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[ERE Y I X]

FAY a7 arNniZBWTREMHIRIX. dMyc 24T LT
W23 7 BRREMERY & B I 59 5

wR —%
FEL RGBT > & — e ARREEEME 7o Y 2 P F— A

[FU&IC

AR HIIR (Dietary restriction: DR) 1%, ¥t 4 8
TR EDIIEZ RS L Z L HEMmE M S5
ZERWSMCERTYS Y F A ISR
N T RERE DR IL . FERHEB O A & THEHEBIC
BOWTHHIEINS, Lo T, BENY THREOME
B3, BESGIEMODICHEELEHETHLEELZS
Nb, YawyawNTTIE, DRIZK o THEZHED
WA N ) 7T HEOBAEABIETE L 2 LB TV 5
HLZFOFM R A A Z X MZHSPIZEN TV W4
&, DR IZ X 2 B8 w2 T3 2 A2 Ic B
WT, BERET dMyc 235N 7HEREOMERRIC H I %
HEEFOZ LR AN Lz, T2bE, IBHBIIBWT
dMyc DIEBLE 7 v 75 55, TRF—VAD L
APV GE BB EAT LI LD o, Y a Y
Y a y NI ORRABIETIX. dMyc DFEH L LMW
B, TR @EISE (cellular fitness) ] AME W RN &
Raadh, TRF—=Y AL o THEINSLZ LML
NTWBY, ZOBGITMILEA LT TV» 25 K4
DIFEIIZE 5Ty YawyavnNTEROBEIIBNT
LFRBOBMEIRE 2 Z EDBHLNIHRY)DDOH L, K
T, Y avya o nNIBEICBIT 5 Mye DEHEIC
DNV, EFORFTOMERREZRNT 5.

Myc &1t

HEE R Myc (&, Aialbz om <E#ET 5 2 &b,
BARIZBCTEILMONERFTH B, — T
Myc ZZLHBEOBEICB W THIEELZNTO—DT
H5bo Myc DFEHL NUVAMET L7z Myc N7 HAET
Y 2 (Myce™) Ti&. HRREE AT 2 4 72
HHTOEALANRIE L, FaA M 2 2 LSS 00
BT B BB, Mye NTaReEyasday
NI (dMyc”) 2BV Th, FWAEMT B &A%
SNTWV2 W Zlhs, Myc DRBAEL RO Z LA
HFHEMDODICEETH LI EHIRBENTHS, L
BLEAS, o<y 2% HV2EBRTIE, BHLE.
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Dl I & VO REOHIR L 2BIE L Tniv, €56
2y YawYaunTEHniikEONZTlE, DRI
Lo TdMyc DB LEH L. k2R 5 & w
IWMEDR L ENRTVS P, Ldto T Myc ld##45
P EOBBEERICHIG L. B2k cRE 2% %
oz erEzohb,

BIRENZ &2, 23T a vV a o nNTolEC
BT 5 dMyc OB A, mRNA, & 2828 & 12
WCEWK T2 22 B Lz, 851, 205
KTFId. DRICEK>THHITE L Z b olze 22
Ty BHEOY 3w Y ay N NTIZBWT, Gald-UAS ¥ A
T AEHCTHGEDO 52 THNE (Enteroblast: EB &
Enterocyte: EC) @ & T dMyc ® 588l % RNA T # 12
X0V v oy L, FeNORBERNE, TOK
Rv BB O 5 25 TR R 2 dMyc DI X o
Ty Y awyavNTOFEGIERH L, F0OHEIZDR
M TFCHETHLZEPWL IR0z LeH o Ty
DR 2 & 2 HaIEMA RIS O dMyc F3LL NV A
HBLTWa ZEHIREEI NI,

PR b= R EBEINY RS
YavTaunT TR, BENY T OREALE LM
ROFBICEICEE MRS H 5 2 EMOHN T
%O, 2 THkA, BE ST ISR 72 dMyc
DIy 7T D EEREICE 2 B EEBIIDO W THN
720 Z DRI T dMyc OFEHL % IIH] L 22k T,
W DEBEREHA L ChLIEBHLNII o720 5
2 NS DOERTIE, B IAEES B B 0SB
W EHLTBY, R (AR 24808 2B 5
PHARTF FORBBELL EHLTWE T Edbho
2o L7203 Ty BEICBIDdMyc D /) v 7 5>
& oT BoEBES AL, ERYEEiI SR 32
& THBADEMICEEDN > TWDE I EATRIBENT,
RIZFK A 1E. dMyc OIIHN L - THE OZEE D L
AT L EINZOWTHRz, RSB 58 7%
REDHIEICIE, MK LD NS v AR—=F =% 0T 54%
MRS (transcellular pathway) & %4 v v 7 ¥ 3
VRN DMLY (paracellular pathway) 2SEAE
THIEPHMONTWS T, BFIZOWT, YavYa
IONTIIBI B MR E S, WAEO S 4 P Y v v
v va iz 7T — NI % 7 ¥ a3 v (septate
junction) 12 & o TR TV ¥ FFHk 413, B
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GrELRET ML AE SIS dMye D53 % Jl L 72 R 1
BT, 75— Uy vy a VEEEETHORIH
BRI, FOME, avbu— LB LT, Thb
OFBIHELRZIA SN LD o720 —FH Ty dMyc @
FEBLAPHE L 2 EARTIE, BEICBT AL AL v
(Upd3) OFBABEHLTEYH., Bl (intestinal
stem cell: ISC) DL TEFIC LA L Tz, BED
EEEE, AL & BB O N T » 212X 5 THD
Voo TWAIZD, RICHK A X, BEOMIREIZER LT
W xAT 5 720 TOMER. BB 52 TR R I
dMyc OFEBL % HI) L 72k CTld, BETo7 R M —¥
ANREHLTWDEZ eIz 6T, dMyc DI
AW L 72 7 R b — 2 280K T p35 % B
“ﬁbta’é WaiZ ko FAAZ S, a2

LIFOWVBEE L7ze TNHDOZ DD, IHEI

BUODdMyc D) v 7 ¥ & o TBISE NG5
B\EOEFHIE, TRF=YADERICEIBLDTHDB S
LAVRIE S Tz,

Myc [C & 2 B HB R 0D I

Ta Y a NI BU A EE BT IR
AL, DRICE>TZDOLANBIETE S Z LA LM
ZEhTwa Y, 2LT. 20X H =X 2D—2E LT,
DRt 7F— T % v o7 ¥ a VHRERT O RER
REBURT 20055 5 2 LG s hTws 9 —)
THA I, MHIEVBEETOTE N —Y 2D T 5
2Ll DRIZE->THETOT R M= 20 HI s
HIERHAM L. 2oz it BEICBT 5K
7% dMyc OFIUR T L AICHBE L Twb, 51,
W A8 40 B T B AR B 912 RNA F#12 X > T dMyce @
BHEETERLIETTRIN=Y 2D EAPBIZES
N7 &»n, dMyc IO @IS E L HET 5/ 1
A—F =L LT T WA RN E 2 bz,

EREEE AD

dMyc
JNKT
HHBE

unmmmn ¢ Hﬁﬂﬁ

ISC: BB 2agae 4

EB: fa3F#ifa
EC: iz#ERa
Upd3: IL-6HH 1 kA > L )

1 dMyc [CKDIEE/NU 7HEEE FanDHlfE (RFER)

BIRZENZ 212, Y awya yNTOREBREIZBW
Tl dMyc OFH L NV P TR TR W AT R 1
TRM=JRZEoTHESNLZZEPMOENTEBD,
MRasa LI Tw b P MG &, BEm A
TR 2RO % EOMIEEISE OGN (loser cell) A%,
EH 28 (winner cell) & BERE L 72 BRI 2 & B2
ENZHMET. MRRER MR CEE 2R #H e oL %
AbNTW5S, MIEHEEIZHT 20581, FITHEEERE
DY ayTauNnNTiEHACTITbRTEZPGEETIE
HABC B TH RO IE S TH ), LW
CRESN VAT ATHEEEZbRTWS M, 2
:“C“ﬁi&’bi\ WIZH TS A 2 TS L > T EH A

2B dMyc BB THIE 2 39 4 7 RICHE
L ZOXEE L L7, TOMFR. HE SN dMyc
FEBULTHMLIZ, 7R b= 212 & o THRBICKRE S
NAHZENHL NI o7,

VL EDOFERDP S, W& OS5 THIIZB 5 dMyc

OFEBIE, TNOLOMBOBEICEZHET 550 X —
=L LTHWTBY., WRESMME L 72k
B4 Tl dMyc OFBHIMRVHIRLA S < T 2729
TRM=V AR L. BEBYED LR 2 720 Y

DVAINEEDLEEZOND, — Ty DREMFTT
2. BETO dMyc ORI TV L -0, M
FaBEAHE Z D12 K FmOEMICHFL- LTV 2D T LATR
BEh (M1),

BbHb(C

YavYa NI T, AEM% loser cell DERZEIC
X o TR iy HY A L loser cell ZBrETE WA
RRMTRIAEMPFMT LI EPHASPIISN TS
[121, Ltﬁ‘o“(\ AL B Il B A S HE 2
BB RO ENEZLNL, L L MRS & &1L,
FREREY T TNV EDHRIIONT, TDHF AT =

BHHBRSEHE OR)

dMyc/) dMyc'r dMyc/p
JNK¢

ﬁ#ﬂmﬁﬁ ¢ hﬁﬂﬁ 7
2aBrE |
% 4

BREFRMPE(LICKL > THHEIETO dMyc DRIRMET L. PIRb—YADMER T B ETHEEED LRI D, —
75T DRFHTIE. dMyc DFEIRINS VAKX KHEREND I ETT IR b=V ADHIFIEN D, ZNUICHVEEE/ND 7HkEE
HHERIEN, 2FBRELIR 5N D ETHMDEMRT D,
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AL ELHIN TR, T2, ShFRL27W B L
7z dMyc ZEBUR T HI O Br E RS s & L 3% T
E2H0%00. EOLRLMHPLETH L, ZiLLw
I XNRIC BT BB G O 0 FHRE & B2 o T, 5l
ke X 2 D TV E T2,
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