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Abstract
Paneth cells (PCs) and their antimicrobial
peptides (AMPs) are closely related to the
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ecological unbalance of gut microbiota,
intestinal inflammation, and systemic
infections. The dysfunction of intestinal
mucosal barrier and innate immunity is
always accompanied with changes in the
levels of AMPs, for example, alpha-defensins
and other inflammatory mediators produced
by PCs. Studies show that PCs can alter
their functional status and release effector
molecules under some conditions such as
cholinergic agonists, microorganisms and
their antigens, enteral nutrition, and genetic
susceptibility. Therefore, these conditions can
induce inflammatory bowel disease, bacterial
translocation, overgrowth of gut microbe, and
damage to immune tolerance. The research on
PCs can provide new targets and strategies for
clinical treatment of the relevant diseases. In
this paper, we discuss the relationship of PCs
and their AMPs with intestinal mucosal barrier
and innate immunity.
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FRiG T RAE T #re e 5 e Rk, R Xttt
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& KA i(Paneth cells, PCs)/& — R4 5k L
B AR B, AT/ ke Es i R, MR SRk
S T AT K 5 5 A0 AT IR RORE, T 25 1R /N3
TYRZ 5HAEZ FhD)RER . PCsor b
LA HAPURAEYIE R 2 IR 8 5, #R o
YA Yk (antimicrobial peptides, AMPs). #x
VIR KL, AMPSENE 5HAEYT
MEAER Y, Re Y EER WA T, 4iS
AR 2 (R N PR ERRAS, DA ARt
¥ 3 93 ST AR P S % ORI AE . A, PCss
Fr 3 WA ) 43 ¥, B Re 4y B b R i B 5e B AN
2 5 Q030 iy b B 4 i A REL A B ) A A S
. PCsIDRE R, AT e 202 1% 2RV
(inflammatory bowel disease, IBD). 4= &1/
Gtk A, VLR Y R M6 B B T e i e e, AT
S 22 PR SCHR PR 1 R R S s . T itk
AP Cs L HAMPSFIRH 7 T (RGeS 15 -
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B THT SR RO P, LS % (E it
LI 45 907 o 0 P LI 58 9
V.

1 PCsEYEMS:
PCsHIKIMES OH M2 M. BAE18724F
J:18884F, BevinsZ5!FIWehkamp&5 ' ZE 4]
FIRFEFE A B R PCsE /MBI _E AR
i S, 200 B A P 7 B S A R AR, B
B IT404F, TR BIPCsRIRL N & — L
BAG WP 1, AT RS 58N T T
INGREE G, EF AP CsIWE A IR i1
LR, LR, LI THE T PCsHH il
KB G HMAEYIERYR, B TAMPsK
Fe, AR - TR AR AR A oS
iR, 25 7 ALHE i AR PRI Y PR AR
A U i3 5 AR 2 0 DR A 1 A G
HEFFAA T SPCshb T Rl — NS F
200 L 0 REL 200 L ) 43 A% B s gy b R B 1) 4
A FR B L AR

N bR H 6 R A2 () A A 2 A 2H R
PCs. MR, AZHfE. M. W4
U PR A L, Ak A1 S T3 3 %) i T4
JaBL, 3k Sl — S T R A M2, HEA T i
Kif, f1m 5 BB [ — A EE
AL AR R NIRRT, PCshz
TN R s R IR, B8 2 WA L4 o 1 25 AN
BT N Z FAMPs, 35 505 384K
WAEYIBE RIS S YRR, FR, PCs5 Hifth I 7
S BT B (— e 3-5 d) IR A e R TR], H
FFmik30 dL b, SO A S T A R A
ARG, Bkt = Z RN

TEAS: b, PCSTI AT & I 3= & WKL, 72 1%
I 6 B R A PRI IR, BT BA, W DAE g — A2 41
Sbn A, 8 I R B s PR 43 WA TR T R
Britbz 4, PCsidt B A IS I 5T N A g 7R ik
. —HE LK, PCSEURLII N AEA N ABTA, H
F1967FDeckx 5 1 U A I FEff 58 5 B I 5
TPCs, [FIFRIZS £ HiETE 2 5
HENEH, NiiHEs) T — RFI0H5E, HE S
HTEPCs AMPSIURRL. 45K, ThEER R AT
Thg 1P

PCsifid 77 20k i 3% A B B0RLHE /N
Jin e s R, 5 Pt AT 116 ) 455 L Bk e Y
KW AR A HREE IR R TR A TollFE 52
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A (Toll-like receptor, TLR)M #7155, 7&_F ik ]
BRI RER N, PCsHAMS BT ITIREN I, §
BN B 8 T LN, e HE UKL (R T
AR, K CNN4E R 565 145 3 1 5
TG EIEK Ca3. 145 1858 1 IR I 1,
45 T i B PE K CNNAFH 7 77, BE 40145 25
F AL, BT B SRR P Cs K Z50% g 43 1k,
PCSHURL— EL7p Wb 3R, FIA T Ik K& 53 4l
10 1 2T 24 4 5 Sk 1 Y IR A R B L
5 s N

H T 73K, PCsTE K& /M IMRTRLIG, 20
H IR, LLE NS 5 LR B ) B ) 2
FRE R P Cs i A B 7 Nz —B. Al
— Ml EORSF RO AARAT N, JLP R AEAEN LR
FrA A sy, FE0R N BRI E R
PR A A N By B3R A
BZER B WgR, RILESFRE. B
TERUG, $Oaik 240 R ia Bk, 30, W2
R K il il 2 e Ve LS 5 B MR ) 0T
HMAtgE A, AL q R G A b e, A
L5 20 P A FE A R 4 AR ELVE U Y 2 RS B,
BFERPEDIRE. X TRPCs—FEA AR /MBI K
F a4, BT AR A T RE I 4E S L H
S, BAIEEEENE L EREELT, &
o s, A A A R0 A g AN S R4
i B R AR T OR. FE Nl b b, B
SO BE e FEVE BB AP Cs H I, S/ AR
e E S AR R, BEr AR BRI, JRRE
Atg8; [FIFE, 27748 WLk /NRPCstH £ H B
H A, 1755 Atg8 IS, EiX AT, MR
4 L3 WAURL K TR A5 228 Ak, LA AL AMPs
KR B,

PCs&r BURLING, 75 88 F BT 2 Ik N
FR R, 2 IREE RIS, BEAN NS, B
2 19 8 DL B, DR 43 W 7 1) o
3 W 210 i e AR AR N N 5 R )T R Y
W, AR AR 2. XA TR B AR
W P R R B2 d ), IR AR Ath 40 B R Y
ERSE SN SIS e L= i o iU ERE ]
B, &ML b B RS ROALED, FROARIT
B8 H Jx M (unfolded protein response, UPR).
BEN W AR B R E RS A AL
I 2, FRON N BN R (endoplasmic
reticulum stress, ERS), §81%5 & UPR. UPRAEVHK
18 8 5 BRI RE, el R N PN J5 I ) 2 R
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&, IR AT A B R AT S R AR . R
UPRARK S -1, W5 R A T2, X PCsix A
il 3 KB R I WA A B OR U, ERSA2—Fhok
PR, KaserS R 8L TR/, JBOR
T PCsXTERSI) 5 Bk, X-fr 4548 1 1(X-box-
binding protein 1, XBP1)/& P4 i X H 51 2L (1) %
AT, Z5RERTREANTE. B,
kS R Rt BRXBPI R, W FEL
PCsiik = KAMARA I/, Ui I PCsXTERSHEH
Bk, 52 ki, oAk, ER LT REE LA /)
B, UPRAES FPCsHIE TS, T AELME/N AR BoR
PCs R HIIRERI S, RN A & AL
R T AKF TS, o K SR T =
FaH MM LAE A 4 iSPCs AMPs mRNAK T2 1)
SR, X SR SRR, PCs %) SZER SR,
HNWHFEPCsy Wt e aEvE S8 TR B 1)
KA 7B .

P CsSC 9 T R (1 3458 72 L kE, 1 %
PRI R AT, & B % RN 43 1 1R Ok
A i T DA B (4 5 SR R R s s |
HIFNiE, ZM5r 1725 7 PCshiMkLHIAMPs
HOR B FE. W 7C 1 HIESE, ANIR I (1 55 B0
AN R ARG B R 45 & S R4
I (nucleotide-binding oligomerization domain,
NOD) 4 ffg Bt — JIK(muramyl dipeptide,
MDP)RERIEEPCsFEAMPs, i P IR A
ZF(interleukin, IL)-4A1TL-1375GEH] P Cs i 5
FIATAMPs IR L. TL-13 /11X — ZhRE 75 Z i
BEWLEE VLB 25, H 5PCsH & A BEEBT
WERR A AT O, It =4t M 23 BT UE 52, i 39 RPCs g
FIBIL-13%2fkal. 65— Tk 7, w5t
R, PCsURURL I E AN 2 LE A P bt I A 4
R AR 5 S BB S LB TG B, T TE AR
R ALK 714 & (interferon, IFN)-y[Hi5 3
PRI ROk, I HAEE FHHTCD3 YUK T AR
PEIFN-y 73 WA, AR REMLEE P Cs A URL IR 6k
D FIMAR 20 B (14 23 W 5 ).

2 AMPs

AMPsJLPAEAE T T A TE R AEYR A, 2tk
EARSY MRl Ry 22—, T RER ALK
JSEF B (i BN 4y T PCs il
RL A BT I A IR BURMAE D 71, SR B
EURE A N RN 73, A R,
FLLFE PRI, V5 T B o R B AR
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%EE*EM%D 8B TR | wemen
/ \ % n%m'ré*.mﬁ@e AN
¥ § LPS TLR4 IR
- I TA —¥%->TIR2 HIHIASE SR
e HIAmE R 2 -
o |dsRNA ——TLR3/MAVS
\ = RNA ™ ~TLR7/8 ARG
SS| E — N J4 N
L] DNA—TLR9 B

B ARSI

TPCsHJAMPs, HILTFUHKVEPCsIFTE £ Bt
Thig. JJa, A0 TR Bl o- B 7 2 (th iy 6 235 B
W, B Z)EET/NRPCs, NI
T—RIIKZ T ThRE. 7 iEsE
(RS, XFPCSTEREIA i P e A T H i
—HH TR WEFEN RIS =R RIEFPCs
HJAMPs, 7273 WAL iR A2(type 11 secretory
phospholipase A, SPLA2), x&— Pt &5 2% BH 14 B
A KPUREAE R R F. HAhAMPs & 7 i
BRI, N I 5 2 TR RERE IS 5 AR
Nl 7AH X AMPs mRNA, 45 5 5 oR o- Bl 2
(HDSFIHDG6) & PCs ik i % ) AMPs
AMPsE—F/Np T2k, @HE A>T
40N EFERR, %22 ORI MR RIBE PR T . B A,
P AR B BT T IZ PR E . B AT
RILIIAMPsH 5002, 1T 45 2 1,
TE IR AR R 42, e R AMPss
T A a-WRHE, TR AT — A3
AN &, A —FAMPs, PR-39, U]
G AR oSS Y. PR
3INAMPSFE R o- B-+ S-BHfEIER, — B LLIE
AR 77 R KR, o-Bi iR 2 i
FRIELIAMPs K, &0 7L 3l &t fr 4
HRURL ) E B R oy, KERIE T AR/
/N FIPCs A Uk R, 2 B Ak, Mg
WA PCsHE A KI5 W AMPs, 114775 T faiE A
T EREA SR M AR, H AR O R At
B, Ik 2 ST RGN, PCs AMPsf)3E
RINEEAE o ()RR b 52 38 9 R 1 2

212

sy (2)2 B 7 E AE YR VR I 25 R 2 . 1E
W A TE T BT AAN SRR, S5 bk
HIEM 28 5%, MPCsThREZ T, v i2m
PR T Re, HBLGE LA AL,
%2 H I B 1) G B e R A8 A AL, B AL
(bacterial translocation, BT)/& VF % ¥ JE e BY,
PORE FF RCRE ) B AL, AUFE A WEAIERS, A
T A28 (i e e i e,
APCsKIEWiffa-BifiiE, BIHDSAHDG,
17N SR o- 77 71 22 (1 AR eryptdin, BB ES 536
R KIEDE K, gt KRL20F A F Bz, H
Aicryptdinl-6 & 4fifl, Hr, FERIMAL BoR
cryptdind HL A R M PTRAEDTEER. seitk
B, P Csou-[57 1 25 11 A4 0 0 7E <6 J8 ik o 2 1 g
7(matrix metalloproteinase 7, MMP7)FI{EH T,
A BEAR A S L US43, TIMMPT6R B /)N
B TGV 97 R A P e 1 T A R G 1) B
I B TR, EREEAF b /N, PCsarilh
AT A RO MERAE B 53 i, eV REEPUIAE
YIVEH, 2 5B R B e B AR K
ou- 7 1 2% 11 S1% T /e 0 3 H O T 5 4 R
MR %43 B 45 4, AMPsI 7 IE Ly, B 5
KA, A T ARAT R B 5 5 A A (R A
RS R o3 45, AE FLER T UL, RHIA H4H
PR S8 R ) S R 1, S S A R VA AR P D).
Fro-BifEI F 4L, PCsit st HAt AMPs, 1
B BRI A2, A BATAER
[ITA(regenerating islet-derived protein IITA, Reg
TA)EE, CH1 55 Wb 5 d R IR 42 P A o- 977 180 2%
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a—-PHHZE

Ntz rEA

2 HEMES|Ra-FEZERETDMW.

W FEP Cs M ey (BN AR R 2 K BTN B,
THRILKAMPsH, o-Bi R EAE S,
REHEMEUANRZR/Z. FANFENDK,
PCs/ I HIAMPsI A — 1, A L6 i Ff RERF 7 18
IFRIE KRR & R RIS, DS — i
EERENPEYRNase™. AJ. KR
7N BRPCs 73 1 AMPs FL AT AR AR AR v 1)

ANPCsE ikt % Mo-Pi iz 2ZHDS, =
A TR R R R IR AR, R 7 A
FEC1-61 C2-4HNC3-5, JLAT B i 1 2 0
=2 P B (< o €07 6 BR R ), o KW A 1 45
B2 RBIVETE tAT 7R . HDSHRE 2R -6 F 7
RIR-14 2 VA B AR F S, A2z fk3e sy
THRBUE A K MAE F I G B B A 2 R -29
A2 AR PR IR TE U P, HDSTEHL
BN 3 o Jir 1) A2 2 R R Y fi A P A T 2
BITTH, A AR EE AR G HDe 8k = B 4%
P S, (HChuE P 580, HD6R 454
WITHHEEM | B EERTEA, fHEdH
B T7 2O B AT Y 22 T A%, A58,
GLFE F AR T, R AR SMIRE R 20D T T 1R 2%
e L N ZRIBHDS /I BB O30 1R 2 18 4%
NT5 1, s 2 SR IR NAR WiE B4 .

AMPsI¥1 /3L AN 58 i 4. A
KW, BARo-BIER BAT KBTI AE R, (B4E
TA% TC B MR /N BR S Y AR R RO R AR
RIE, VI WA I AT R PR
By B2 o- B AR AE NS 2E ) L AR LY
R D REIRIB KPR, (H A5 2RI E
BN, o-BiEER LA HABAMPs RIS, WA
Regllly(/IN i[RI E I K AR e g ITTA) A LA A2 %
2R, U DR DAy 240 T 8 g A P A T A A LRI
AL,

PCsa-Bii 3 F R e s R IA 1M %, 540
NI AR SRR B S K 7 5%, TARLS S [X 57
F£2(T cell transcription factor-7-like-2, Tcef71.2)
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AR R IX KRR T2 —. xRN
FAEWnt/B-EHE AW PATE T, PCsTETcfTL2
(A R 2RIE 0 SRR R 32 44, BHENOD2,
T2 VR 0 A R RS A B T T £ O B 4 A
WU Z AR, o-Bi iR R RIA 5ENOD2A X,
iMReglly#& & 1) RIS 5 MkIE T S TLR &
MyD88 % 1 £ 1 A5 2 14 ol 52 A i 2 .

3 PCs5inEEERR
A& AR YRR S N R R B B ARG, FLEEA
PR, KL ZNBEERAM10065 0L .
EMAYRNFEDRES SR ER. 44
B0 BRI e fift M LIRS 22 0 5 DR B X
RE R, IR, XS4 11 2 I o b 1) S B
HEAEH, REXTPUECRTR B I NAZ AR 3
RAMRE. Bk, v iE w G AN
—ANSEREANLIY) “ BT P N B
eI LAY B IR E R R AN 2 —, b
S HEL 44T it 2 4 1) 3 B ik R AR FEP Cs i) T B
AL WX AN TR AL AT 16 5 5 25 28R I A,
XSG 20 H L FE AR A M . AR i oy ik
S LRl A L. o e R I B T Akt — A
AR ARIH A0 H, 1 5 N T, PCsI B 3T
5 ERINEFERA—FE, 2 N TR, £
AL, FEEAAF1 moBl A, BT LA, f & 4 i
TR R, LEAh, PCsItBER I N 1 77
PRI, s 41 o 7F 2 i PRI I Theg. i b
JFZ HR (AP C s BE KT 25 T kA= 40 1 A M AN,
A BN 535 22 P B A ORI AR 2 IR (1512).
YRR B B i (4 i b R 2 b, SR E A g
MR, — M AT drh2-3 d; TPCsLAZZ 12 (1)
THEETE R, HAGar— GBI 30 d. PCsh & L
T LB A TR S T 5 7 W P e IR A 43 b o
Bt S HoAth 77, BE51REP C s/ I 4N B 4T
545 JlE 2 i (lipopolysaccharide, LPS). MDP.
5 5 AL ATIEIEmIK Cal &/ /Mg bR
PCSREA I, REXT 2 B H BN 1) 20 A3 200
i N H mIK Ca L #il] 77 Ge 40 L P Si75 3 R &
B RRE. PCsKT i B G 1 TR, TER
BN BRI T A A B0 TE 2 UL, RIAHDS
(AL 3 R /N BR R R IE AP Csa- Bl &%, AT {3
/N ERAE P BOFE I B 1) B3 FE 0 1] PG Jk e
FIT LA, PCsREIE It ¥ B4 TR 1R 1, 4E47 28 -
R B3 MR BE (1 N RA 2. PCsHIZMIAThERE, s T
HAE A& A s b AR E L, DA AE
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T8 | R 3 T T A T G 92 R AR . RS2
PCso-BhifHl 2 /K15 41 56 2 [0 4775 AN R AR
k. PCSHURL AT FKIATLRY, /N REHE &
CqGIFAIM L B IR, A5 ETLROK i &
KO UARTURL I k2>, MTTT BE3E 0 /)N BT 25 758
K ER A% €V 1T IR B ST, TP Cshid i
TLROEE F 0 52 i/ P2,

7N Wy B FG R R 1 [ A e 2 S RO % % o
MU (DPIERAE R Gnfiz i sh A0 i b Bz i AS Wi
BB, ()b b N o5 AR, (3)A
PR 2N a0 Fr W 4E M VR 5 (4)15 5 s
A SR 52 A AT R R R A o
XL S Th R 0%, W HWIRE . Tk
B ANAE L, #n] B8 20 738 5 3 P A A T
FHHBER, MPCs & FHAMPs IE & 8T &5
T R AR .

4 AMPs 5 i@ SSfE K %
[ 7 7 2 B (Crohn's disease, CD)/&IBD)
— b B EE R, RPN IE N TR
(RS IR T 51 A 1 18 1 28 9. A o-BJ 81 25 (H DS
MHD6)72 H/MNAPCsp” A ) HEAMPs, £
T8 9RE R R ALE PR EZAER . fECDH,
NOD2 54 1] 5] fe HDS ATH D6 1) 215 7K ~F- B i
Wb, WEFEPE DL, RENOD2A & fig il it
15 K F-xB(nuclear factor-xB, NF-kB)# /I
W o-Bhi B R Rk, (BAEPCs MLt 2,
B3 I 10 1) MLA P KGE % (1 305 1T X 2 -
Bt & 21k, MCDHE I RIANOD2 L K Fi
IINOD2H R K R A, ARE S| EENF-« BIEUE,
A DA REC D 838 AT ou- B 1 32 304 B Sl i D,
HZE HBINOD2 R4S,

PCs K H AW 2 P RN 8 1 5 A R AR
B RS R I R A B DIR R, i ) 2
bR AN S 2 [R I BE R, E SRR
BT TE AR 2%, 58 4 5 5% T i1 e W B B
BE R R B A P . TEX MRS, b
B W8 b AR R AT, DAORFFICE B Ak
TRl RS, /N B AR T3z i (5
Bhgs s, A EE AR, WHPCsAMPs
Z 5 liE A S, DARPUR Z I €
. PCsHI /AR & & % Fh 518 LB A 5%
M AR 2K, SHha-BifER. sPLA2. &
W B2 P& 5N, RegllA(ERegllly).
FIEWS AL EF . MMP7. CDOSECAE. IgA.
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CDld. B FMEaRmZik. CD15,. &
BREA. BRIL-17A7 1K — R 5 L TR
T IR AL Fa(tumor necrosis factor a,
TNFa). IL-1bAUIRHG 755, X512 5T
¥ 0 RS 1D [ 45 G B I AR, S R 4 4 i 286 i g e
A F-PHPR A,
PCso-PifH R A% Al B2 Ko 5
() BRI P, 3 A 3 VR 1 P T e A B A I 2
B, TR PR HAE g A A, B4 MARH
BRI 4518, I5 APCsHDSIIHEFE RN, 78
HCHUET A B B A% FE VD 1T 1R IR IR i), AR 26
S X R [RIR, 7R iz 2R/ BB
TE Y0 P SR I8 LR I T ORI, /N ER
o 15 emB B2 A B A AL, b, 2
MM P76 /N B BE B 163.4% . PR BRI E
17.5%, T3 A /N R BE B A 1517.5%, S04 B
1569.3%, 11 118 i 1 1R 14 B A G AEIB DI
RIF R B, 7 ANCSTBL/6/IN R G
PRI W 5 HUBE IS F TLRO mRNAFAE
[ HF P EMRNAKFE T 5, HIEMCrp3 &
Crp5 mRNARZFIL, FEHEFRTLRYJS TIFN-B,
IR AR 7T KA A RE SR 1, TR IR
TR ZASG, AF B ERARE, i T &Y
TR TR R4

5 PCsABER
PCs— N T/, At 7E HIE B %
T8 B HABERAL, 0B AL g, HALHE] AN e 4
TEAE, H AT 0 R RO R — AL AR
NP CDECE R A LE iz v/ g (191 ), f&PCs
B2 L. BT, H5PCsH RIICD 5 I&FE A,
TEAEAN T 45 58 A 5T b, AT 2 (R 9% ZR 0T
WA CD ) R I AT 2 22 1 5 S (13).

2 RGN O D2 1) 2k PR R A8 /& 1 S € 1Y)
CD 5N 2, fECDEE FAFAE L RIEPY, 7
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