5.2 1%0 193 191 Epstein-Bar (EB) virus 81903241 B cells IHas1aouavefnonnosla
JERERR
6. Autoimmunity following adjuvant administration and bacterial infections

a U \

. S o 4 = v J Y Y a Y
Adjuvant ()14 nonspecific stimulator @oau W FonuazamIanszauliNagNANA LD
o [l |
deeld 1 lipopolysaccharide 1350 purified protein derivative U84 tuberculin 11l polyclonal B
5 = Y Y a a S 1w Y 1
cell activator iNﬂixﬂulﬂlﬂﬂ!,l,ﬁluG]‘]JB@WIE]GI’JLE)“@I@EJG]N (bypass) @9U complete Freund's
| g . .
adjuvant (CFA) 114 specific T cell stimulator
dy = 2 a A 9 1 Y 1 a & A va I
L%@LLU?WIL'ﬁﬁJ'UN“I)"HﬂLiJf]L"U1Ul'ﬂﬁlu‘iNﬂWElLLﬁ'J‘IJﬁ@EJﬁﬁ‘UN%Hﬂ@@ﬂiJ'l muﬂmﬁuumﬂu
1 & v o Jd a o
adjuvant 194 Bordetella pertussis 14N358iU83150 rheumatic fever FalinNudUHUToe191ndTARY
4 H
streptococcal infection 1%0 streptococcus HUOUALIUN  cross-reaction NULOUALIUYDITNNGY
= 1 Y a a A 1 [
%Qﬂ@ﬁlﬁlﬂﬂllﬂuﬂﬂﬁﬂ@]ﬂ@nlﬂﬂ
7. Autoimmunity following allogeneic cell administration
Y sy Aaa A = 9 1 a Aaaa A A 1
0111 Z‘IZJI‘V\IG]J’EJ NNEWTINVINAUD LN AALVIT NG ﬁ]%!ﬂﬂﬂgﬂiﬂ”l‘ﬂljﬂﬂ'ﬂ graft versus

host (GVH) T lymphocytes N5udunaziin Uinsede host cells Tagmuiz B cells 1¥a3a

e

E4

a 1 a @ 1 o 1A a
LOUALDAADLOUALIUYBDIA DIV !,me;m'imﬁ%z“lnmﬂ”lmuﬂﬂﬁ
ﬂa"lnms 1ﬁ1ﬂ!¢ﬂﬁﬁ%1ﬂﬂ3~lﬂ]uﬂ1—!!9\1
’EJ§J: 315e ﬂﬁ‘ﬂ’c’ﬂﬂﬂl I@ﬂ@W%!ﬂﬂmﬁl’Jﬂ ﬂiﬂi?ﬂﬂuﬂulﬂ

a g o aaa
1. thanngiduaues ivilgnso Taoassdesad
A a IS ¥ Y = = J 9 1 =2 o Y J o

@1%%5ﬂ1ﬂiuﬁﬁ@ﬂ'}!cﬁﬁﬂﬂ1@ UAUABDUNAULUUNVINITIY NN iﬂlcﬁﬁﬂgﬂﬂWﬂWﬂqﬂ Tu

Aa o 3
119 TomanNAN cytotoxic T cells J)vianen1a

AA3sEneUMIaRUIMELNT 12 3.8, 51 INGFENSNNAVINIFYUL §ATHI



v
52UVANANAY (The Immune System) 37 M9y oANAY

2. 1NN immune complex FUNAINMIIVAUTLHINLOUANULAZLBUAVDAADAUIB
a 1 A A oy 1 o dy Y Q'J 1 1
prnaeglunszumdonanioluhszrinumas complex Hnszaellldnisenme uavy
a 1A 1 I~ 1 [ 4 [ 1 [ Y]
lAnegla done 1ag choroid plexus iiludiulvg pouwdwuidiiusmwalronaz deiladelias
) ' v ' S ' o q ¥ s =
granulocytes 118 monocytes 19111521428 tazdosou lxiponindos i ldaaane T lunge
Aa v a o s
3. 1NA10 sensitized T lymphocytes IEREIREAT)Y (lymphotoxin) sanuiaeaaniuihvune
Tsagiiduioionuesinaoin HMI
1. Autoimmune hemolytic anemia

9/::; a @ < A 1Y

< a ) an ! .o
wmﬂuiﬁﬂa%’mmumaﬁm ﬂgﬂsfnﬂ‘umma’ammwmmgm 1Y cold agglutinins

QU

] ' @ < LYY

[l <3| 0 aaa ! ! B 4 [
dauluaiiihu 1gM i UZasen1an 4 %o uai 37 %o lisuduiiiadeauaienuldaudaiunam

9

[ |
A <

< = . - o Ya A . a
114923191115 _hemoglobinuria My 019M11¥INAILUOMIE (necrosis) PNVINIUNE U] YD

H Qq’ L — a 1 1 3
319 5 1Y Yanetia wazilarsayn a1 warm agglutinins touavueAd UMY 1gG d1tig
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2. Thrombocytopenic purpura
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3. Poststreptococcal glomerulonephritis
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4. Rheumatic fever (Rheumatic heart disease)
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5. Rheumatoid arthritis
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6. Systemic lupus erythematosus (SLE)
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8. Progressive systemic sclerosis (Scleroderma)
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9. Polymyositis-Dermatomyositis
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1. Postvaccinal encephalomyelitis
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3. Hashimoto's disease

v I [
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