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IgE X B M3 pEAE T HHUAD—FET, 7 LLF
—DFIERL T A B OPEBRICTRLS Db D hE X 3
ThdV, RIZbOHEREIHFERMEAL TS D&%
OFEFIIG U@l 22 o2 REMEAL L, JED
PURZHER L X5 LHET 2, 2072 TH B il
PR R 2 PUR & AT 5 2 LT K 0 iRMEE
DOHLZEH STV, BAilaiZHD IgM B ofik %
JRFEmIZHE L, B Mlaz2sk (BCR) & L CHpsE
PR ZRIRT D12 0ICHW TV D 2, 2Dk, 4§
BAPURIC L0 ISME(L S 7 BAIRRIZ A3 D Pk
DY TAEESHED Z LIZ X PURRFRMETZ D
FEIHEOET DT =7 X —Hie s Bb S ¥ D,
ZOMGE Y T AAAL v F (CSR) L9, 7T A
AA »F T DNA Z#fx THmR L CLE 5> An]
W T, 7 7 AAA »FO5ET Lz BHaNHF
WIgM ZREAETAHZ LTV, ZO7 TAAA
o FINEHA ST A > & TR IR f 28 B3
% CD40 U v RORER VAL 0D, ZHHD D
He YA NIA LRI TARAL v FOFEERED
NX LD, 7TAAL vy FIELIgM 6 IgG, IgA,
IgE OWFNND T T A~ETON D BNAR TIE
IgE ~D 2 T A A A F il & I T 5,

IgE 77 11 1966 FEIZ AR LI L v S T
5 2016 £ TH A 50 £ & 72 5, IgE I3 H i B MK
<O BARIT 0.002%FRE LMo s T ADHk L
i U CRAICIRIBE ISR CV D 5, Db itho
7 7 AZADHUR LY b [AIE TR EE 2 D 72,

BE, Jet[E < IgE X% Em R L LCo@x
TR TRT LAF—ORIEIZHFS L TND L
THEEHZED WD, DBRETLT LAX—HEEIX
HIMO—®IcH Y, 2011 FICRE SN U~ F -
T UAX—REBSREECITIERD 2 A2 1A
MO T LV —EBICREL TS LHES
ncTunsg,

T LR — T ERIE LB & AR OHURIC
ERTESED L RERPBRIZ S E R L, VA y
IREERZTTF7 4 77X =S OLRERALSH
TG TH % 0, ARG LIT—ERE LIHURIC
L CIE, B H PO BRI L CHROMNITHUR
EHERT 2 L9 R AT AL LTROMY [HExh
NDHJEND ZEMBRELIFTND XD IZRoT,

—F. TULAF—IX ) V¥ ED Allos (Fib7z,
i) & ergon (BUG, &) ZHAEDE-SHEL
LTAEENT, ZOXIRT VXIS FHET
HPURZET LV LIRS, L L7 B Al dim
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IgG TIIR< IRE Z#EAT DX O TAARL v F
DHEEINDODIRIEALNE RS> T e, L
MUIGE 7 7 AAA v FNAEL, IgE % B Hila» e
BT DETOY T FIRET ZIVE TITER % el
N5, KT IGE ~D 7 T AAL » FOHliH %
T MREE LIS L D,

O.IgE 7 FARAL v FOFEEL TV
I IL-4/1L-13 REETH S

PUADREEIZY 72 L TH Y, Y PR BRI
& 72 2 el ITHURRE G EALS 2 DFTAFEAET D 7,
Z DEFALIIZARMEIE . PURTUARSOES D e I
FELTWD, —J, BAKICHTI HEAITERH &
FEENPUAOEREZ M BT 5 DICEETH L, o
72 5% < ORIRTHUR O EFH 2 5555 2 Fr i) 72
SRR EFRBT L L THRERZXBIL, 222 MG
ZRTNOTHD, FURKDEFEIILZ T ARAL v F
ZEZTRENT e 8 E 6 BT K VRS, IgM &
IgD & LTHFET D, £ FTEHTIZIAEEDS
/2 DNA @6 &0 FIRICIHFET D3, v1, al,
v2, v4, ¢, o2 ZFHL THIKRS T 1gG3, IgGl,
IgA1, 1gG2, IgG4, IgE, IgA2 DWT NI T T A A
Ay FENDLAEEEZALTND 3997, (K1)
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INFETOREMNS, IgE 7 T A A A v F 2
CD40 Y 77> K (CD40L; CD154) DOl & iz IL-
4 FFIL 1B IC R DMENEETH D Z LWL
MmE I TVD 9, Bl IZHEEL L TV 5 CD40
A LTZHIE TR TD I T AAL v F RIS
Thb, ZOZLI1ECD40 2 KO L=~ v A Tixd
RXRTDY TAAL v TFRERTHZENBHBNT
BY. b FTIX CD40 > 7/ F Ao RadE IgM
JEARIET HZ ENMESNTWND 910, —F &
DY T AL S ND D ERET DR E LTH
A MIAVPNEETH D, HlZIE IgG Tk IFNy
28, IgA TiZ IL-5 X° TGF B 78, IgE ~D 27 5 2 A
A v FTE L4 £7213 IL-13 BNFET 5 2 L s
HILTW5D 9,

IL-4 & TL-13 13 s 5g31 Yetafk FICHFTEL .
RSP RE B K< BTV 5, (s T ORIEH T H
12kb LB TR LT B FEEICK D HBLL
A M A THDHEEZLND W,

IL-4 13X IgE ~D 2 5 A AA v FiFE LD, B #l
faco CD23 (KHFWE Fee L7 X —) ORISR
T #Hfa > Th2 M/ ka2t 5, 1L-13 1% IL-4 A
FRIZ IgE ~D 7 T AAL v FEiFETLH L L BT,
ZHE TR & OBERHLE SN TN S 12.19,

K1 CHEEE Y SRR WF  EHE%E 22— K35 C I VDI O FiiA BIEIC Cus b Ca2 EHATND, 25
AAA  F AL DAL VDI ISk X Cu WHIIR S N8I3 IgM %, C o IR SN 3581t IgD 284 5, 7 T %
A4 F#1% VDI FHE FICAET 5 C A ZAT 5 23T C e 25 VDI I 5 72084 SN A HikIE IgE &

2%,
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2I-4/IL-8 L T2 — IL4 L I 13 DL E T X —
X Type I & Type U WIFET B, M L7 ¥ —idL Hicdt
LT IL-4R o 8% AT 5720 T4 130 Lt 7% —If
ATEANIL-13 11X Typel L 7 #— L DLHFEET D,

PURIERAEOBIC IL-13 2595721 TRl
WUE 72 & Ol BARTER 2R3 2 LA S TR
v, Fof, wmEET LT ATIRILA4 ZHET S
£ HIL-13 ZFHE L72I1E 9 2 & 0 EOUGEENTR
DoNTEVIRERNHD, ZNHDOLET X —IT
Type I & Type II L2 7% —BHEAET S 8. 19, 14
(X2 HiED IL4RaHEZA L, Type I LET ¥
— TIi3HiE y 84 (common cytokine receptor y-
chain : yc) &, Type II L7 #—|% IL-13Ra 1
LTHR SN TWVWD, ThbD LT 7 —DIEME(L
1T & HIZERER - STAT6 OIEMAL % HET 2 M3 &
MAL E TOMBEAN Y 7 FIUURESE L T X — D%
B EIEWR D 5,

F9 IL-4 1% ’Iype IBEUNType Il LT HZ—|C
AT D Z LN FHREREDS, IL-13 1 Type IT L&~
Z—IZ LR T D Z ERHKRN, 2O Typel
72 —E BIae T M, BLERA baed &3 5 ER
S 2 IR LTS, —J7, Typell L&
2 —F5K0E B RRUE SOV M 7 £ I LBk
AR 2 I FEBL L, TR L L7 BMIIC & 20

PRI BRI 13 5 (2017)

HBEY il
%éfj%%mu ZDX 5 Z Type 1I ]/'E7O&'—

HRUZ I RB L TR 2 &S Th2 Miflg~n%y
EFFEICIT L1313 B 589, TL-4 S LA /E
LTWbEEXLNTND

T MR MBI & 0 Bie DR 2 1853 2 2 D
FCH ESE OB DR~ R—T Hifa (Th #M
Jo) 1XEAET DY A M A OFFEIC L Y Thl fifa
& Th2 HifaZs ElzmpiFbind 19, FA
—T i (Tho M) 1% TCR &/ L CHUF KA
IG5 L EAPHOR A 72 A A 2K 5y
b D FFEHEA P E T %5, Thl flla & Th #a A pEAL
THENENDOYA R4 % Tho fiaz B8 & &
[fl CREHO Th Ml b+ 2 L 2fgL, —5T
5 Db E4mi LT\ 5, 37245 Thl HifwsEE
PA b4 (IFNy 72 &) 13 Tho Hifa o> Th2 flifa
~OSAbEME L, Th2 MlaEAES A S b A > (L
4 72 &) 1% Thl Mila~D bz #fl L Tnd, 2D
£ 912 Th MllXE o & ZiTEE e Th Mo
TR, BAWIIHEI LH > TS 10 (Thl-
Th2 /37 &' A 1),

IgE 7 7 2 AA v F2ARtES % IL-4 X° IL-13 1%
Th2 Ml EA L T 5, —J7, TL-21 X° IFN-y 72
& IgE 7 T AAL v FHMEIT 29 A bAoA i
Thl HIREAEAL TWD, ZALDOEAEYA M4

213 ThO M D/ bic b x5 2 7=, IgE 7
T ARA y FIXTHIBD 536N T o 212 K A il %
ZFTVWBHENZD,

— T~ R

. IgE 7 5 A A A » FIZi% « GLT &Kk &
AID {EERMNATH D

7T ARA yFa T H#HIE 14 FYAERER
FIZAFAE L, WAEBEERAE 2— K32 VDJ @ Fiitlc
EHwEE 2 — R 588 (Ch) & LTRSS 9,
KRy ke a— K354 Constant (C) fEIEKD |-
13 I #E & Switch (S) FEHIRMFEIET D, 24D
|z, C6 #FR<

it
37 7 AL » FIZHBEREE
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T CEm O L= Bl
& SHEBMPFET D 9,

—XHNZIZ 7 T A AL FIT T IR BR -
AL, Sy L HBOZ Z A BRIZH D S FHIIHH
Min 72 —A$H RNA : Germline transcript (GLT) 73
BRSND ZLPDIAED, 2 FfHO GLT Tk E
7= DNA E2FI381 0 B b du, YetafkNBRE 22T 5,
I mbnTe S SEBUIERIR Z A LR, Fk o7
BLAI[E L3N 7 U > REEAKT 5 Z & THUDAR
EFRIN, VTAARAL v TFNRETT5H, HO CH
Wit 7 AAAL v Fth, VDI IO FIRICAET 5
£ 01272 | Z ORPEL SN DHRIT IgM Tid7e<
R GLT BEMRSNTZ TIRD Y 7 ADHiK%EFE
ATHEIICRD, (K3)

IgE 7 5 A AL » FI2H5 5 ¢ GLT Arlhn b Yuts
ENBREZ T 5,

TIXFR B 72 T eIk

GLTIIFER SN2 Z L DR W—AREHRNA TH Y |

SR S BEIRICHE AT D, IgE 7 7 A AL v F T
%7 CD40L & TL-4 (2 & 234l B ffuicizd
%L S e [N ¢ GLT NAREN 5, ¢ GLT X
2 A DNA @ S i TH /I DNA-RNA /~A 7

[
T

S

Uy h&FHRT5H, DNA-RNA 17U v kN &
B L 72 W8 > DNA X #5191 — A 84 DNA
(ssDNA) 722 9.1 R-V—7), Z® R-A—7
% GV y FRBEIESTH D Z & D355 0o T
D

I — A4 DNA & 72 > 72T activation-
induced cytidine deaminase (AID) 23MEf4 5 18),
AID (X CD40 #liIC K v #FE S, — A DNA O
C%UICEBT D, 2F 0 DNA THAHITH 0D
57, UxALEESIE 7%, AID 1348 DNA
(COBRVER L RS DNA IZIZERA L2an 2 &3
HILTWD, ZOAID #XEIEDL LT RTHI F
AAAL y FRERDND Z &b AID 137 7 AR
A4 v TFERIZBNTHUAEDG T ThHDH I ENTND,

AID I2L VY C % U IT@EH S AR £
W OEHE RS Td 5 uracil-N-glycosylase (UNG)
IS, UDRPND, AT —AREEIX
TREH DNA IZE D U FRIL 2 Fr ARG L,
TAF Y R—RLOMICH D N-Zvay RiEs
EMKGIFET 2 Z LIC KV EE SR TH Y . RNA
DET D UBEZRDND Z LT,

Sp+Se

—EAHIDA ce ) I. +

4

IgE

3 VS RRA Y FIZAESEBEEFEIDERE : 2 23T D S FHIRIZ AL S AV FHIN 72 GLT I E N 7o FEIsI X BRIR 2 TRk

LTRRESND, o T-BINIFREART DI ETY TARL v T NETT D, IgE 7 T AAAL v F DY

PBEKREND,

“ 1 GLT & ¢ GLT
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UNG XV U BBE»»iLDH & apurinic /
apyrimidinic endonuclease 1 (APE1) (22X ¥V UM
Dol GBIl =y 7 BB AND, FEMR AT =X LT E
AR TH 55 DNA-RNA ~A 7V v F&EERLL
TW5DNA®DC b UILEISND, D%k, Fk
2 U DBBRDNT=% D DNA BN = v 7 AL, =
D=y 7B, RA—TITRLINTEEDO=> 7 &
Uz LT ALE ISR & 5 & —EEHEIWT (DSB) 28
HELD, ZTORISIE Sp & Se THRZV, ZDOMIC
FeEN T fEIKIFERIR DNA & LTA—7 7 7 b5
D, ZDO%, Su L Se QYIRS IEFARIR G
4 (non-homologous end-joining pathway : NHEJ)
mEC K VERET DI LT VDI EHEO FIRIZ C
e WL 5 2 L1270 %, NHEJ (3 A8 DNA K
UilA LA EEOR S EDOTE S DNA B A =
ALD—DTHY, 7T AAA v F LS EH DNA
HEOBEOBEEIZHE <, £9° Ku70/80 ~7 1 & A
~ —DIWTRIGICAE B D, € 212 DNA-PKes 23U
JN—hEN5DHE Aretemis X7 LT —F L AR
BT D, D%, XRCC4 X° Cemunnos-XLF,
DNAligase IV 7 £ 75 & | DNA Kiilr] L2446 &
TD, ZOAN=ALFAALR R BIRENTEY
FERIZEPF SN TV D DT Tidewy, LarL, Ku80
ZRIEIEDHE CSR BERDLND Z ENHEIN
T4 19,20

IgE 7/ 7 A AA »F L IgM M oiE$E IgE 127 F
AL v F T HEE L IgG &M LT, H&fEiic
IgE 227 T AAL v FBET T 2HENHDH D, H
WAL v F LIz E. SHEEIE Su s Se DA T
Uy hEZoTWAEN, IgG M L72HE1E S,
Sy, SedDdNAT Yy hERD, THEDEWITIT
FO LT oM SR TERY , BUEIX IgE ~E 2
FRARIZ & 0 moBl AR ) IgE & AR DM r 22 Y
IgE (230 6D &V BRXNIRNY 2D0d 5,
IsM 06— IgG ~DJ T AAAL v F R THD
IgE 7 722 A v FH5ET (IgM — IgG — IgE)

Iz

[
T

MHBEY it

T5 L EmBFER RO IgE 2 AT D EEZ BT
W5, ZHUF—E IgG ~7 7 AAA v F LIZERICH
JE RGN D JRZEIRAE B & BURPE A ZE T LT
Ll EBEZHD 22,

V. B8BERFIZEY IgE 7 7 AZA v FiT
s

S kD Lz I =y vy b Fee—F—%F
DRSS D, TNEN O FRERFRA2 Ty, Ty,
La,le 3HV., Ty O7 aE—4—XEFEIIEE
ftasnTcnd, —HFTly,la,le 7rE—%—(%
7T AAA v F OB Z 2T T OIEE T 5,

e (TIERR % R85 K 15 G BB ETET 5,
STAT6, NF- « B, PU.1, Pax5, E2A, NFIL3, AP-1 72
ENFETBND 0.29 )3k hB LN~ R (IH@IC
AL, X< TV HERG K 1% STAT6 & NF-
kB Th 5,

STAT6 (T IL-4 #IFic X v iEE b &z JAK 28
STAT6 # U v E{b3 5 2 & TiHt b a s 9, &
b & 47z STAT6 13 2 BRZIEM L, Ie 7 mE—X
—fEIRICRE AT 5, 20L& X[FBRIC STAT6 f5&H0
A2 8 5 NF- k BAS G NF- « B 23563
5 Z LIk FEMICER T %5, STAT6 1% IgE ~
T AAA v FOEMTEREIRF T STAT6 2 KO +2%
L IgE 7 T AAA v FITFERICHEFEIND 29,

NF- kB TliZ pb0 R~V A TDIGE 7 T A A A
vTDIERTRL Ik BaDRBIZEDZ TARA T
DILEZR LI L Z D5 RHE I TN D 29,26,

e 7’rE—4%—IZHi L7- STAT6 & NF-« B 1%
Ie-Se-Ce (ZFARI2— A8 RNA OHRE % #FE 7
%, (K 4) ZOWEEMI I Ay Ta REk
BT DH-0MMRENDZ L3, Se B Ar
TA U ZIZEVE VRGNS, Zodh b
ssRNA S ¢ 78 DNA @ S ¢ fHIRICHE ST 5 Z & TH
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le Se le Se
rva {FOCee } ) + O
RFSALT
O
le Se
C
AP-1 PU.1 NF-kB PAX5 I O
\ v J t A
= Lo
EEETRESHRE gt ©
Se R

= BE#EIN (Ds8)

G ®

K4 BERFELEIFRARAYF : ORERTBHEETS @ OBENBIAE I e -Se -C e IR ssRNA 23 Ak
SIND DATTA 71280 ssRNAS e AU, Se FHIKICHAT D @S e FKIC RILV—T DRI ND GAID
kD CU~EHEINS @APELIZLY ssDNA @ U 233 @i DNASIC=w 7 BNEL, L=y 7

[[4+TDSB 24U %,

Mg TIX72vy DNA EFEL RL—7 L LCT—ARH
DNA BB S D, D%, RL—71X AID 72 &
DI A — RHIZER L, 79 AL v TFHRETT
D,

ThbH IgE 7 7 AAAL v FOREZIZT:e DT
nE— X —{HEEIRAEE L 25T 5, ZHET
(2R _7= IFN-y < IL-21 72 Sl X 286 Z oG
MALILEICRS5-35 9,

IFN-y (2 & % IgE 7 5 A A A » FFHEIL Th2 H
FassAbHmsNe X % Ih-4 3 X O IL-13 FEAOHHIH
HEHMN 1e 7rE—4 —OE R PEERME X
ZLTW5, 72 IL-21 1% Th2 fffbicidse g L
RV IFN-y [ARRICE#E e Vo —% — % HET
LEBEZBNTWD, TOf, IgE 7 7 AAA v F
ZBHE LA L T\Wb 41 & LT CD45 X CTLA4
RENRBHDH, CD4A5 X IL4 V7 X —THich D
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JAK1 X° JAK3 #[HET 5 Z LI2 kb STAT6 Dif
PEEIEIT 5, & 52 IL-4 #H3k0 AID pEAOHH
b5 5 ESbhT\5b, CTLA4 1% STAT6 X°
NF- « B OiEMALZMH$ 25 2 & TIgE 7 7 A A A
v FEAICHIE L T\ D, Zoftl, ENTERTS
55K 1~ & LT B-cell lymphoma 6 (Bcl6) 734 %,
ZAUEIL-4 FIMIC X 0 SR S/ STAT6 A&
L le 7mE—4—fEEEHAT DI LICL D IHE
T %5725, Belé Z KBS HTm~v T ATILIgE 7 7 A
AA v FRILHET B,
AID Bz rnEe—4
STAT6., Paxh 72 & OfEE

# —HEIZ X NF-« B %
HALDMFAES D 9,

V. 75 ZAAA vF & NF-« B Bl

NF- « B (3 B fild T < \ERH 1D —>TH Y |

NF-xkBHT H AR

TNF
b

i

(raez )]

'mm

o

IKKee

¥
@

- Y

-

5 NF-x B iEH{L#REE : NF- « B 13 NF- « B1 (p105/p50), NF- « B2 (p100/p52), RelA (p65), RelB, c-Rel

[
T

S

AID &7 Eathd, 7 T AAL v F THEHETH
B ERHREINTWNS, NF-«B i NF-« Bl
(p105/p50), NF- « B2 (p100/p52), RelA (p65), RelB,
c-Rel IZX VS TEY, MRFECHEIZ LD
TEPELRRBRSCHR B R 1~ & L CHERE S D 0 T O AA
DOENER S 20,29, NF- k B {EMHALRRES (213 Sy
RIS & RIS DNFAET A3, MR & b U Vb
X F oAb, FEDDFDRRIRE % 5T A
— FEZIEMALT 5, MRS OIEMHEIL S 7T LR
WA TR A & LT~ EBATT D0 T DM BE
DE, EOIEMHEIGERREZ SITIFELLT O X 5 ZiEn
BdHNLDL, (K5)

A HLAORR 132 < OB TR 2 Ao LT X 0 I
b Z ERMbN TV A NRER G E LT
TNF R IL-1 A% b b, o AR TIIREn
WZHR BRI & L CEIZ ps0/RelA B E~ERBATT D,

NF-kBRI$E 3%

CcD4o L

CD40

K

WX VAR X

DR IR A T2 OIEVE(LREES 1230 SRR RS & BRI S FAET Do BIE 1L TNF 22 ST K 0 isf b L, %1% CD40L

mECEVEE LSS,
50

W ELAYRR K TIXFEIC p50/RelA A3HIHREE TIX p52/RelB 23Z~ L BAT LB R & L THERE S
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Z DG FIIRFEORIETIE Ik Ba AT 52
LT, EBATEMEILTWS, BIMAMED S & IKK
a, IKKB, NEMO O#EEKBEE(LL, Ik Ba %
Vowibd 5, 762N E2HAIE L, Tk BaP
R48 X F o MLENTTF T T V—LRICE V5
RS D, EDORER, WEHE L 72 ps0/RelA M EE~B
1T LR T ORE 28T 2, 20 X 510 H
PR ISR B S AFAE T D IE AL D 23 1 oD
DTPREETHZEICLVERBITEEL TS,
e 2RI BRI ENAETH Y, IEHELE T
DOFREE A R NWSR T D,

—77. BREKITH B2 CD40 > BAFF 72 & TNF
LS E—A— =T 7 I =LV IEEESND
ZERMLATND, TRETIZY v kO T4
L BHIERSRE A B W CHERMHEE L TVD D
EDA LD E o T DA BAGRREE & g L, R
RSB RTEL <INV TEB Y HEHRE D720,
BRI TR M 72 B2 5K - & LT p52/RelB 23E%H
1795, pb2 & 1% pl00 NE I R ZE =T Thb Ak
U %4551 T, RELOIRAETIX p100/RelB DIRRET
HIEICAFEL TV D, TRb L ARIEERORET
FHELTWD, B E2ZT 5 L% RIKIC TRAF2,
TRAF3, NIK, cIAP 3V 7 L— F &h5b, ZhbD
S IERFNE CIE NIK 2 KIREICHERF T 5720,
TRAF3 73 NIK LA L, E3 25 U —+
ThDIAPICL Y K48 X F L h&E5H 2 & T
SHRDMEHE STV D 20,29, Hiligtk 1L TRAF2 A3
cIAP # K63 = "% 5 {b$ % Z & THEH% TRAF3
NEEHEED, 2LV cIAP 23 TRAF3 % K48
2B XF L AbT 5 Z & T TRAFS (345fif S, NIK
DT D, NIK LR & 57 22 A A pic £ 0 &K
DEE D ETEHEL, T IKKe 2V kT %
Z & TIEMH LT S, EMEE L7 IKK o 14 pl100 %2 U

VLT 5 2 & T pl00 X K48 = B X F AL &I

R LY pb2 &0 D, AU XV IR IREE
L7 o7z pb2/RelB [IMA~LBATL, IER T & L
THERET 2 2 & 127 %, 20D XL 91Tk I1X TRAF3

HBELT L

Do iR NIK OFFE, pl00 O353R 77 & % W
ETHTEDHIED S D EIEM LI ORI TH
%o BRI OIEMALICIE TRAFS O43 RN EE T,
TRAF3 O FIFE BLLBIR BTG AL 2 B9 5 2 &
DHE STV D 30, F 72 NIK Oz B LG
EDTLEZRT Z & HRROHN TN D 3D,

INETIZY 7AAL v F TIHEB IS H B
DG RHE SN TE T, —FH, BIREOIEMEZ R
M3 5 WA HR8WD B TITW 2 AR ER A A 1372
Mo 7= 82, L 2 A 2012 4 Jin 5728 IgA 7 5 A
AA y F a2 RIRREERAITHIE L TV D & D EHE
B 5 A R REL A S L7z 39, Jin 51% TBK1 &0
5 IFN EAICEERX S —¥E2 /v 7T 7 LT
~ AR, ZOMREL I ~T-, TBK1 / v 7
T U MIEETIIESENTH D720, B IR BT
TBK1 / v 277U h~0 A&AER L BEREMRNT 217
olc, TON Y A%AELA PR TRIML, 77 AR
A T ~DOEELFRD L IgM BLW IgG EAEIZ
DGR SR 1208 IgA OFUAFEANME T
LTWDHZERHLMNER STz, S HIT B ks
# TBK1 / v 27 77 h~ 12Tl CD40 X° BAFF
T & D NF- « B BRI DTG AL U L T,
Z AT TBK1 3 BIREEE OIEMEA LI EZE 72 NIK O&
Vo 862 FEAY ULT 5 & THffAREL
BB EZMHIL ChD 2 EE2ALMNC L, 2FY
IgA 7 7 AAA v FIZHEWT NF-« B BIfREKIC L D
FIENMHHETH D Z EIRENT,

Fxl I ETIZTIGE 7 7 AAA v FIZ NF-« B
BRI AB G L TV DD TIERnnEEZ, WD
MOFRRZFFTEI,

ZHTEEDO— APRRIE LIzy 7 F IV RE sy 1
a4 OEBEFENT 24T - T2BRICG 7o, BRZROAE R
HEIRAIF TS 34,39, o4 X BCR & EHEKE
T 5 IgallfiaT5mF L LTHRESNZ, ad
DHBEZ RN 57D ad /) v 7T 7 h~7 R
(KO w7 R) ZEMT 25 ERAEBSETH L Z LN
S3nolc, £ 2T BMlas RN 4 KO ~ 7 A %AE
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B 5 Z & T BMIZI T D BEREMNT & EBL S Wiz,
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