gofoiiAl
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Acquire immunity Z5HY  Adaptive immunity 2=

Acquired immunodeficiency syndrome (AIDS) ZHAHAAPS
T A aguto|g A ol ofsf of7| = degor
CD4* T 9] 7} chaat 711 9 5% Aol FofelA
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Activation-induced cytidine deaminase (AID) AJE]d gol7lg
4 deoxycytidineof| 4] ofu]i=ARS A|#3510] deoxyuridines Tt
ELX g4 AN ZEZAH o)<} class switch recombination 779
A alofibe,

Active immunity S5HY
Kool oJ3) HE B0 471 A

Acute lymphocytic leukemia (ALL) =
SR ES RS EEE R DS E S
of Z&3Ich

Acute myelogenous leukemia (AML) J4 Z59EY  I4A|E
7HaAA o s SAGE UL R AT g dof| ST

Acute phase protein 47 T @Zu-30] Az 279 @
Aehuo 2 Q1 wAe] ot AEHREE F47] thulo] £ick

Acute phase response (APR) J47] Wh-3- T
ol 5 ghalo] AER: S0 R QERLIONN MR AT
E7110] of] = sich. 2] 2ol ofet 40 27 4
o W] sjole,

Acute phase response proteins FA7| -3 Tl Qg=Hl3- 0
Trof| A AAtE = Tl o 7, AF Al S0l A =7 etk

Adapter Proteins AZAT AT HGH 2o 4] o2 2-g-hulo]
Aglslol A5 ol ok W] B,

Adaptive immunity Z-3HE Yo EFH &, B YEZAL T
0] of3] HE sl 45 Wol 1102, Soll, chab, el
7194, 2719 WA | - 50l £4E Zh=t) Innate immunity
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Adenosine deaminase (ADA) deficiency ofd|i=Al Eoju|l-§ 4
A% Heud Ay Ao, Ed| 2ERA|E ] =4 ofd| Al
gl 5] %4]%o] 2 TjAtel DNATH Ao of| %,

Adjuvant BZA WA EYEC) AR R4, HUHNE
2 BABHIA HeulgS AT A Asio] Kol
AR Alum, Ao B}l 2] So] ke,
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Adoptive transfer JFHAG
Astel el b 2R 9% 4715 A

s A -A AgelA v k9
ke k_ o] HI=, Astshit-gof A o] Aol

Affinity Hypothesis X371 7|50l A Q] T g L ity
o] TCRZ} MHC-HE| & 2J7tE 710] Ao a)-g-of ojEA oleh= 7}
A, 7Fet A5t o] A4S A2 54 A8l (negative selection)of ]
S Al ZANES do7]an, Fsto] o} WAL ¢l Aol
Al(neglect)ol] 2JRF | ZAFE o] Zafj |, 25| T 21512 o] 4
SRR oFA M Bl (positive selection)S S3F A3 dta) AaS
st Flth (L™ 9-7 =),

Affinity maturation 3} AJ& HARgo| 2 Hof ujep 22
HHEE = o9 ol o3| oW ol thgt A1) B4l %
S0l Z7heke WA

Affinity  35}e] AR eo] etert At glog, Xahtae
K & Uehdc.

Agent-induced immunodeficiency QIAFE HIAH 373
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Agglutination inhibition $% A A AT 9t L7Yo]
o] SRSl FA7E Afsh= 849 FAEAA7] H7tell 23l
Aol == A4
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Allelic exclusion TPFHAL viA] fHFHAE FollA ©A g
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Allogeneic 5F0|3° Z&F HolA oz 2SS
s

Allograft FFo|Fo|4H  FFoIF MAE 7holl ol4d =7



Allotype 558 & F /MAE & A4z & 7429
WA o] FFolB 2R 7] 23t

Allotypic determinant FFo|FZAA7] T2 F9] HAE FolA
Holg Holt FAAY]. PG| BULISE SFo|F 247
59 w33t}

Allotypic marker F5o|gul] §7H2% vz 24 gt
YA} T2 o] ke Aot e A
=25 SS9 WA AR

Alpha-feto protein (AFP) <ulu|Eciul  ZFoFe|o} g (oncofe-

tal tumor antigen) 2=
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Altered peptide model ¥ 3 7RSO A T 217}
ofe] £5:0] eI = Aoln} v ] 2T} SolA o) HaTH S
At PR, PIMEIT S M el AR T oo 1
slobe 2 Ash= 7t

Alternative complement pathway TIH|RA|ZZ C3EA Q] 7}
HIHE ARe R HA B57E dofih= B Rol, o]24ls] C3
Agka vt Pk o] Wk Solakel-A Aoz <l o
ofibs AAA 2L Sol3rd-d|l Aol o5 k= Ry
N A Zob= o] ApA o s dojudtt eyt XZolli= proper-
dino] Neisseria <; 3t-©] || ATRto 2 A A/ 7H =7}
SAsEIch B QIeLE 6-2 ).

Alternative tickover pathway tjA|tickoverZ 2 A EA A
£ 5 C3RA 7kl 7F @3 ol A Al2tE = F 25 ERith

Alveolar macrophage U|ZZZAAEZ F|EoA LAE= X
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Anaphylactic shock
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ofpEAIA &3 F(o|, eFolt 52
= A oA B4 2 oFgx|ukS-o] Aoju} Ao

AESANY) & Hro] dYuhgo] dojul= 7. Anaphylaxis
oS
Anaphylatoxins OPJZIAA 54 BAQ EAHE 5 C3a,

Coatz VISH20} S70] HAPUEE Fsha,
BEHo] Z715}a BEto] S:%o] Yofulet,
Anaphylaxis ORPEZAIL  ZAY A1Y IRIRHEC 2, IgE7} i

Asto] vRAE ] akgurgo] Qofdeh. HAIACl ohtHeA]
olo7|7Au, A Ho] B 4 ek F4H ot}
2 ojel 559 o rjuhg-& Aok
Anchor residues HE = A Z MHC A9} AFH A
02 29 4 gl oAl 2712 of 91210] wfe MHC 4}~
W= So| 2ol YL Zel.
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Anergic, anergy FHES- 9] Ao vhgo] dojufr] k=
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Anti-allotype antibodies
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Anti-Fab antibodies 3} Fab &4 314 2] Fab Y-5of| 2= 3}x].

FFe A A9 Fe F-Eof &= A

Anti-idiotypic antibodies & 7|EEo| A v} A9 A
AERlol EASHE FHEA7I Rl 2= BA.

T EF A A =Rl A=

Anti-Fc antibodies

Anti-isotype antibodies
FHAA 7] 2= A
Anti-oncogenes ¥3IAIAFAA FFAA &
Antibody A F 749 FLst FHlet
e d(HYgIEEY) R g 9l
T AAE ST AT A= e S o2 B 7=
:rL°ﬂ*1 Ak, 2] A= % %
S TR EA | = gk
Antibody molecule A|EA} Antibody 7=

Antibody-dependent cell-mediated cytotoxicity (ADCC) |
O EA AEujMEES  HlE0 A AlE254d7]sE sk
NKA|Z, &5, SEAA| 2] 299 $li= FeRoll &J3) A417F 2
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Antigen 39l ] Ei T YT 58400 So|doz Agehs
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Antigen presentation F¥UAF  Antigen processing Z=

Antigen processing FHUA T FUXNGAEL HPH A7A|E
WollA = 7k A 25 F3l S &afistel MHC wAkol A3et
S g PAME|ES GRS 1Y, MHC 2] 238 2]
S Al #HO = AAH

Antigen-presenting cell (APC) IUAGAEZ UL A}
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S AIZE o] MIEZSS T H25-9 43S 93 BRAFAE
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Antigenic determinant FYZA7] FHU-A|, TCR-HE =
MHC 4, TCR-CD1 %3|2] A3Hol4] 82lo] 29| 2415o
ofs Q14JEjo] ATBHE T ST E LT Gk

Antigenic drift 914o]  A] UlHEH HEAWo| 2 ola]
o] F7re] GRA I} = A

Antigenic peptide FYFHE|E YulH o2 HE| == HYHRS2

4= S, oS S5 MHC 2419} 29k 5 TCRo| 23 <l
4] e o],

Antigenic shift g-dtjHo] A2 HUA| o}t FAAY &3,
F2 QA AEA ool Ak U] Wols Aojut A
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Antigenic specificity FHE0]A  Specificity, Antigenicity Z-=.
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Antigenically committed 37|71 24¥ THo| ¢
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Antimicrobial peptides Fu|AE HE|E ] Al(defensins) T}
TS Ei He Tho 2, 1007] olafe] ofulietbo 2 o]
oA Sl FudE B0l Al =4 AEA oz YAt = 5t

B Aol ofl /dE =] = g

Antiserum  FEH  FYL FEo| HWsto] 1 ol gt FA|
2 2kl WA

Apoptosis H|ZEAEAL £E programed cell death#}1l 2|9
], AJ2E 2R O] APEE 2otz AT A 2E SIS A I
St} AEARAL ATPE Ha g shul, Sojdoz Aol
sl zsso) 23t 4stol el olch, AEHASH: o] 0 A Eo]
S A etk

Apoptosome AN|ZAEA] uEZE oS w72 AJEAEAL
£ 27els WRRe) Bt BAA, Afo|ESE-c, AT, Apaf-1,
casapse-90| Z3}E o] Q).

APRIL APRIL Z9F3jAelbo] ol Alo]Erleloa, B 9=
o] wrest Aol F-asil.

Artemis Non—homologous End Joining (NHE]) DNA

ecpuna 3o Fse 225§ st VD) Aol &

OfLp= 59L, Artmist= RAG1/2 w7 HS2E- f-Ax}e] Aot

0|5 G4J=|<= hairpin loopE 7531t}

Association constant (Ka) ZAgA4 2334 (affinity constant)

Artemis
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Atopic OFE¥] IgE7} uj7lisk= Al
R Y, A2, 57,
ool =gt

Attenuate OFS3H A3 Ao 4 GES FAA 54 oFs}
A7k B wiAlo] of =St Algto|ut Hiol 2|0 HEjR HES
& A 91 WolRel e sk
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Autocrine A}7HEH] }\1]
o] FFE L= AE AT
Autograft Z7Lo]A(H) g AHA9 7F A4

SRLES)
Autoimmune diseases A7PHHAS 27} o] Tt 27FRHA|
T Ym0 whgef ofs] Uolubs Awe] A3
Autoimmune polyendrocrinopathy and ectodermal dystrophy
(APECD) APECD 7h5AVG Aol A] Aire®] o] WrolA
S| ko] FoiE5A B, o tEo] A7|egA T
YEL o] SAME B AR gk WER Hohprb BO
24 713 5ol A A7 U2 QoA He Arhd o EL

A7) G HIk Ul AL ol S
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Autoimmunity Z7}PHY

Autologous A7} 7] AHAl o2 HE Qs M|E, 23], 7|
214,
Avidity FUIAZEE, FEEY JA-IA A Al e &
doll 2Ast= th4=2] & 27153 g 9] Aol EA4t=
3]

o] o] Akl 7hel Adelo] 3. Affinity 7.

Bceell B I Blymphocyte #=

Blymphocyte (B-cell) B HIZF Irof A A4 IHAS A%
Z32, g HAIFEETS 7HA AL o). e A9
g ol RS e YaAES Bk

B-1Bcells B-1B IIL B Yxire] oz oz BrjolL} F740

o ZARI thi7lls w2318 o] IgMAA S wufshH, AIA|=E

EAHolL Class switch recombination 2142 7 A] Y=t} wfj&
off A ARG} 25 HANS-0] St YA S A8k, i
#He| CD5E W3tk

B-1bBcells B-1bB X7 B-1 B Y= 0] 0}£0 & CD5E it
oA oh Al

B-2Bcells B-2B HELT rjiio] B YT oAl ofFo
QA3 T Pm70) Ego] la) ST o] AMEEAO
£ AL, o7 F7 SRS A A E A

BYZ B228% CR2, CD19, TAPA-1 o
wSo] EgE]o), o5& Feo] BCRS| 2% F BCRZ} 3] 415
ko] Wofsto] 23hE A15E ZEe)

B-cell receptor (BCR) B I 5837 A|xZulo] Hatg HAZ
ZEU A2 A o] Holdhe Iga/Igh o] oA

B-cell-specific activator protein(BSAP) B T} Eo|&Ajct
W Pax-5 §Ate] SJ3) AAIES HARIAE, 279 F719] B
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B-cell coreceptor

B-lymphocyte-induced maturation protein 1 (BLIMP-1)
BLIMP-1 B YZ47} FAA R 2ok uf RE=A] HRRk ZA;
917}

Bacteremia =

BAFF BAFF B g PEQIR: FUIARIALCL A5do
ool o 2 A4

<= B HIZA AE, As(Eeh, A Y5 AT = Q= A
o];(],_~__ 32]—/(‘]§]-/\

BAFF receptor (BAFF-R) BAFF 484 B 19| H3}9} g}A}
ol E87E TNF Ao E7F10] tfet =84

Bare-lymphocyte syndrome (BLS) BLS WY @‘ Azto =, A
2% MHC #2217} glo] 7H54oll4 CD4" T 29 o441
Hgo] Aol Fata, W] 28 T aui;wr Aof=]o} B
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7} EH IgE T3t Fed 8412
b 2). 3Helol ole) A= wRe) IgE
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BCG (Bacillus Calmette-Guérin) BCG ¢F=E3}E Mycobacteri-
um bovis= Z4gHo]| Tt wAloL} H B 7IA] AR O 2 ALE-E] 31
Ak

Bence-Jonce protein  HlA—-Z £ Tl

oA W ER EASH: Tjow, I IR WgFaR
|7t Aol Bafal 497} uek

Benign b9l ok $9o] ofui7Ik, Znlgt Wele] Wk

B-selection B AEl T 3L Hleko] DN3 114 & 7|54 02 7}
SAUAIES] TORG ARzo] A5l hn] Hhelshs 71
AlEo] A gE 7154 A Zto] pre-TCRa2} A
AZ A5 1 CD4'/CD8'(DP)&0] A&t 29
o} Fgith

B,-microglobulin B,-ulo|AR2F2ZEY AP MHC E249] &
1722 T9], MHC $22H50] 9ha8}5/o] 912 S,

Bispecificantibody O|ZSA| S0l Bl YA, T A o
FA7E st o2 AEAAU, F Y] vE dEE FAE A
AP slo| Bel ol MZES gHste] T el the el 2771

of 2T 4 U= WA,

Bone marrow =4 THASH Q] ¢FZo]] ZR)|5]= Alo}g)= 237

Booster F71H%E W7o A=35)17] Y5fe] HHEA
& Rolal= 4L

Bradykinin Hzlt]7|d @S- flel= HEE

Bronchus-associated lymphoid tissue (BALT) 7|#A| g%
27 MALTGISIRIBR )9 B 3o 2 o] 4 2302
A Yz v AeE S Tk s T8V E Foles ol HiR T

YIEOLB YT Y| whe vk
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C (constant) gene segment EHEGHAAED AzgE WA

2HAOIFT YT 584 R84 T, o} DNA2] of2] 329
o C A 0] ZAYBIAI, YEEe] 29 414 2T
oL} RNA A 2|7} B g 71| eh & H o)

cKit (CD117) CD117 Z7|N% 487

C-reactive protein (CRP) C-¥Fg-4 ol JA7] dh-g gho =z
Al7t2H€] phosphocholine}t Ags}o] a3 7ITh @A ol A
o] CRP4A11= k8 9] A7} e,

C-type lectin receptor (CLR) C3¥ &l 8] F2AQ0X]48A
F SRz, BshEst Ageh welS A itk

C3 convertase C3Z3a4 CIEAESE Efslo] C3a, C3b Fe|=
Ll A=

C5 convertase C5AEaA C5EAES

NE= g4,

8fsto] Csa, C5b FEf=

Calnexin ZJAl  ERo|| A 5H= Tl © 2 calreticulin®} 3174 A
13 MHC JAlS B 23| = 24}

ZEE]gd  ERO| £A48t= T O 2 calnexind} §F
A A1 MHC 3785 H28 7= &4k

Cancer stem cells U=7|H3E £ U EA5l= Ao oo g
E7|M320] EAE Zkal Qlo] HetH o2 ATHaA| & 4= 9l
ool ol et o2 24D ol

Calreticulin

Carcinoembryonic antigen (CEA)
(A A AR TAEA] eFaL A o A= E Qn)
T ol g 4 Qlnk

Carcinogen U9IQIA} DNA E4Ho|E fEshe e 35h=7,
EeH QA d AT GO & o fEAl 7= A

Carcinoma  oP4 9% el Ei= e 7|9 oA 2 &
A3 5) AAE B ] GH-80%)2 oM Fogolct.

Carrier 2WHA| T fxZAof| 1A ¥ FAAH7|E 2= WY
73 EAtolu, Mol o] gl el AjHAA Filo] Hejgos
283k 4= QA gk

Carrier effect 2¥H4| a3} gelof Bzt o] AHYHEO] F=&
A= dAE RS =g uf ARE el SRbA| o]

5% glofop air.

Cascade induction <
£ Aol =7lelot 4%
HHIE sk a4

= AP|E7II0] ShLtef Aol Af T

el HolE RS 4 gl Aol B}l

Caspase 7[|A¥|0]= Aspartate 27| o Aahfj= A AH| ]
FHEBAE, caspasetii= £ cysteine, aspartate, protease
o] A golof Al fefatoiet. AMEAEAL AT Aol A gk AT

=3

Caspase recruitment domains (CARD)
aseo]] A = Gl T =l

CCsubgroup CCOolt FAX7}QIC] oo 2 A A3 Q= AlA
g|913} tjdufo|= Agtoz AR of Q.

CD19 CD19 B YZ7o| dazel A

CD21 CD21 BYZ7o| ¥z4832, C3d, C3dgH Ao B zs
&3 kS 3k CR22}aLE ZE A Qle)

CD25 CD25 =2 A3}EL 7[A| L [L-22287 0] ARSEAHIL-
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CARD Caspase prote-

200, QH urekzol T YT, BshE T YT, FoxP3' T 2
1 Sof thogt WelH | Ee] HaHch

CD3 CD3 Al 7j9] o5 G EZIA R o] Fo] x| (18 9-9) 3o
o, TCRZ} A= o] Al ol ol

CD4 CD4 728 MHC 2o A3te)i= T gy wre) gt
Woz wrigA|e At grre] 22 T Y
olct.

XPv*‘«l 34 XMIE 445‘5‘?*;01 EH’\WEVHZ% o &
CD40L CD40L CD409] g]7H=o]n ZoF7] ARl z}o] 431=



H2} CD40:CD40L A3%+e- T gzt
oskS gitt.

CD44 CD44 13} %0

= WA o] R
A2 FYstol Fa TS
T fz e 27|9AE
g3t} Aol ik

CD5 CD5 tjHE9] B-1B YIZ]L Ei= th9] T YL Lo|A| v
AR gl

CDS CD8 A|13 MHC B0l Asheli= T 2= o] gk
O 8 HEpEA R A tiF Y] Al2sAd T g7 rasich

CDR3 CDR3 WYEZET = TCREAS] A HA AEA 2
7] H91(LH 3-18).

Cell adhesion molecules (CAMs) A|ZXZ-E2} A 7ko] B
248 W7 5h= AlE EH O] B2} T15. Integrin, Selectins, mu-
cin-likethd, HEF2EH H g 5] 9}

Cellline AZF FPAE 32 312 whtlolut volel A% A1§
slo] o] Mehel A=, v Al FA] gL Al&sto] AT 4
Ak

Cell-mediated immune response A Zu|7/|HGERS &Y E0] A
AT HzAof ofsf w7 )= <5510l A2 *ﬂ
A TRk ol Q) o] AA RS0l Tojgtt) A T HZt
£ OA1E Fol o 4=8Rbol| A| Al sEuli 7 &

t}. Hunoral immune response 3.

Cell-mediated immunity A|3Z0|7]HE-S-  Cell-mediated im-

mune response 3=,

Cell-mediated lympholysis (CML) A|3ujj 7} .
AL T8 wlolaizol] 71T SEALE T 277} g
= fé%ii(l%‘ 14-17), Al13 MHC £} CTL| 84S &4
57] Sl Aol A

Cellular oncogene A|ZFY4A}  Proto-oncogene 3.

2.3 EZ:O]

Central memory T cells (T_,) 357|9 T 2 o|x}gxzxA
of EASh= 719U T 2k P2 ol thA] == QS o,
2] T Yopn] 4t 33710 T 9ot 290 T Yy
2HE 97|% 3l Wojuklo] Ty o] YAEE T T H
B g4 =7 = gt

Central tolerance Z3FHATE AAHZ7|Tof| A 27} -}t
W e Y Ak A

Chediak-Higashi syndrome A|T]¢} 3|71 S5 AFANA 4
A WelABEe) SR, elad Hle] 2UOE Aa) NK AlE}
ol S 2A] St

slslAyloly

AHA BHE 7158 713 = 23 =
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Chemical barriers 32 pHUF B a4 525 EH

Chemoattractant 3}8IEA]012F HWIEILE TolSo| B4 g8

21 AEo] 2 ate] Aze] el

Chemokine receptors #2710l &4 HIANEQ] FHo| W3
Sl o ® 2] Abo] & o] A g} WAL A Az A
H|E= ARl o3 At 2EH ek

Chemokine #F|®7}0l ‘xjgko] 23 BEu|E)= Za|delsg, o}
oFgt 20| Wige] SakRAe] Tofahm, oleele] wA S &
Aoto] F2k5 fE=gith

Chemotactic factor 3}8FFAIQIA WELE =rLufof ule} &

15U 4 9k B2,

Chemotaxis F3H] HEZEQ 0|52 2EAT 4 Y= ARE £
Hlo] &Jaf] |3z 9] o]Fo] freb= T4 o] = RS AlEE
o] =-&A of Atsto] 287tk

Chimera 7|Hz} fFHZCo= ohE QA oA fefet 4870l
S =] o} = 47:75101‘% F . SCID-AR ul-9-A = 7| 2te] o]
ok & 7|2l s EHESe AR ISR EdEAlA, 7HH
E%%ﬂ#iﬂﬁﬁgigﬂ AN fefet AoR, A2 T
ol frefe e Sl 2ahlo] THEol A1 wrich

Chimericantibody Z|W[2}g}A] Chimera 2.

Chromogenic substrate IA7]2  FA9] 7188, §42k80f 9
) Ao] Q1= AFER Mgk

Chronic granulomatous disease T So}5 23 LA Ao
9] NADPH Algta Ao Ao 52T lo|i] SAAAES A
AFeHA] Fraf e T A A H.

Chronic lymphocytic leukemia (CLL) %HJ P ulgy 29
o2 g AER} A ZAGHe W,

gk

Chronic myelogenous leukemia (CML) THYJ Z44 widy =
Spoz Wik B A} Ada SAoHs M,
Gilia Hm  BE7I0 Asb1Ae] A LolA] St o] 4o
HOR, D579 57| A A mlES AAShs A Tk
SHE A SRSl Gl ol A= 7
@A B Yol A A= FA
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Class (isotype) switching
of )27t s 24,
ClassIMHC genes A|13g MHC 344 =& {31
chile] A|1% MHC BA10] §0418.8 2|41 Qs &
Class | MHC molecules A|13 MHC £} o] o|akA| 9] A|Eut
Tl © 2 MHC 547419 o AR B,-Alo] A2 228
A3 B3l 23Rt AT ™ 8-1, 8-2). o]AE A9 B A=
of M5t CD8* Fz o] FUL AT AL Tk vk

o] H-2 K, D, Lo} AF2+] HLA-A, -B, -C7} Qlth.

ol Ul

Class IIMHC genes  A|23 MHC -4 AEGFUXGA|3E7} X
o el A3 MHC BAto] $ 4418 AU 9t $44
Class I MHC molecules A28 MHC £A} o|go|gFA| o] At

B 2 MHC $8749] o AT} B ARl M- 28 54 2



et 2L 8-1, 8-2). 0| A2 FAGA| 2o A WAL CD4+
YLol FA& st e Atk vhe-L0 H-2 1A, IEQH AL

Class II MHC genes  A|3%g MHC 332 BEARF2E 145}
Ehajo] L} 3 ol TPk Tl 52| fAHE AU o
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Holes-in-the-repertoire model &2 2 nd
of] Solgk =8-A 9] Asto] ofsff Hhgo] FUHE =

27134
.

11

Homeostatic /34 AN HAARS Al28S b4t
A7IT AR olele] 21,

Homing receptor 7384
O frieshz o Bagh 8.

Homing 3 HI E= Wd7t 27] o2 2oy 7|3¢e
ZolEsh= A

[kl

WETE AFR9] E2 Y|

e

A=

Lolg} 5O
]OE?—’!\_

Homotypic F39 oo 9 A}s L2
£ 7He 7 E Afol 9] A

Human immunodeficiency virus (HIV) AFFHIZAY

AU ESE dovle HERH A

Human leukocyte antigen (HLA) complex
34| HLA complex =

Humanized antibody 2173} &4
ZF2EY Exlo| 1, FLu}
242 b A,

Humoral |9

R EROEMEERE

ARSI B9 ThE ol A o

=R

o

gz, Aoz} 28 Azl o)z}

= 0>
He.
Humoral immune response | NA] HIHLS- A}, TN =
Zleof] EASH= Aol oJal] Wi E = HAR-G o= AL Al
. 9% DRAE o] o ol wkiey, YAS e >

ook
(e}
Aol Al sl o] st "7 5= A Cellular immune

response FX).

Ho

_1

Humoral immunity A4 Humoral immune response

EA

solueiEnl HARlETel
2 Ol BAEL, PR e P WIS
1, ZFFTAEERE = £ 9]
sejEake Ba el Bl A8t

Hyper IgE syndrome (HIE) IHIIZEF
STAT3 {+7514F9] EH o] wiZof fex]
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