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MER BEZ REL*
AT Eg AR MY K 245 BE TRE 2B, 2B M 450002)

HE & K. 4095 #7% (Paneth cell defensin, PCD)E 4 #Fsh b AFaA. R Hi4E
B %BEFDEBEETRMHR, ERBOAHATIEDMES I FTAENRE., HREAAEK B a-
B E R A FEHRARERM ARG EAREL AR EZ —, AL GRERBIOHIFrEE. L3N

A FR@RGHEGEDERIZR LR,
AR, BitE; A R (AR R R4 ML, R TR

Kt

7% 41 il (Paneth cell, PC), thFRIA P 4540 i, B
EL7E 1872 /1 Schwalbe A& I, J57E 1888 £F, Paneth
X AT T SRR, & KA Mt R B
o W A AL T i B BT, 40 B P9 B RE BR 1
RIURE S A KB 1B 1 3 AV TR, 7 879 Vi A v
RFENMVE. R EFEZBUAEAR T EAE

- EZRMERRA. BT, KT R R AT SR FR

BT LU B 0] R 2 —, FFFUR I IR M B2
SRS S BT RE R E R EVIRR, 1 KA
HRRIAFKEL SIEM R R R AR R L — 0,

1 ERHARB S RS
1.1 EEKMMEES

BRAKELTASH. B, 4. 5, F. 5
5.8, RENHmE, —BREAGRATE. R, M.
BERAREESAENGTR, A=, =
FI|[Bfg 2363 o Am, KGR % K40 B, (R K
0 H 43U ) B AV 22 RT Bl /N B N B N, B 5 45
TE £, —&, FFRIBmBRERLE 75% 5%
K4, + —FeMka s KA 50% &% K4 s, &5
JHR BB AR A KM, (H7E K4 Barrett’s B
B4 . SN %% (inflammatory bowel disease, IBD)
i, 25 I FC4 i, in7E A ZKIBD AR B, 45
J ¥ ECAH i S5 35 18 T, A8 A RO 3 I BRI
300 f&, HRF S5,

T 1.2 BRAMAES

AR/ 8~16 um, 2 HEAR, HIAZ IR IEIFE
KE B3, L THARMERS, MEKN% EX
L S T A6 REL T [ PO PR PR, 40 P Y T 5 R
AR, I8 & — R RPR % . FHLH-E 6.
FOEHRAL - R G W - B R IBAL - Frla™

G2 A R 2 T VAV RE AT 1 B 7 i EC 4 P )
Bk, ERHMBRMEERSTAN o- BIEE. BHE
fif. WEfEHES A2(phospholipase A2, sPLA2). IME4
BT Regdy, B EBAFE, & 80% LALLM,
7 EC 4l 3 B B R BB AR, B R e BB R
EAMGEY A, BRARPHBRER. &
I B8 EC A0 i P Bk TR AR ], /D R IR 4E ML
BRI H 24 0.5~3 um, B AR, SO LB FERE
=, FE RN 7 ERAERER, FR0 85 BT
AT RO, AR G4 R BN R lpum, A3
FAEBETFEEYR. KREKARBRESS R,
BEABDRIBR. SRR, WA KREE
%ﬁ}\ﬁ[lllc

2 BERMPEMEMFERES
2.1 EBRAERER

% PG40 e V5 -1 /i T 41 M (intestinal stem cell,
ISC). ISC AW ZMAE AR M. AR 40
PR 43 VA A L R EC A M o i 200 B 400 L P S T R A
R, A 2~3 K, MEKMAMAIEF AL 3~ H. A
5REBRAMHEEERTE EERBK, BEL, A
N KA BT RERG 4 20 A FFEE B, IS 40 A%
BAMME. PMREAEFE S KNG NE KM,
RN, AR 4 RRBRL /NS BUAEAERL. R
BRI, 268 A/ RN IR E R B8R E R 40
iz (B RO 5% 20 C4E i, (BEEW D> . Mk K
Mk B AR BB FUEA-1 FIMAA I Z 3 1 A
B 21 KA. KRBERE 2R, 8B KH

Wohs B #: 2010-07-20  #:5% H#A: 2010-08-26
EHx BRI 34 (No.30800812) % Bh 17 B
*EIRAEE . Tel: 0371-63554600, E-mail: hdliang12@163.com



972 N
Table1 Development time and number of Paneth cells in intestine of human, mouse and rat
The initial appeared time The initial appeared.time~ Weaning period end Adult
postnatal days 10
Human Embryo 20 weeks Unknown 5~12/crypt 5~12/crypt
Mouse Postnatal days 5 0.38/crypt S5~15/crypt S5~15/crypt
Rat Postnatal days 2 Less than l/crypt 5~12/crypt 5~12/crypt

M RS B AR 2%0, WiFLHALE AT, ¥ R4 M i 2L
BEALEI KT, Wi IR % A R R K
KEERTH, Recknagel'" 50 kIR, & K4 MIfFLE
WFLEZAR, B R B R R BIFLI o R
FLE KW
2.2 G4 A A ks

IEEBOT, ¥ K4 MR WY R E8 R,
HE. MEYREBEAM ZHEEBIFI(NEREE
W SR, 2B, REER. KFBFE
FEHR) AT 5 | e % 4 M R ISR, T U K A P D
AT SO X — Sk 2, 130 B EC 4 i Rz 5 oAt
Aoy —rE, L M 2443, S, TNF. o-IFN
KA M G A B0ERW NaF. AICL ] 5|
2 BG40 i R R T

LPS. MDP. f8Ji A. gBiBER:. CpG-ODN
S595% JE A 55 9> 115 2 (pathogen-associated molecular
patterns, PAMPs) /& i 4= 91155 5 % EC 40 P JI SR i)
RSy, BEAERNEIMAEEC, gush, B- A&
BB B (R Q4N MY AR ) 2, T e A5
V% 4 i 1 (intermediate conductance Ca?*-activated
K* channel, IKCa)#HI7feH 2N E . LPS %
SHR AR, HWAEOK 16 £ 1 (autophagy-
related 16-like 1, ATG16L1)Z 5/ 5 #% K 40 g i 5
$i, ATG16L1 E: K SNP 47 s 5848 55 55 &' U5 (Crohn’s
disease, CD) 5} B MEAH L0, /N BRI QA0 i 32 40 B =
HPE RIS P43 o- B2, tRRER S 3 (cryptdins,
Cryp), 1HF &5 J5E A Zh WA R 2 BRL Uel, a]
W, 7 Y BBk % 2 MR E W, B—1 0
BRI R
2.3 BRMAMAER IR ZEK

/N BRIV G40 il 38 TLR1-3. 5-9 mRNA 1%
FPEY), (BAEE TLR4 mRNA K% 7Y), TLRA g
B/, LPS RIS R A RIRI¥ PC BEBURL, B HIAK
i TLR4UT, % F 41 i {X 3%i& NOD2 1 TLRY B A
AR5 52 44 (pattern recognition receptors, PRRs).
NOD?2 4 A 7E# FC 40 M (1 40 Bl o, BB S B ER
§/NEEW, 2 5B, NOD2 B F48 7 0]

J CD #8181, NOD2 5 F 0] %W IBD & B &
AIBLEATE I, NOD2 W] g2 A 15 98 FC.4H M I ks i 52
2z —, B TGRS AIE B NOD2 A8 7 it 2 % EC 40 e
kL 3% B M09, FF TLRO # 3 /N BT R R
W, 5T RiE T KA K BESUR 758 i TLRY 1+ F20,
2.4 BICHBRIIMEINEE

7 G4 P B RS2 i e A B, I R My D 88 -
KB TLR, BERREKXEHEEF. HKRHAMWE
Fr S e A A RN S0 TR 4 5 i B R TS EE AR A,
AFBER RS ESMAEDRES T HEREER
YEF . ¥ EC 40 M P9 R IG — 22 B 43, 40 o- B AEIER
W EE. PLA2, MEAERET, oERFEHEE
P22, i Ay ok AR ) S L R R B 4 A
oL, BET IR S R N BTBE AR IR B, BRI A
R, EH /N AEYEE . AP S (human
defensin 5, HD-5)fi# 7 & 76 il R IR 17 0] 18 90~450
pglem?, BEER KBS MMAED . BHEEEEMN
I KPR (G), Rk H R, 20
B, B ER LE v B4l VA TR R 5 IR SR i
F 4%, GBS AT S BUKIMAEY . PLA2 W]
BHEVITERAEKR, MEERE TR TREER
PUE AR, B 0 H 40 88 R 1R 2,

3 EKLEBARG {3 (Paneth cell defensin,
PCD)HIEMIE B
3.1 FERMMEPFEENEESH

NFVN B F BC 40 . o B AR B R R T 8p23,
BT o- BiER, £HaEANIEF AR EEE R
M, S BT 1 SIS S ERIRX, {555 METEK, Sb
BF 2 LAk, THEE o- BIAERB=1E
FH R EFGIG, 2T 1 45 5" EBEX, S8
F2 SRS FHIMETRL, S8 F 3 RS RK. Bi
HMERBE AR AER, SFBESIK. WA B
Bk, s BT TR AEEARENERAEE, &
AT ATE B 38 36 & RORR R 4% T R ik 72 rp 310 o1 7 4 3 0
T8 2 40 ffa () # k2o,
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AR B AR AL IR o B HIER, HA AL
oy BHAR, BA—ERMEERE. BEIE
o- Bt ) mRNA {78 T sEdi fu b, i Arg
%7 40 i Ik (human neutrophil peptides, HNPs)7E H i
4 B K A8 R RIK, BRI AR S HRE K
HNPs & H, (B0 40 E S it R P o- BiER
7 mRNA #F#f#, KT HNPs mRNA. 7% o- B
MW HD-5. Cryp) H¥eRALH% A1 ML AT, J
B A AE AR A BV 7, BRI AL R GEAh, H
EREEHRG. OWFEEBESF. PRAF
19 IR AT o- Pt % F 24K, 5 Cryp 1-6 mRNAs
tb#L, Cryp 7-19 mRNAs & #IEH K. Cryp mRNA
/M BIH RIS, 14 WA RE,

/I BRL55 N R 73 0 25 o T2 g RS A B 7 2% PR AL )
BRARMER. DNRIERE R K R E
W, I RIE B FE T8 R B AL T AR ] T (matrix
metalloproteinase-7, MMP-7) ¥4 §if [ 55 2 in T 4 i
MAEEHREER, TEADRAAZNRIERE R
WER—BH, Ui PR 7 2 40 e
MMP-7 ftBR I/ AN BEF= A B B TE RS &,
HH S BRELTTREM KT E. 5pRAME,
NI K40l A I FF I BT HD-5 R& i ALt
H, Bl HD-5 B fE, M N4 ikE A REsTY)
h BB RS . BT HD-5 HUBIE RS, 2 LAk
P HD-5 FREEHRRCY. Wit /5 S FE K
FEVATT R A M b R RS e 13 T 40 it
BRREEREN, THRET / HEA iR+
(T-cell factor/Lymphocyte potentiating factor, Tcf/Lef)
TEWnt T a5 S RIEIER, 2 5% KA
M o- IR ARZE. FIfAYE CD 8% Tcf-4 (Tcf7-
L2)mRNA />, {HE 1 CD f1 UC B #) Tcf-4
mRNA ¥ A, Tef-4 B Rk BRIFIE o BifER
RiKWD, 5 RGNS, XEHARAE B T 3% K40
PrfH R A 7% 2 IBD KA TR EEM — N,

4 FERMABGEEATIEE
4.1 MNEYER

A a- B R PR SR, 0 HD-5 X KAt
W YITEMBE A SERE AP HIfEA 2, {2 HD-6
(human defensin 6, HD-6) B4 &M 7 1R 5504
BEENZHAHGMEIEH, W XEiTHE. &%
BHERE . BRWITHTRSE, AL
Bl Cryp 1~3. 5. 6 XKt B 4 il B Fr il (29

410 pg/ml), {5 Cryp 4 HIHPEE AE ) B8, ZARATH
30 f%. Cryp 7~19 iLiZf&F Cryp 1~6, FAREE R
PO R, (EAER I R ATE AR 5 2 TG | R )
PR RS IZ R DA, B B T8 E R R Y
E‘]ﬁﬂi[“]o
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4.2.1 PCD #9#1b3) 6k B e LRI RS
R T REE AR RS, EX R E A A
Fi. o Bzl T4, Si% 48R DC (dendritic
cells), BT REPRE R HE T 2 RE I NV EHRAL, AT 7E4H
Mo R N R FEME R, A BB RIbi
WERTARAEERKKRES, BERABER
BRI T RAERN AN i S 380N 3 F 1) TR B BB A i 5l , A
MU RS A R AR KRR, KRR e FI3RTS
P R R, (R Bk R IE/ER], HATIEA
4.2.2 PCDAY ¥ RIFFW AR Bt %
B T RIEHAEH LAAL, o] LU A Y8 PRRs
BEEAER T 52 40 B 15 S RN, AN [E] B A8 2 1 4
AN —EER. B R AT AT R4
74, @ Cryp 3 %5 A i b 52 40 fa 43k TL-8,
HH EHF 2K MRS, HD-5. Cryp-3 #1 Cryp-4 7]
0] LPS B i A S 4 M 73 6 IL-197, g6k, A
FIK R [CA i & 2 2% 4% BREE A 2 44 (polymeric
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PR HEZE, BHBIAE. LR R, BRAMR
WA NTFREBLR. MO%E, BERHESLSR., £
TRMRTE L B8 B [CILIK H 56 2 Fih 37 A dUge), L
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SmRNA RIE /D, 145t CD I 45 i H IR AE (1) 7%
K40, 45 % i HD-SmRNA ik B 1%, B PCD
25)L.E CD MIRAEM, 7ERA IBD FIFARE, &
F Ak A ) G0 i th 258 HD-5, H#EN A Fh I ) 52 3
PR R, 9 QA M s B 2 R A EE AR,
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Progress in Paneth Cell a-defensin
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Abstract

Paneth cell o-defensin plays a pivotal role in maintaining intestinal homeostasis and innate

immunity of animals. The change of Paneth cell had related with intestine dysfunction. Recent studies provide

evidence that Paneth cell a-defensin expression disorder may be a key pathogenic factor in inflammatory bowel

disease. This article reviewed the distribution, morphology, biology characteristics of Paneth cell, biosynthesis and

function of Paneth cell o-defensin.
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