[(E&EHR(S)]
YR (EEEF)

26221305 WEREES : 50237468
ERES - REF

F — 10 — F:

FEAY - KERELHRLR - L2

WMEiEEH Pathogenic BLREIEDH K & HFH#EOAER

nhbE  ELOY
CATTR ¥

REFLE, FULY— - REMERE. BERE. RIE. Y4 bhHAY

(HEOER - BW)

Fex X2 FE TIZEE Th1/Th2 Mg ok L)
T UNAFX—MERGERE (WE) Z 63 2% 0 TR
BAL T, HICIERFORENEBHL, 21T LUk,
BRTL-L, 7~ F U LV TOREE — B LT
1ToC& 7o, AFZETIX, REFHKTHEINL TS
— K7 —~Th %R E (immunological
memory) DL & MEREFD /3 FHREICEE T2 7Y v
TNERONIT DM EIT O, FrZ, THEERIZE -
THERMETE T Mlanob LEYR#ERE SIS
DI 77 a < T L LoV LOVER L~V Tfif
25, EBRICITQ) FTxrBEBLTWDS, T LLF
—72 & D Th2 JFEORIEICEEE “Pathogenic iLI&
Th2 #la” (X 1) #E7/AMEIC LT, v A ¥ —i3
ERFRYVA NI AELBTOERERLIE

(transcriptional memory) ##H95) TE Y = R T 1 v
U R A 5, (2) F, AU a—LAKO b
FGAY T I ASTFRICKDEE T MiaoMies
i HEFPRRE B 2T 21T 5. (8) BRER 1 (5)
DR & HIEEDBR% = BT,

Classical Th1/Th2 [Allergic disease) [Autoimmune disease;
balance disease | {Auto-inflammation) |
induction model ~ —hETO
'S P -
mn \ e AL
/ === CODD Ju
o L) & \_\;_.\d A
Naive\ A =
588 So G vz
D8

(o L :J\Ilerg'u: disaasa" [Autoimmune disease|

population disease | {Auto-inflammation)
induction model Pathogenic
— gy mThZ  pathagenic
2 N i
/ = ( mifn % MM pathagenic

_ ™ Th17

o—-@® © - Y

L

Naive - (.\ 1 1

coaT ™
™y . Memory Thcells . E

Jo 3:
[(FRDAE]

3 MO AEIT Y, (1) 7 LLF—MEXIE RIE %
Z 3 “Pathogenic /& Th2 ffa” DT Rkt % fiF i 3
DT, HEREHERFC R EEME  (Plasticity) (2B LT
ChIP-Seq fi##T<> RNA-Seq fiffr7e &E &= H\W ooy
T AT 4 vV ENTEAT 9, 1L-33 |2 X % Pathogenicity
PR T 0 & & bl BRI R R A T o
AV —7HhoflE T MlazH 0V Te hOFEOHM
THGEET 5, (¥ 2) (2) RVa—AkOrI74 Y7
v 7 ARGy FREC X D008 T A OB REZS i - Ak FRid A%
289 2 AT CiX . EZH2 & Menin (2 & 53248 Thi,
Th2, Th17 #fLDY A N A o PEARERE R B & HERE
MEFRFIZBELC, =¥ =7 4 v 7T Z21T 5, (3)
FLIE Th Mif DAL & MEFF 20 9 BBIER - (5) Ofig
BICRE L Cid, FLiE Th2 fila3 458 L7 iBALT 126

RN T 26T BMET 2 O T KRR SR RO AT & 3
(2. MERERIFRAT 217 & o CTREIE Th2 M DAL
& MR & 48 5 BRRE Y T DRIE 21T 9

Airway Inflammation

LUNG (AIRWAY? ) Allergen @ .
IT—————— AT .
@&
|. ........ Lol .,I e Oy
IL-4 IL-4 ’0‘0. Flbm_nr__;;
. dali i
tjg :t.f:; a E(%?s' I:_»_mﬂ:‘m o Eosinophils
Ny —— ® ®
. \J mRsp=Roze IL-5 S ®
IERTh2 EMERTh2 Pathogenic
(SEHRE R EE - 1) I2t#Th2 2
4 xr
[(MFSh SR EER]

MaERtiE] LWV O RESE TORERT —<IC
LT, ZOAREEZSF LY Ja<wF o L~L
TH LML L D &35 LFIFIZ, Thl < Th2 57
E Wb iy 5 s B E R B 7)Y “Pathogenic 7T 1E
Th1/Th2 MR TR Z 2 WO RGZIFHL X9 &
TAHHIETH Y, FERIIREVWEEZE LTS,

FBE OPRIEFR O PE % fEHT9 5 38 C. Human
Immunology (ZHAZIBWZMFEEWVWZ D, B T
DS E FLIRM G O F-CREBEEE TRIE DS & M2 2 uiE,
FOVAERRBRY T ORBICLET MR LD,
ZOWRMRE S LI Y 7 F RS S
EE ST EDA 37 MIERTH D,

[UBZARBELEEDORVAX - HE]
e Endo, Y., Nakayama, T. et al., Pathogenic

memory type Th2 cells in allergic
inflammation. Trends Immunol. 35(2): 69-78
(2014).

e Tumes, D. J., Nakayama, T. et al., The polycomb
protein Ezh2 regulates differentiation and
plasticity of CD4* T helper type 1 and type 2
cells. Immunity 39(5): 819-832 (2013).

e Kuwahara, M., Nakavama, T. et al., The
transcription factor Sox4 is a downstream target
of signaling by the cytokine TGF-pand
suppresses T2 differentiation. Nat.
Immunol. 13:778-786 (2012).

(PR & R E]
R 26 4R — 30 AR
150,000 T

[R—LR—D%F]

http://www.m.chiba-u.ac.jp/class/meneki/



