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BE PETREEAMFUHENRAH E RN, CRERZNERBEMALUEE. DL FH oL

NTHENHEHHRGEE. REREUAMESRNEFTEAA RS EENT . AFK MELERE
BERTHEREREN. 2P AENFARGETRELR. AXE AR RANFHRERRER T WL
MR E- K e E R AR WA EF ZREAAMEGRR, GETEE. HXEFTRAEE G L X
MM EERURERE TN REAR S ARG G RENRFTAALR, WA EEARFMGEF 7@,
AT BT BB B RE R R BT RIE.

XA

J¥ 38 AN R 8 TR T A WS ) R A, 2
HEM R T AN s U g RS YR 2 W
I Ji 38 T 41 i (intestinal stem cell) ¥ 84 5 431k SE BT,
¥ b Bz 4 7 5 3 v 1) 98 6 i 1 A%, 1B 404k i AT
I AR SRR TV 7%, 70 A G S 1) i b B 4 R 6
REMTAS A BTN ER. NG B AE
FLB) W SR B A PR (A~5 R) B A B, Aot T iz
RS ARME R . JiE B DL A 3E Th RE I IR AT
ARG BEENZ O MRS TaREGEIER
FE 2 1Y) 4 PR 3 B 5 40 A B R 3% BL I, Wnt/B-catenin

N, RE -, ARER, BB R, ERRE

Notch. 57 4E K K -F(epidermal growth factor, EGF)F
‘B J¥ 1% 2 H (bone morphogenetic protein, BMP)%% {5 5
TE/N T4l A g PR 45 R T A AR R . 45
B AT FCH B UER, AR TR LB 1 TE 55 -k
FEHli (crypt-villus axis)4H A 2H 1, W b Rz 40 e 16 5 43
et e E i AR . EARREE R, 7
SR R T R AL S R i b Rz 4 Sy
RS2 HENE FRA B S M a4 T % RE R
158 R 1~ {1 ik gy T 40 i 165 B 40 AR i 4 A8 2 55 T
T B 5 3 e
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1 /Nl s - 508 5 b B 40 41K

7B A= I sk N A i DNy B
BB FIZR B4, B WBEEN T R 2R R0, K
B n) RO, fig b R 240 e PR R 4 482 11 BB g B0 0 K
T B2 S AL B LgrS BH 14 (Lers D S bric B SR S IR 41
@ (CBC4H i (crypt base columnar cell)), CBCHH (41
Ji) 3 LS B 5 7 A ARG B Ak B A A R T Y
21 0 (TA 4 . (transit amplifying cell))Ff: 4% 22 7] L iE#
SR, TR I, e 8 AR 28 4 ) A 3 4 3 R 43
R AR IX I A R IR b R 20 PR A AR AR R A Y
2 WU b 7 40 ffd (absorptive enterocytes)F13F43
WA T 211 ffd (secretory lineages). WR ST g I iz 4 g 3= L
BT E TR TR, FL BB 4 o A 4 L1 95% LA
UL Ay u Y fi bR AN B P T G g B B D) R R,
Hodr, AR 41 i (goblet cells)7E BN b J7 43 A5 353 Wb
;¥ EQ 40 MY (paneth cells) 7E Ba 58 G R 4R, 7= AL Ui
JOR U8 5 P 38 sk A2, TRV 7 A AR K TR G e B
T2 M 1) AR K W A 73 WA 48 i (enteroendocrine cells) £
R ARG ST EE B Z R, 05
A AL R 2 v I R AE D e 0L, kA, il b e
TA1EMAH Al (membranous cell) A < 41 il (tuft cells). M
A0 M AEAE T B T8 AH D¢ B bk TR, T Re 5 1 i I P I
L5 G 92 41 i 1 28 A e, iﬁﬂiéﬁﬂﬂﬁfﬂffﬁiﬁqjﬁ@
Hom b, HareA1mThae A s 20

%%ﬁﬁiﬁ’]%ﬁ%ﬁ@(ﬁﬂ%Eﬁéﬁﬂﬂ@,%)f?n]@ﬁ—
S il ) A Bl Gk AR A Z T R, B Rk B SRR T
ity X 3 % & 122). Canale-ZambianoZs A2V B,
DNA A % AE Ba 53 - 256 o 8 0 TR R i B, 81 4 1k
ok B S A R I BEL . i T R ey e R R
e 5% LA L 9K B T i 40 JL A7 FE DNARYE 7, I 7R 36 A 4
MO T R AR, X R R A A T —
NG I FRUSL ARG T 40 B T mRNA R A 1) T B AN
L2 K RIE TR & — Bt 7. 74h, M
2% A0 M o i AR R R e TR, R EIX
WK E H B, XA RE R S B b 40 SRR
T sty JB8 9 R AR PR T2 IR R R 22— X AR 3 T i b R A
HRLER 3 AT RS AL W 6 R B, 4 T T AR R A S
(the planar cell polarity, PCP)X b 57 2 Jig % 14 11 4 7. i1
90 T # A AR A, AR AL 32 22 0 B
/NG H FRhoA fliRac1 J5 773 5 %5 5 T i Rho- A ¢

% (Rho-associated coiled-coil protein kinase, ROCK) Al
c-JunZa JE K Ui % (c-Jun N-terminal kinas, JNK) ft] %
ST 43 300 55 5 400 R 2 R B | e S S i),
I, /N b B AR SR AT B I AE SRR BN TE 2
AT PR 1) R

2 MERE-ABHMAEENREHE
IR AL

2.1 AR MO SR FE I AR H B SRR 2

¥ T AR 25 72 B 5 I A TR ) S 24,
b B A B A AR R R, BV AL RIS R T .
Bl 12 3 % 5% (alkaline phosphatase, ALP) & & 37 4 Jii W
W) bk B, 5 8 B 5 IE 5 Eﬁﬁiﬁfﬁyﬁj%% H
F B B AE VEAE b Bz A T iy A B =, o 5 IX 3
IO = 1@ % IR 7 i (Na /K *-ATPase) /& ?Hﬂﬂ@,ﬂ%i[@l’]*}?
EA, FEMEH RS S 54 FEIE R A A A
() B UK B2 ZE SR WOSCE R o, R IR IR B 5 -
S BB R B RARDT, — R R, R
B 15 - 57 22 ZF Wl 8 (sucrase isomaltase, SI) 7L B i - R
[ 7K iR B (lactase-phlorizin hydrolase, LPH). %2k
N(aminopeptidasen, APN). Jif ¥ (invertase) F1 ZL 43
fift it (lactase, Let) 55 MR E 98 E R BFTE Y &
T s (7181,

1 T3 E IR 5T R WU 18 I B 18 B AR B - 4R
B Bl R 20 AT AR AE 22 e, W0V T AR oK R R R AE B
B -9 B R RIEA R UL 54k M B W FE 3B AR 5 (fa-
cilitated glucose transporter 5, GLUT-5)/¥4 Jifi #8445 2
%, 7 5(solute carrier family 2 member 5, SLC2a5)f1Na*
143 P4 5B 4 12 448 1 (Na™-dependent glucose transporter,
SGLT1) 72 i L 3 ¥ 1A PN 1) 8 o B4 2 3 A, 0 ik 7K
AP o A B EAE . B R B, K R (Rattus
norvegicus) GLUT-5TE45E3/4 VL L3RR IEP0. SGLTI
TESE B HBAL I F ks & T Fa 5 X Ik, 1 H 2 B i R
IRHNEA 257, RSB -8Bl b 1) LR R0k ] REAF
TE 3 53 I 5B BF S5 KT 1 T s,

10 3 DNA R B ARSI KRR 25 i 5 53 - 906 il 40 i
A B SIS R B, MBS 41 I 240 T 1 28 B 40 e 1)
T AR R 5 VA SO oG B B DR 3R B35 B, D R R IR
A2 A (SLCI6a3) AR 712 & H (SLC28al)
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HVER %38 8 (SLC31al) 55 5 TE M A0 R A 1 7 40 i
AT 6 B B IR, AnSLC2a5, SLCSal R STZ 1 4% F Hh v
Fak e 105 6 7 WSO DG I BE TR, dn T T R 45
4 £ H (fatty acid-binding protein 1, Fabpl). #JEHE A
C3(apolipoprotein C3, Apoc3)M# 5 £ H A4(apolipopro-
tein A4, Apoad) & [MRIEIER BT R IE &=
JIg i B2 45 4 & M (intestines fatty acids binding proteins,
I-FABP) X Ji7y 18 4H 1 A i 7 I8 1 0] o 42 i o 22 4
FH, E 5 2H 2 0 A 5 7¢O S G 3 UIF BH T-FABP 7 %
MBS -G B FIA RIS, HAESLE T RIS &
I P23 R, 75 FR RN B R AR A 3 R A B
B -Gk B IR A 2 7 3R B g TE A (R AL 1
R AT e X Lo A AR B oTER. R I,
JWiE W e 5 - R B IR R SRR A R S E R A
B 2 ) ) Ok R R B — D AT, DA R R E IR
JoT IS 1 Y AL TR R A,

22 B ARG S S AR b B BE R R R
kAL

LK B« ¥ (Sus scrofa domestica) 55 ) 1
7 ST BT 97 A 0 i U G 35 e 5] i A D) e B RS A 45
. w5k, CEE W IE NS, RN
JER B0, OGB4 L KR s 14k, 3 EALP
{14 22 3 R T R, 38 0 i 0 1) B IR YL
IR, BEW% 52 fiz 38 T e R R I 308, iR R4S Ay
3 A 5L W 0 AT o 3 22 e B R I, RIS T
e FE A, 4 i 4 3 C(cytochrome C, CYCS), Bel-
x1/Bel-2 # = FE T J& 2l F (bel-x1/bel-2 associated death
promoter, BAD)F1 3% 2K 18 B 40 L& § 5K iE 28 AR I
(ataxia telangiectasia-mutated gene, ATM)~ 1{i£ % KT
41 ffl /v 2 -8(interleukin-8, IL-8) 1[I I8 ¥R BE K] ¥ (tumor
necrosis factor, TNF)Z 1A L1, T 4 i & B 0 42 48 2
FE K B2F# 5 [ ¥ 5(E2F transcription factor 5, E2F5) I
SMADZ & % 71 4(SMAD family member 4, Smad4)3Ri5
N SR WM 51 S Gy A, {200 R S0, o
P11, 15 iIg £ ¥ (lipopolysaccharides, LPS) % 5 f T
¥ P 950 A TR Sy e R B, P e I N A AR
K. meEARW . Wl REGEEDIRE. PURFEDIRE
A5 RH DR R DR (1 3R 0 38 52 B S e 1201 b, W i A AT
KPR RE ) 23 N IR JTE 20 R N S AR B O O
FLRIFRAIG N, B B EAW R, LS P NOMH02%
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BN, TR 0 1 e KT 5 it b 5 D A
2 5 K,

SR 4L LA FL S A3 S bR, B T PR
B 9 I - i 0 5 70, R P AL AR
RO B ML 5 A 4T 7 W LI A3 B
BB - GBI 28 2 LA T 5, 45 R L, 1
S o A, 4 B 90 2 1 ek
T T TR B A RO AR e R i
Y, SR o T L L S
X A AT 2.3 AR BTEC) R 0 R R (3
Moo R L) R R I
B0 2 B Al RV, I 3 RO LA R L,
ST AE A7 A b 1% 0540 T 50 W 1 5%
RN R E A L ERIAES SRR, HIER
RIZE IR AR DR R B 5 AL o 20
2 5B SRR AL G 28 A B A 2
W, T BT T 56 26 4 7 R0 X B L, 2 g
R 7 /1B 0L B89 3l o R 9 T
{1 PRI B e, 5 i 84 L ) B B 3 VA 4
W H 25 8150

3 /NS - B ) R

3.1 YA/ T O Y FE A3 AL B A 5

/N b B 40 i SE R e Hh 2 R S Tl R BE AT A
V%, Bl 41, Wnt, Notch, BMP I EGF % {5 5 i i 7£ 4
R/ T4 M i B R BB AN A A4k 7 T A B
PER. bk A5 5 8 B R 720 i T 40 B vy B2 5 - 95 B
A4 1 32 B 7E Qi AT Chenl™ f i 38 Hh LA T 41 il
A, 7E I 3 2 Wit FINoteh {5 5 18 % iy [7) 1 3% 1) £ B
BHATERR. WA R B, WntfS S AE N 4ERE/Ng bRz 4i i
RS F 2B ), s TRAE N 9% - B2 5 il L
2 3 9 1 280, T Noteh (5 5 3% 4 2 vk s T 40 i
1 R W SR 4T L R 3 2R 4 i ) S TR R 0.
WFFEIUE B, WntHINotch /5 5 38 % 58 by [7] 8 72 )i 18 + 41
i ) R B AN A3 Ak YinZE N OV i 07 i /N R (Mus
musculus) LgrS™ T4 M 47 & 43D 3 7%, IR H /N
T4 WntFI Notch {5 5 38 4, M 17 42 il 7 18 48 i
TR HA A J5 1) 45 SRR B, Wit FINoteh & 5 —
FEC VO W 4E T4 B FR G 0 WntfS 5, B
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i Noteh 5 5 52 41 75 5 - B S5 s W Wit
2, 410 Noteh {3 5 T G2 1 7% 5 ¥ LG4 434 IR 41
BIWnURINoteh 55 11 5 0 7 5 AR A1 44 17 4 57
WAL 5 7 A Notch 5 5 L, Wit B 36
BOM K, [RL U, (35 0 0 0 U R
4R TF 4 i LI b 2 1 0 53 44
T .

3.2 RS AEHIR B SR IH T R

R T T R RS - R il 4 R S R R
B R 2 S RIS ML, St R R ALK 515 5 S A
5 R T Z A f Bk & . Mariadason % A\ B2@ i DNAE:
Fr B ARSI /)N B 8 B 55 - 28 6 il i b R 4 7 e i
ARk, 25 A oR, BE & ) 7 AT #, 5 4 P )
WIREFE . RNAFE MR AH O 1) B RE i O 72 T
VA, 55 2 0 2% 4 2 RIS 5T 4 N A DR ) R IR R,
HWntf5 5 8 R Rk 22 7 e oK, B K] C-myc i Jik
(myc proto-oncogene protein, MYC)FI 41 iy & {1 & (A
D1(cyclin DI)5E{ESL B T 31k & f K. B J5 &I, 1£
/I B T 24 B 2 s DAL g R R 48 i (R IR R A
(pancreas/duodenum homeobox protein 1, Pdx)F1 F bR
R Z AR (thyroid hormone receptor o, Thro) i Fa &
-GR BN R IE T, 76 286 T Ab 380k & F B3, &
[ % B2 i (protein phosphatase 5C, PppSc)f&a & bR ik f
51 2V, 1 PppSc A Sy — P B B2 (0 A% 4 ¢ R 7 e d i 15
S Pdx 1M Thraff) 321554, B J5 701 12 #E L K STAN Lo (E
B Es -9k Bl FRIE R E T RBP4 R, i %
DAL -~ A O R 1) 22 S OB AE /N i b R At i 3 A i 7
HH e 8 18 25 5 20 B A KRV A R OSORH S R 1R R IA

2 78 [] Y5 HE %% 5% [R] -7~ 2(homeobox protein CDX-2,
cdx2)VE N i b je 40 o e R e R, KRR
IEAE B AR ui db, F B e b B B 1S 5E 5 4 A
L0 Shimakura % APVR I, N i b 5z 40 f
S/ Bk A B¢ #% 12 %5, /4 Pept1 (peptide transporter PEPTI,
SLCI5A1)3E [N R IE % cdx2 1%, BT Peptl JE 2 F L
B cdx24 BLITAT 51| 25 46 X 33T 38 Ik 45 & B o
Al Fsp I b 1) )8 Bl DX I3 ) 482 10 1 45 Pept 1 R 3K /)N R
b 5 0 T e 2 T 5 B JEL B AR U R e 32 A (solute
carrier family 5A member 8, SLC548) )3 8 F X 1k, -1
HmRNARIAPY, cd2lp T2 5% Lid 5 i g 77
VI e aa A G B R R IE Ak, 162 5 — S H Al R T

T8 bR 20 6 386 oy A AN iz b R 2 A R TR ) 3 s 1
. YamamotoZ§ A PONIEBH, cdx2RE W 8 i 45 & R i 5
B [ 3 K (Mucin-2, MUC2) N5 20 AE A 54 SR 330 e
RIE, M MUCHERM AR M s 7 R 3E, R cdx2fE 4
PR A 53wt 25 AR . 1 D48 0 B b 4 21 X
B — 03 A2 3[R 4(regenerating islet-derived protein 4,
ReglV), #& 3 Bz 4 K K 1 52 4 (epidermal growth factor
receptor, EGFR)/Akt/actibator protein- 115 5 i 4 78 7 1)
WOE #1245 B IR R = R0 5 cde2 V] DL EL#E S
4 B Reg VI A 2 F X 39 4% H R IEM. Coskun
LN T Hedx2d5 G MR AR FA BT, K
LM i 7 Wiz 5 25 H 3(engulfment and cell motility pro-
tein 3, ELMO3) 2 cdx2 I {EBESL [H], FRIGUE T cdx2 1
spl B Hh IR 2 ELMO3HE R () e i, AT i 425 48
HIER. BT FLR M, cde2 RENS B 45 & B & FE TR
W8 B H L KISLC7A7 I8 8+ X 38 30 H 3R 8 A
7 T4 /N b R 4 e,

ek T GATAZ R & TR EE I KR, GATA-4/-
S5/-61E RN /N b B A0 L N 3R 3E, GATA-44E /N g ()
AT ity 1) 328 3y 52 HH vy 1K PR BB E, T GATA-5 M6 1E
7 o A0 [l gy v 23, BT RE AN ) B IO i 1 R e 2
Kl Let, Invertase, I-FABP AN TH i 44 55 1~/ B H 18 #% iz {4
(apical sodium-dependent bile acid transporter, ASBT) ]
RIKWB] GATA-4F GATA-61E iy 1= 52 41 it 425 4 Fn 40
Jf 53 A rh ke A B B AR F s B BN b R A
R Bk GATA-4 1 GATA-6 51 2+ — 45l A 22 o 9 1 24
JO 3G T, i PN G i 0 YRRl K 400 i 2 92>, T AR R
S K 523 0 t0). Walker 5 ANVHIE B, GATA % ¢ 5+
1 328 % Noteh {5 5 BE A4 DI RS 40 42 SR ] 7 s Y
R 3. AN, cdx2iB 5 GATA-4F0 40 i I8 1
-la(hepatocyte nuclear factor-1o, HNF-1a) W [F{EF 842
Y38 4 B A A T UR 9 2 5 i i b R 250 kK B IR
#y[48.49]

3.3 ML A% AL i X i i 40 L A A B TR 4%

TR A% AZ AN ST LA i 4 L 2 PR ) R8T
LIPS A W] R 20 70 R gt A% . 4R, R isf%
U7 4 2 AL B A B 8 8 NI T I U
BRIL AW TER W, JE DR R (I PRAR 2 e AR AR Ak
R, IF HAR AR E YO ST 51 A
&4, tndL e F R AR LA AN R H B4k 1F 7E A3,
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H R A F: LA 1 (histone deacetylase 1, HDACT). 41
T M LBk #2 3 2(histone acetyltransferase 2, Myst2)+
CREB% 4 & M (CREB binding protein, CBP) FIE1A 45
# & A p300(E1A binding protein p300, EP300)7E #5 /I
bR 1 5 5 - T Tl 1 2 R TR T e X SRR R AE T
TE A0 4 b3 B 5 STRISGLT 1) JE 31/ 38 3 [X 45k
gh A M5 5 H s Rk . DNA &AL E 2R A 7ECpG
KGR 7 4/ ) Jf s g L Jigy T 400 o 56 37 O 0F 9 2 22
£E HHTEDNA FH 4K 28 A8 P Bl 25 B 3 1 40 i 23 41 150
A S DNA A AE B 2 G 4] A N 542 il 248 Ji 1) 53
1Y, Ziller® AP2HIE A, DNA HHEAL LA 41412 =7 14
MRS R B S — R BE 87 7 DNA F A 7E /)
I s b e e SR O (=9 2E I =15/ : Bu B Y P A & e )
DNA AL B 3 48 7R 7 DNA CpG &5 19 H B4k 2 72 /N
J¥ 400 1 ) 3 AT R o ) — Fh 3 A RO A% 2 AR T,
BRI 504 F AL X772 2 2 22 52, U UIDNA
BB R AE /N i T A 4k R A — 2 0 1E
FH; T %% 5% [Kl 7 Tcf4(TCF4 transcription factor 4) [ 45 &
SR EACIL ARSI, WIE ] T Tef4 1 456 52 T ik
HE A X ek 22 S e ) — AN B R PR, R, RILT
57 E DNAAR B 7E /D i 20 e B R G 78
HH R D6 Y 8t R /N BRU P T R R B I TR
(methyltransferase 1, Dnmtl), /37N e 55 1 A= 1550, 18
WA /N 40 B 50 A T7 18] A7 FEDNA H AL 23, e
BRI B AL IR, I HAE B DR 20 b Y Bl
B A 5 R % R Ik R 6L

4 /N BB SR R RGBSR R 3R

J¥r b R 24 i T e P AR 0 SR 5L R E IR R AR Y
A, T AR AR Y AE — R R i b R g
JH PR 366 5 o AR i R B . I A SR W, EGF .
B4l 42 K A ¥ (transforming growth factor, TGF). 2 2%
1R e FLATT AR MR 1 R 55 8 9= IR 1 R AR 7 P 73
il 38 3ok AN 18] FR) A/ B 3 42 et 2L 3h 40 i 1 b R 2 i
SEHA Sy AR S I BT iE

41 EGF

EGF /& 153 & B 1R ik B A i) S g /N 7 7 2
fik, 76 8 I iE SR A4 = . SR IEEGF RE (2 it
/I Bt f 28 A 45 0 i /1 P I 3 0 L P R 8 2 I

194

B 7R % B 1 AR R EGF REAR 1t /N i T 41 Hd 1) 348 5
o34k, CAUESRAE 532450 10 b e 4l 7). i Y ik
EGF 1) 7L IR B 2 I - 37 v 1 VR L0 B 0 A4, R IR e
8 8 BT AR AR ) Ml T R A, FE rhOME R A L )
YR 10 TR0 FE AT JE R 7 TL- 13 ) R 048 #5235 486 in 5%,
T34, EGFAE /N N 6 39 0 1 45 2 Ik e g v 1, R/
% 5 1k e A e Ik i 28 A 3t 400 i 336 A 00, T i o
5 -98 B4 L A VEEGFS 5 M Ae R 3k /N iz T 240 i A1
BT 9 3 4 B (TA 20 PR ) 1 18 58 600 JHC AR PR L 1)t o
SRS a0 R I E KRR R T 52 A (EGFR), 1 5 32 4
BERR AL, WOS B & R e, TT )8 — R T (5 il B
(4 PI3K/AktFIRas/Raf/MEK/ERK %53 ) 1 ] T 41 g
A% P9 SR TR 1, G I A T D R R P e S Sk 1R 4 A
{3 B A 23 AL 1O, FE G 8 T A0 i v, EGF I Ui d %
Ras/Raf/MEK/ERK /& 4 T3 R A4S (1102,

42 TGF-p

TGF-BJ2 —Fh =4 T8 B WiE ) 2 Ik, 767
FHIEL b R A B BE T . 1B B IR DL R R I E
S A 5 B g T R T AR AME T TGF-B1 Al il
IS Ak 22 24 R 35 AL S 1 S (mitogen-activated protein
kinases, MAPK). Smadf5 5 i % 34 I 40 i 55 55 2 2R
H R &, M DN i iz R 8 G2 B B D e, 22 M &b
L 98 RE K 38 375 14 386 Intes), )y YR PE TGF-BAE Jid b 5 41
JHO PR 16 5 o3 Ak L i 3 4 A A2 7 TH R R E
1ER; fE A TGF-BB K I HE i 51——BMP, 5 1
PRI G A . AR T A 2 AR, EEIR IR K
BRI SAR T 20 B 4 4 o k4 /R Y. tHBMP
o g B AR K E A R T B R A BB
Hil S &2, IHMmIa K E RS, WIRZET
315 5 BMP-47E N BE b IR JZ 20k, AT 15 H T = 4
J 3 5860, B 5, BMPSTE R B A K Z AT A5 T 4B A
We 3 i 22 ] 78 o 400075 7E A ) i 18 1, BMPs =
By B b Ry A A= 68 gk — 25 (T FOAE I, SRS
FIBMPAE 5 2 i 1 4H i A I PTEN/PI-3K/AK T A1 Smad
SR 15 L B 0 1 B-catenin YA I AT 11991 T 5 BT
Wntf5 518 2%, 4ERF R 403G 5 5 704 1 3h A5~ 4
T [F 53 5 i 2 R J) 321 48 i 2= 53 W Noggin F1 Chordin 55
BMP ({45 51 73 7 SR AM il B2 83 I () BMPAE 5, {141
it BBl PR BMIP R $R7 U AT RO 5, AR 3 Ji I o 240 P 1)
3 5 R A0 A M 3 g 17071,
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43 EEMMIA LY

TE Jiy T8 T 48 10 7 38 B AN 4 AH ok B b, R R R W
T 2 5SmSR L [F S O . - E B i
(L-glutamine, GIn){E A IE 0 T A MR, &% iE r 3 %
DIREV 5. Glndh = i v] 75 5 U b 5 40 AR R T,
N T A2 33 Ji 3 T 200 B R 3 AR T BSGRIT 1D Rz 44t 72,
AN FEGInBEE I b SR R B R R A i A
A KR A 45 20 TR R (1) 7 B 1k, i v AR A BB Y A A
L B B 3 B 173 7E GIn k45 T VI Bk 1 3 A 23 s 56 v
RINGInBERE 5 14 0 6 1 A2 K R 1 (EGF AHIGF-1D)
ik ; M EGF, IGF-IBE 18 i Wos — R 415 5 il B e ik
i 30 T 200 0 P 35 RN 434k, B R 2 B i aE b R U,
Marc Rhoads A1 Wul1 R B, GlnBEEIHFMAPK; £ Gln#h
255068 DR B 403 40 Yk A2 1) SR B K L, Glne 2 3 (2 gk
P-ERK [#1 #1A 6], _FiR 0F 7 4t W), GInfE BUH ERKAE 5
JE P 1) (RN e e 1 A K PR ) 2R SR AR i i
T2 M R B BE AN 204k, INTTAE 24 (0 i b R . Jd et 1)
FRVS N GIn Al P 220 196 75 220 96 i — ik (Ala-Gln) % LPS 5
ST LRI 45 SR R 7R, 78 W s R LR Glnik BE
AN, g1 o e vp 2 bt R & (A B -3(caspase-3) 3% 1,
¥ % 3¢ K F«B(nuclear facter of kB, NF-xB) Fl Toll# 52
& 4(Toll-like receptor 4, TLR4)H 31K {2 25 BAAK, M1 T
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Current advances in renewal mechanisms of intestinal
epithelial cells along the crypt-villus axis
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The small intestine is not only an organ for food digestion and nutrient absorption but also an integral part of the immune
and endocrine systems. Differentiation of enterocytes plays an important role in the damage repair mechanism after
immune response elicitation by the intestine, for restoring the intestinal barrier function and homeostasis. Recently,
research related to self-renewal, differentiation, and regulation of the intestinal epithelial crypt stem cells has been
developing rapidly. In this review, we attempt to sum up recent studies related to the expression pattern of genes
and proteins along the crypt-villus axis, and the effect of signaling pathways, transcription factors, and epigenetic
modifications on the differentiation of crypt stem cells. We also examine the mechanisms by which nutritional factors
influence the differentiation and damage repair processes of the intestinal epithelial cells. This review could provide
valuable theoretical framework in nutritional and pharmacological aspects and guidance for intervention and treatment
of intestinal damage and related diseases.

small intestine, crypt-villus axis, cell renewal, damage repair, nutrition regulation
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