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2RI SR R M P WA & ik, a7nAChR F G T & iE

SR

B -F —«kB ( NF-kB ) Fo 3y 4% i By 212 5 1% F 5%%5@@%% 3(JAK2-STAT3) 51z 5 i 2 A=

H@l%%%[ﬂ%&i B G AR, T KR B

4B I R 48T «7TnAChR I F 4942

wRIAEDY KRR, AL T 23 «TnAChR A58 30 X AE A Hu4) B £ 5 dh Fiidds £

)i/l“l’é‘]ﬂ"ﬁ)ﬂﬁf-‘i’mko

KR o7 MBA TEAZB AR T AT K U
FE 4 %KS.S811.3 M ERFRIEAD: A

TES AR P b VR 2 RAVEBNR Wk B W & L3
A0 2 pr % 45, 23 W 55 3l W il R B0 RN A
FIU L R R i S RE BN KR IE Sl 4 fet R AR R
HE WL I, IR BE Bl 28 R GE 78 45 RE IR
I e P AR AR WO RE B L A
HAE WA T G LR A I R T 2 A
HIIRERE AT A7 0 T ) £ B 2 T Bk
il 238 ST 2, TR BEB 25 = (0 AR L a7 MR B 2
f6k AH B 2 /& ( a7-nicotinic acetylcholine receptor,
a7nAChR ) 72 4 58 2L 2 15 AE 3 52 1A 14— Fb 278 2

I3 5 Ml (] PR A7 5 1% 3 A TG A T 458 15 38 18 4R
El f@ﬂﬁ’i?ﬂﬂﬂ@ I T4 200 A 45 e A T rh 38 R R

o WFIRAEL, FAE B A T E N IR I,
EWH%*HHHE a7nAChR 75 [ 72 35 FE A 5 4 71
a7nAChR 3% 3k J5 ¥ 7 T J§ £ B% (lipopolysaccha-
ride, LPS) 75 3 (19 41 W5 i 20 At H B 98 38 3E A+
( tumor necrosis factor, TNF) k'™, 5 B A= A /N
AL, a7nACKR B iR T LPS 75 5 #9 /) [
T8 TP S A L PR S [RD ERE O R R M 2R

%5 B #8:2021-04-26

X EHE.1006-267X(2021)11-6001-08

BEFRAIL LPS 5 S H9 a7nAChR B2 /)N BRI T 48
PEARREE P& LI g5, a7nAChR 7F
IRBRE & RGN FIPLR BB T RLTH, &
SCHIEE a7nACKR A5 4T R AE FH 5 7B - AL I 1
—ZER

1 o7nAChR f&it
1.1 o7nAChR %E%#’a

a7nAChR J& T i 28 388 JoT ] 4% 8 38 18 | K
B, & 5 AT o7 W %éﬂ b I — A [A) 78 5
P38 KRN o7 WIS & H 502 % 5 R
R, WG R 23 N E R R N E Y
JREUBE Tt o7 3 A 509 A 4 KL R Ak
FP X o7 A 479 NEERR, 5 R R
BEEy 0 AN o7 W5 AR 53 3 R 79% 76 %
88% """ H N K MIANX B 3 A BEREALA A
5 KR ER (Cys) 78I, H & A 4 41 o RS
RS I IX N R S A AN 3 AN A 7 A5 A H:
H1 4 A~ Cys #% 3 KM X 26 365 v 22 &R ( Ser™)
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BEIRR AL ML AERY KR B f R A AR ST Y,
1.2 o7nAChR EHHH

a7nAChR TEM 28 2 G0 43 A1 1Y F 2 X3ROk
DG VR | RS A Y | P AR I B A N g
A HFER A Y A0 M o A A i X0 R i
ik O RS N DR ol e R R
a7nAChR TEVEZL BN ) & N K2 A SR8 B
g O e W NG N S B N 11 A 1
TOCF A0 B AN L A A o R
S A BE 5 #2295 b ) #2890 o« 7nAChR
AL, TEBE T 10 |, a7nACKR TE J W K e Jf 3 X
WA k" a7nAChR fEMIZ JEIR IEIRL A g
RGEhW oA, RHHAAB RS ZMERZ
EAEAEIR R

2 o7nAChR T+ SR ITRAE AR EYLF
2.1 o7/nAChR NS/ KIEH

a7nAChR 7EJ8¥ 2l ¥y 9 4 S o v HoAy B 24
. BFFE R L, «TnACHR B8R T 5 48 /N BRI
JIPE 383475 0 4 T A it 9 i 1 L T 5 B /N B 45 B
FAE, ] «7nACHR 3% £k 00 hn EE TR SRR
#1100 LPS 75 51 K BRI HIE 2H 27 4 4 it i g
DA TS Je /N R B AR PEN . 0% a7nAChR U
S T S RN RS I AL 4T LPS i S
FR R Bl fig 475 00 A R W i A 5 A A LPS i
RN T T (P31 |- S Y )
AT L RS 7TnACKR B 5 T 3
Y RE SN R TR 5, L X AN ] 41 2R 4% B 9% E Y 1

20 it PR - 2 4 RE B E B A i, TNF-a | [
A0 2 (interleukin , TL) —1 25 2 55 32 (1% 48 11 41 ity
PRI F-, B A 45 At 48 R A T iy 7 A, BFSE R B,
aTnAChR FFRAE R T/ o IL-1p & & U
K25 B 4 /N BRI E B IL-18 IL-6 Ml TNF-a 7%
P T a7nACKR TG AL B S T T 5 45 S il
JEZH 21 TNF-o Fl IL-6 & 5727 DL K A7 26 46 s
Ab T S R A0 R A AR e K L it
i TNF-o F1 IL-6 7 i, HFEAR T LPS #5519/
FLH B Ol R Y B0/ W 40 i P TNF-a A1 TL-10
Fra MO a7nAChR N FEAR T 45 i & /N B4
a4 1L-6 A1 P K —y (interferon-y, IFN-y)
U B/ BULTE T TL-6 S T il 4 45 K
FUME A H TNF- IL-18 1 IL-6 8% L K LPS

755 /N BT ) LT T SR £ O R B A
A TNF-oa Fi IL-6 & 0, L 45K,
a7nAChR BEA™ 5 % 5 2k 240 A PR i) 7= A 3 i 7
W RAE SV

41 i PR 1) = A 52 381 5k PR R B KT Y
P, a7nAChR 43 B4 K75 AR Pk T g 5
ZHMEMBEEFRERERE EAEEG A X,
W98 KB, TnAChR FLBRAR & T B R /N BB
FLC WIURE 28 /N BRUIRIE 2 TNF-o  IL-18 F1 IL-6 252
MR ik, M a7nAChR JE 1L 48 T4
I 05 E A 3 20 R0 R B IE 21 21 TNF -
N IL-6 FER LKL ) ¥ «7nAChR U FEAE T
i /NER AT IL-18 F1 IL-6 $EH 323k LU
e LPS 755 (14708 BRI S 44 | R 45 Bz o X R B A
E W4 177450 vh INF-o 1 IL-18 3L 323k, X
Ui «7nAChR fEJ1 5 8 5 40 M X 366 R 3Rk
AL % o 7nACHR FEAL T LPS 55 1 /N R IE
2 5 £ L2 A B A% M 4 i 3774 v TNF-a 2K
F 2R3k DL R LPS 5 5 1 R B 28 70 — /N il 28 ¢ Jo
2 2k 1% 55 b TNF-o FTIL-18 85 11 %3517, 1 B
a7nAChR BB/ LM F & A A R, DLk
S5 ULH], a7nAChR A3 T 4 AE AT fig 38 2 i
i 4 B R - ) S TR 3R 8 R T T ok SR
2.2 o7nAChR N EHIKIERHLF

Z2 M1 o 7nAChR 5 6 7 A 1Y B N 200 H 25
TiEEAN T, 7E— e dEph 2 g0 b, T 40 i
a7nAChR I 1k fEH2 = I PN 45 25 7 (Ca™ ) e
FERIZETC AR Bl 220 40 i, a7nACHR 1 1k 34 BE
8 7 5 Ak U A 3 B 2 (Janus kinase 2, JAK2) #
WEm2 L B 3 3 B ( phosphatidylinositol 3-kinase,
PI3K) 5|2 22 MR/ Ji 2 R T g ( Akee) B R AL 7
W55 %, a7TnAChR i 5 19 BT % 1 F nl Bk 3 2238
1 B 5% I F—kB ( nuclear factor-kappa B, NF-kB)
B9 R Y JAK2-15 51 T 55 3 WOE 7 3 (sig-
nal transducer and activator of transcription 3,
STAT3) {5 F i RS,

2.2.1 NF-kB 5 #&#

NF-«B {5 5 & 12 75 W45 2 AE S & 45 8 22
TER, 2 5 A A FrRED ) Rk
L, B40% a7nAChR FEAIE T LPS 755 190 LI 447N
B WLALZiH NF-kB/p65 B Betsi /I BRAL
AT F O R0 N BAR% 41 i NF-kB i
PETLPS W5 5 A9 /0N BB A% I 40 i Y NF-xB/
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p65 BEER L™ LPS 1755 (/)N B TR Jie o 41 it o
NF-xB #5440 S H G 1) DA /N B RS 107 40
Jfi it NF-xB/p60 FI p65 [ i 5 1% 1 410 i
a7nAChR % 1L 34 i1 T LPS i 5 1.0 L5 47 /)N
R ML ZEL 0% T O 2 A A it ik £ 27
NF-kB ik ™ O 1k K SRR I Rz S5 i 2 4
Hi NF-kB B kK20 A7 36 FEms e b 2R 2k
JF453 495 K BRI 20 21 vh NF-kB/p65 B 16" | LA
K LPS i T A58 L 4 B NF-«B/p65 1
FeRMEL SEE M X UL a7nACHR 41 5 1L
RAEM S5 NF-kB B UIAHC, # B ARE T, NF-«B
LA p50-p65 F —RAKMIE X5 NF-«B il &
[ (inhibitor nuclear factor-kappa B, IxkB) %5 & 1 &
AETHEAARAS s 2Y IkB #% IkB 4 ( IkB kinase, IKK)
BERRfLE 1T 1z R AL B 7 )5, pos /83 p50 F
FEE N 2 A% R 45 AH DG FE K R 38, W B, NF-xB
23| Y5550 Toll BEAZ 1A 4 ( Toll-like receptor
4, TLR4) F1 &+ 73 fL 25 11 88 (myeloid differential
protein 88, MyD88 ) 1 ¥ ¥, Hf 5% & B, ¥ iE
o7nAChR #l14fil T LPS 5 5 i /N BB 4% B 5 240 i
FIR Y 6 50 40 M b IkB B R AL IRl T
LPS i5 5 1 /)N BSR4 B 40 i v IKK /B il R
AR B0 B o T AR 5 B K RO 5 X TLR4 Al
MyD88 JEN R 1335 M «7nACHR i1k
5T LPS i I A XA b R At gy 5
O b B ) 2 S 461 455 K BRI 4L 22 o kB
iRk, LA B 250, o TnAChR T 1L 5 BEAD
il IkB AR AR , DETT I NF-xB 25607, Fe 24 ]
SMEAN I P 7R3k B SNE RN
2.2.2 JAK2-STAT3 {5 5 &4

JAK2-STAT3 5 5@ A A Wi 40 i I 7R3k |
RAE SN h & P B EAE ™, «TnACHR 4 511
B AE ] AT BE 5 JAK2-STAT3 15 5 & 142 % Y1 M
KXo WL R, 0% a7nACHR 1AL $REE T LPS 1%
R4 /N BUE W 40 Bt b STAT3 #5124k, B A R AR
STAT3 i P26 /)N BUE W 20 v TNF-o 72351
PR T /N AERE D740 M STATS ™ B L
ELRE AR T 08 105 /N BRUL A7 /0 B8R 1 gk 4
ff 't o STATS iR Ak LA K /Is B8 1 s s 440 i v
STAT3 ™ BEERfL ™', ] «7nAChR WIFH 1L T &2
T S0 BRS040 AR R A R 30 ik 9 R A e
H STAT3 BERRIL "), STAT3 fE#ifL i P JAK2
Was . R R W] «7nACHR #2551 12

P BEL 7 il 5 A B I 20 4 b JAK2 s i
il JAK2 ik 5 9] T «7nAChR &1L 519
/NEUE BE A O STATS iRk, DL E#Foe 4
KW, a7nACHR {f fL AE il i JAK2-STAT3 15 %
WA BRI RAE AL AL A [R] 4 21 4% B 9 0E sl it
Pk T A E O e R 22 5
2.2.3 HAbik®z

% T NF-xB Hl JAK/STAT3 i& & 4},
a7nAChR AT BT R AE H 6 AT fig 5 HARAF = 3l
A K, A AME S T B (ERK) |\ p38 Z2 2RI
L 134 ( p38 MAPK ) FRBERR IR 1 (cAMP) 5
HAE A(PKA) 5%, DF50 kKB, #0% a7nAChR
WAL T OLPS i 5 0/ BUE B mE A A
ERK . INK 5 p38 MAPK # 2 fk'*" . w4, i %)
it 2% E2( prostaglandin E2, PGE2) £ 42 & cAMP &%
i PKA Wi, W58 R W, B0 a7nAChR T fk
$&wm 7 LPS Gk B9 N B A% 40 il b PEG2 % &, 1M
1 % a7nAChR W F% {1k T PEG2 & i, ¥t W
a7nAChR 1% 1k )5 AT i i 6 47 R PGE2 17 A=
kB RIER T,

3 EFEWRIET o7nAChR Xf % fE &R K Y
BEEA

HORBZ MR R, ZMERR, BIGHA
M2 (Arg) .w-3 B (442 D, JHBAFE e84 =
S RRETIRE, BFoE R, — 288 1Y) T n] DL s
I P DR T P 25 % ik B W A RE , R TT B ) SR E 1)
BE. Niijima " 238, #% Bk i3 5 Arg 5 80 & R
(Lys) $& 5 7 K BN AR 2 2B % H ol 28 35 2 R g
T 2 JRE ik, 170 % JHE U 24 2 28 U B oK BRI 5%
M, Ui Arg 5 Lys ] LA3E i3 2K 28 #2898 5 K fL o
JEDIRE, T34, i I TR AR BE R TG HE I 1 A v KRR
M H TNF-a 5 IL-6 & i, 1M 2% B 24 2 % A
il 28 T T 2K E 2 B T — AR T B
e B T R BB AR Ao A S A 2 E T S R

LW B, SR W) B i a7nAChR
TS RAE RN . R R FEAL T LPS 521
/N S 0 15 e 29 P R i i) S 5 4 i DA B B B
JEACHTIE S v a7nACKR B AL (HERE T KR
™ F i A 0 0 B Ml «7nAChR 5 AR By 25
A0 R FNEOE «TnACKR WAy B T 1 g vl
FRRARG HE I P AR 5 K BRIV TNF-a 55 TL-6 &
AR R A AR A S /N BRI 40 P TNF-a
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5 IL-6 O KO OBR & — A TR B
a7nAChR # sl WF5E % B, fal R IR A 2% fi T
i 4 493 5 5004 R B R i ¥ 55 R 45 IX 3k a7nAChR
T PE T B S g E YRR AR T LPS i SR K
BB «7nAChR & [ 635100 ; v 565 AE A ) I 37
T LPS 4k () /N B H X a7nAChR 3 ik K ik
PECTH R B FEAIK a7nACKR B /N BRI T
TNF-a 5 7% {5 BH JIH 5 A 18 12 1% & «7nAChR
P S RIE RN, BEAL, Arg #2187 K BT 4
JR A DA «7nAChR 2B £ 44K D, %
8 TR SR R BRI iz J2 Y RN I a7nAChR
HEFRE, MEXAMR-HWE=Z1ES T a7nACHR
RN R E o TNF JE R R AT DL R4 R
B, AR RS 5 7K S REAR 4k R D, S SR K Al
fEif 7 a7nAChR ¥R SN 4 5E .

1 AR 5 AT LA 3o 15 f 7 T 3k S 5 A fh 2 4F
Y Ik 2 A2 PRI TG KR 2 IR
ZAR (CCK-1R) WA F 2k A5 A M2 247 4E 1Y
ez o 2 —" ) FE R R B gE 2 B, 310
CCK-1R FIK B i w25 M 1) K FA AR Hh ot 4K 3w K
B & T TNF-a 5 IL-6 & &% (9 4F 1, 1 40 16l
a7nAChR 35 A [R)RE B9 18 T, 18 WA 1 R Tl ki ml
AT 3 16 ALk BB A M2 [ CCK-1R , il 3 2k 7E
M2 Mk aTnACKR P B SAE L X4
UL, B 7 5% 1T BEE IS kB B A& it
MM 7546 a7nAChR ¥4 sh#) 9 5E IR

4 INEERE

a7nAChR {2 {775 T 28 40 it 5 22 Fh G 13 4
Ji e, LG A S AT LU A BH Ik IkB R R R p6s A%
B JR 45 NF-xB % 55 37 M F 1 8 42 40 i DX 5 1)
P AR AE ; [F I IA ] DL i JAK2-STATS 15
FIEmIAE AT RS, AR RIEN, T
K, a7nAChR 413 19 5T R A FH 8k B A7 2 i 58 5
M, I8 2 F TR T AR 2 R R M
fAXFF a7nAChR 41 5 4T % V8 72 sh B 0 5%
B, BTG M A A5 SR AL, 2R [
I I ) AR B A s A A e — b
5%, BEAh, a7nAChR 758 359 8 45 R 9% KN
Ve A GE AR H > DB TF R A 5T, A 3h
Y 8 SR o S R i A
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Role of a7-Nicotinic Acetylcholine Receptor in Regulating Anti-
Inflammatory Response of Animals

WU Pei'? FENG Lin'? JIANG Weidang'®> ZHOU Xiaoqiu'*"
(1. Animal Nutrition Institute, Sichuan Agricultural University, Chengdu 611130, China; 2. Key Laboratory of Animal
Disease-Resistant Nutrition, Ministry of Education, Chengdu 611130, China)

Abstract ; a7-nicotinic acetylcholine receptor (a7nAChR) is a ligand-gated ion channel protein and consists of
five a7 subunits. Besides neurocyte, a7nAChR also expresses in several immune cells. Activating a7nAChR
could attenuate inflammatory response by modulating gene expression, protein synthesis of cytokines mainly
through nuclear factor-kappa B (NF-kB) and Janus kinase 2-signal transducer and activator of transcription 3
(JAK2-STAT3) signalling pathways. Several nutrients could regulate inflammation through o7nAChR signa-
ling. This review focused on the underlying mechanisms of anti-inflammation effects mediated by a7nAChR
and the role of a7nAChR in inflammatory regulation of nutrients. [ Chinese Journal of Animal Nutrition ,
2021, 33(11) :6001-6008 ]
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