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Abstract: Nicotinic acetylcholine receptor alpha7(a7 nAChR) is a receptor which participates in the activation of cell
proliferation and the regulation of inflammatory response. It is confirmed that &7 nAChR plays an important role in the
cholinergic anti—inflammatory pathway(CAP), and has become the therapeutic target of inflammation—related diseases.
This paper reviews the mechanism of a7 nAChR in CAP and the regulatory effect of @ 7 nAChR on immune cells,
and clarified that CAP may be one of the anti—inflammatory pathway of traditional Chinese medicine.
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AETARM AN, S 5AAE5E . k. 4n
ML B BRI A REATE B . M2 Fh e A i R A
AChR, ACh 522 Z55 Ja 4 il 9 AE N 1 BT ol 52 i
BIEAIERI - SDIRE . CAP 248 2Kt 24 ar B
9 ACh =CHA AE G RE S2 A B sl 0 T e e 2 i |
1) AChR KARTLRATEH .

TE— RV B s S vh A I, REAL H 2Kk
M2 BR HIR SR AE 52 (A S 7R 28 24 W] B 8 AR A
TR, ] SRR AR BRI A JAE K, TR
EE PR AL A F —a( Tumor Necrosis Factor-a, TNF-a) .
TR EM 1 (high mobility group box 1,
HMGB1) . ZHft[aI%5F 431 -1 (intercellular cell adhe
sion molecule—1, ICAM-1) . 40/~ F& 1 (Inter—
leukin—1, TL-1)FI 40 A% 6(Interleukin—-6 , 11-6)
SEIYKAF-, KPR ERE TR WnE . SR . K
MBHEOCTT A . NEHIE S P B A IR P AE R

2 fBFEREZAR

NEFRREZ AR T E o A TE R E M A R A 1, AR
P H X K AR A W) 08 35 5 Bl (muscarine) 1R B
(nicotine,  Nic ) I 24 HH 52 Ly M 53 Sk 25 50 78 2, Pk JIH ik
Z A& (musca-rinic acetylcholine receptor, mAChR )F14H
Bl 7 2, 5k AL % 32 4K (nicotinic acetylcholine receptor,
nAChR) o ZFh G 4 i 2 Tt A7 X WA 2 AR B AT,
AR s2 A Je BA AN D6 . mAChR J& T G-
B I HBER Z K %, nAChR J& FHlCMA T #2098 1
ARG . nAChR HA AN [E] 45 1 F 25 B2 e 1
nAChR X9 RGERY I REVE A nAChR FIABIAA
A5, E2MA NS nAChR F74E 16 FhAR[H] 1 B
fi(al-10, BI-4, v. ), BN R PR ol 5 5
M 5 RIKSZAA, AR I Z ARE AL «4B2 nAChR
Fl o7 nAChR HiFf, i o7 nAChR J2H1 5 IR 1Y
IR R, HAE A RS 2T AL, P 5 8 ik
JETE

TEVRS MR BN AR A A o Ak e e 2 22
B 247 7] #1051 JE 22 B (lipopolysaccharide, LPS) 1755 A9
TNF-a 225, (HATE A HE R R TIRE; &
PRI M SZARFETH B HE it 80 N- SZARAEHTH] o - 2
2R R (o —conotoxin, o —-CTX) , WJJ57# 0] i # ik
ACh ffERI®, W] nAChR £ CAP g %5 E 5 A1
o
2.1 o7 nAChR  HFiIVF2 SC96k B Fng 2 gL i R
IkAE AV E A £ 8 o7 nACKR MI5E, XEFIEH T
W 240 ML BT 2 VR AT LA FEE 1) o7 nAChR 32444

PUFRI BT o H fil ook A Ao 8 ] B R4l LPS 3%~
Y A AN TNF-o IR, [HJEFE o7 nAChR 3
DAL 5% 19 /08 B vl b o 3 K A 48 AN BB R IR IV
TNF-a KFO, HWFREMEIH o7 nAChR # a7 n]
DI IR s/ NI DG 4, T o7 nAChR R/ ROG
RN RAE BB W . o7 nAChR 3 3h ) i i
CAP il J5 0 51 4= B 19 A AE R ™, IR 5% o7
nAChR 3337 GTS-21 7] FHF Bl /R 2% it BRI A6 97
HXFF/N R AR R A | I BRI A IR TR
. o7 nAChR ¥ 3h#] %4 ACh. Nic Fl GTS-21
L HPNA a- 4R 3 g 3% K (a-bungarotoxin,
o —BTX) 1 F B 4= Jig 5= B, ( methyllycaconitine, MLA) |
FE N (mecamylamine, MEC )%,

2.2 o7 nAChR MEE W A o7 nAChR 43
564 kDa, A, K. /MR a7 nAChR A 90 %
DL R REES, RSN SESS rh LPS H I W40 i mT 1
P a7 nAChR fJZIAM, 1 o7 nAChR BN THIEHL
Wil i ANVE R, H R L OB R R MR
(glucocorticoid, GC)XF a7 nAChR BY#; 542354 187y
YEM . 7E o7 nAChR 2K P8I0 R S 20+
AN A K OB A T -1 (early growth
response—1, Egr—1 )éﬁ/a\ﬁﬁ:, b ZEKAME ] T2
YRS RETE b Egr-1 WP, MG {L o7 nAChR J3 3
T, #EIM I o7 nAChR 35, X /R Egr-1
FHRRYH ZE WAL 14 o7 nAChR BIFiA, TERIEN
R BRR HE E I Egr-1 (57 H Rk, JEH Egr-1
AT T A A I [ W 20 Ak o i R T
YA Egr—1 BTN, FFIE 1L o7 nAChR J5 8 T
LPS Hill38 E W20 i 43 TNF—o B4R, Egr—1 26
ATHRE o @7 nAChR J2 B Z Y451, o7 nAChR &
IR BUE s I T AR R Ca® il IE PR . AR
HRIZ BRI, SRR E AL, AR A
MR o7 nAChR ) mRNA [ 23k B i RIS,
BUA WFFE 3R IR AN A LA - o7 nAChR 3
IRIFZ I ] BEAELEA FIBLAH

2.3 fEM T o7 nAChR MM AE S HUR DB E
ZIERREE R 3 shR A T E W40 1A% o7 nAChR A
R BE BT 5% 38 I (5T R AL AF R C BN ER A, FFHF
syt T ILA NG S5 2 OLE . SBERRGE . KH R
B R H A B ) S5 H W40 i Y o7 nAChR 454
J& 7T LA R A% R T =B 311451 45 [ (inhibitor of nuclear
factor—«B, IkB) 48 ER 1L, #F M4 &l 4% P 7B
(nuclear factor—-kB, NF-«kB) BIRZEENL, [a]mden] L)
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Jii 3l Janus VG /A5 5 5 S R SR IOE R F (Janus
kinase 2/signal transducer and activator of transcription
3, JAK2/STAT3)PUA M i, FEARGE R ANH A T B ke
o o7 nAChR fE 55 52 I 22 I 3 Mg JAK2 Jf £ it
STAT3 WAL M5 BB o De Jonge WJ Z512fF5Y
KRNI STAT3 B AL X sk DNA 4545 X3k 15
ARSENGOLT , MBANREII ] TNF- o B9 A5 fEFLIR
B ERIC STAT3 HY/NEU, PR 2 ol 22 A RE Rl
NEWIE N RAE . o7 nAChR 35 i 16 1k JAK2
1 W% IR Bk L EE 3— 3% B (phosphoinositide 3-kinase,
PI3K) 585 H iRty B(pmtein kinase B, Akt)BEiR{k1,

WA, NEGRAE S FE RE R HAE S i,
24 4 F 5 AL 2 18 (mitogen activated protein kinase,
MAPK)F% 38 6 . MIBIE 1T o7 nACKR 11 21 g 51
& 5 17 B4 B8 (extracellular regulated protein kinases,
ERK)FI p38MAPK {55 5 i 42, 52 JR) ¥ R AE S I
PR AP RION M AR B SCHRPHRE , S 4
TR B IFIME T @7 nACKR #4 3 B2 0 A 175 5308 1% 2

Bl 1R,

o7 nAChR
Geo D1 —Gw >
G

STAT3 PI3K/Akt

i ——pp FREESEEAE; - - - e FRPEIAR I T 72
FRMBIE

B 1 o7 nAChR B 3h7F X fl 15 518 B& B9 720
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Effect of a7 nAChR agorist on intracellular signaling

pathway

AWFFES N T Ca NG ILBERRIEILEE -3
Tt / 25 1S B (phosphatidylinositol 3 kinase/protein
kinaseB, PI3K/Akt), 5] F VEANML Ca™ AL
T 3% AR e LIS -3 e / 2 e B/ % s IH 5
NF-E, #5& K ¥ 2(phosphatidylinositol 3 kinase/protein
kinaseB/the transcription factor NF-E,—related factor 2,

PI3K/Akt/Nrf-2 )i 1% &P RAE o MEA TN N

BBEAI o7 nAChR 38 it S A8 T AR BCAAR T T4 1k B 1
WIE AR R T 4P o7 nAChR S £00
o7 nAChR HA = R R, (HAREI MUCIAR ]
¥ Ca> i, WSS T 40 Ca* Thm T 2 1)
RETS 1 TCR/CD3 1 4 s 57 1Y) i 2 R It

Toll ¥ 52 1A (Toll-likereceptor, TLR )& 4% Y1 1k
M T e P9 A5 22 R Ca* T 3801740 L P 65 55 Wk 3 119
This, 55 SR R IRON 785 /5 R RO
g || (Ca*/calmodulin—dependent protein kinases 1II ,
CaMKIL )X 5 95 200 a9 D REAR B 22, CaMIKIT EL G
WA G BRI AR A R T B S O 1
( transforming growth factor— B —activated kinase 1,
TAK1) FI+3E = #7955 A+ 3 (IFN-regulatory factor 3,
IRF3)RAEHE TLR 51 K A2 R AL 7 1R TR Y
PR . U ELWEARM 1 nACKR (TR T BERR i LPS
755 MK T PI3K F1#8% A5 i C (phospholipase C,
PLC)RIMEPN Ca* BRI, DEMHH] TNF-o (7= 2EP,
WO PI3K/Ak BTG AL AT SBER], & 1 v R 2 =k
772N

3 o7 nAChR 52 & AR ThEE A S

nAChR £ T2 FAEM L TTaNlE, 42 g
MR AN . FEANAE . ASOIRANME . T IR 40
F1 B R A0 4524 258 7 nAChR ., -S040 28 20 ff
A ACh,  H T EL AT L A0 A R 3k 5 R AR 2, It B2
[ (Choline acetyltransferase, ChAT)fEH{L ACh A,
F-43 Wb 2 1k AE B 15 i ( Acetylcholinesterase , AChE ) [
fif% 1 b ACh o
31 PE-EEEAN g R A E T A A R
JEANIL, S5 RIEMEALRE, GG 2R
M F 25500, B AE WA E R K odp2
nAChR Fl a7 nAChR, 7EZ P fyse 4 i [ 58 e 41
Ml a7 nAChR 1) CAP HtRAFH R HLEI 14~ 28N
T

FHBRE 0 LPS Ja08CT w5 248 i 58 IR 1) 43
Wo, BEAK TNF-« . IL-6. HMGB1 2508 HH 68 G4 ]
HAZANM b CD14. TLR4. 40MEMEZEM 7> 1. B7.1
263k, X R AR AT LB IR o 5 Ik PR o7
nAChR FEHTFIE AR o— ARIRIERE R385, 3%
AR A] BESE 3 o7 nAChR KA LPS 24452 A Wi
TERL, T BB T 1 35 F0 TNF-a [l 72 4 19,
32 TiHEAN bk gn i 2A 2 ARG A BALE
FKN00E 2, BB W (ChAT), A% ACh, BElE1E
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JHT H B #9 mAChR F1 nAChR &H% Sy i 15 VE FHR0,
ACh SARBE AT S T 40 nAChR 51 A5 (55 F0
J& 96 e A (oncogene c—fos, c—fos) Fik L, o7
nAChR 82 5 R, 5K FUG A A R s Ak 3L
R LA A R AZ R L A0 (monocyte lymphocytes,
MNLs ) Xf JJ & 25 [ (concanavalin A, ConA ) i3 %8 )z
N, nAChR MRS SEMBA W] LIBH Wiz &, £
nAChR 25 1 T 4ifd3455™, #3% o7 nAChR 1] LA
SRIFTTVE T 4008 CD4'CD25 Treg FYSRZEIN RIS, i
Treg 1 p-JAK3 Fll p-STATS §) & LK FF+HH, o7
nAChR FESEVE ARSI 0] LIS 25 mi™, teah, o
SEUERA IR E A B TR, HRBONT B B S S
AR A T B G e, i BRI T A
FAHH T o7 nAChR,
3.3 BikCa 0 B Mk AHIEAEAE o7 nAChR 5§
a4 nAChR. B2 nAChR, S5¥AR/NRAHLL, =
a7 nAChR 5 a4 nAChR. B2 nAChR AY/NEL, Foim g
G PR 11 G (Immunoglobulin G, IgG)FIF=4E: 1gG 1Y
EZiEE /L. a4 nAChR, B2 nAChR Fil «7 nAChR 7]
RES 5 EREHT B AR & ARG B 410, HEM i
A A e = 705G B BN B (- R AH 40 i s = g2
nAChR Fll a7 nAChR SZ) #4750 50, 45 BoR B2
nAChR 3% o7 nAChR 15 5 M 25 B il & & W
M, BRZ X PR nAChR, JoHZEHLZ B2 nAChR £
A B 40 p S, AR T LR R A N B
T B bk I 20 5 4 ™
3.4 BZRANE A 2R 40 it ( dendriticcells, DCs)4g&
FE B 2 A0 B AR e v i R A, B
JRZS DCs F3K o7 nAChR. ChAT. AChE, AMEYEX
(IS ) nl R 20
TRAMIFITPR I, FEMRBRAETE 0 251 A Bz 4
fi/A R DCs B, ik CD1a 1 HANRE ST/ LiEHT
JRAR R IRR P E B T R R LA E A%
(major histocompatibility antigen system, MHC) ; 7E
LPS T, FiREA DCs JLPAFk A 732
& 7(Chemokine receptor 7, CXCR7)#1 CD80/CD86 1
il ¥ 4% F (CD80/CD86 Co-stimulatory Molecules,
CD80/CD86) , FREAK IL-12 [ 48 Wb, 2 JH Bk ik K
fik DCs A PE i isk 2 AN ARG T A0 B 25 R 7
{H 55 A T 5T 290 2% BB T T 138 DCs Ty E A5 i) S
R RAEN . 2 TR E A DCs 15[ CD86
A ZEH 40 M HT )8 -DR (Human Leukocyte Anti—
gen-DR , HLA-DR)ZREMIIGM, Pl &2 03l

fE 13t LUK 4 & 12 (Interleukin-12, 11-12)
(40 AR, SRR T i PI3K. Akt F1 p38 MAPK
{5 PR 0 o SCRRORE RV R %) T PR AT g2 PRy
DCs AbFEA ] i BB B LR 1Y, A i iff— 20 O B
o

3.5 DNRIRAN /DA (Microglia, MG )& H AKX
MR AT RN, s 5 R TE A
HOGE . FEIRF I MHC I HUR FIeMASZ &, 514& T
Y0 A T B G S, T 45 I A 1 7 I
N, FEaad e A R EE A S R 28 R T R AR
HYUN, SEMERGENKEMEE, JHHE8 R
& A A, (RIERRZEAICEE, S5 RAE RN
KA V) I T G v A5,

IR AR IR o7 nAChR, KHBHAN ACh 7] FHHKT
LPS /-3 19/ BN BT A M TNF- oo BRI, X FP o
HIE 5 pdd/a2 F1 p38 MAPK 14 R AL VE T G T [
KFR B, MBI W] T /)N e 5T 240 L BA AR AL il -2
(cyclooxygenase—2, COX-2)F1(prostaglandin E,, PGE,)
2RIk, FRARMR TR RE, XMEM T o7
nAChR H: S MEAOFE PR o — SRER I FE ZKFH T, (048
AL 5 T — & AL & (nitric oxide, NO) . HZEANAE
18 (Interleukin-18, IL-18) HI H 40 i /v & 10
(Interleukin-10, IL-10) W REHCAE TG B 520 . 4
BAEF T o7 nAChR (IR VR B AT DLE ph 280R 17
PR L 4 A R 2R K i R T R FE AR AP VR
EL4 A WP R IR IRAE S D S 1- H L —4- O
-1, 2, 3, 6- PUEMERE(MPTP )i 1/ RUIA 4 7%
FEREIR, (R E AT 2 R RE M TG, Fopp &g
YEFAMLH 51852 o7 nAChR M 28 I B 40 3 fe A
TP ZE RN A K

4 BERREEMKBEEREAHAR

HE 2 G ReE T CAP B FEHL R GBE/EH?
2T R NG ZE T TR S5 40 A PR A R - = AR 2 1)
e, PR RIRAGYE I E G, FealeHEE
14 A R 4 v n] BB AR AEAE T T BB B8 A2 1R 1) B4
Wi CAP S G BE NG . BMLAA G 8 I 2 T
RIEBUR GPENER o WF9E 2R B 5 R S 17 TE AR R
E 2 VEI R 26 KBNS 1L- 6. TNF-a B[R, AIRE
RIS ACh, FHES IS ChAT, 4878 Hn RE 2 5
i) ACh 7K SERE M CAP,  3E 1 ek 4% B 22 M JB AR R AL
PRI SN o 7 5 AR ZERT A FRUBG e I P08 T 482 4% P £
PERIALEIBFTE S R B, Tl T RE R R T iE 4
IR F 7K (8 1 FH 34 AT 9 e B o7 nACKR F5 317 a-
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PRI EE RN, A BRER S T e
s CAP RFEHURAEN, HAE S B T 2 4E H
ORI G . FES R BR BT 2P A R R AR
Mg TNF-a . NO KFRVER, FEE® I ACh /K
e, PR EA ML ACh BOE TG AL CAP (14
FAEFILHIP, o7 nAChR 38 3h 37 /\ M AUB HE B 4
Tl S5 PS5 i AR g T AR A S P

FA WIS AT = HAGE CAP R IEPiR
YERT o FLEFHTUI T XU 28 7 i 22 T sk BH T o7 nAChR
2 3D A BT R AR 3 B VR R, A 2
SHX KRB R MR R EH EZERE o7
nAChR /%, $ERXFPORIAEH S5 ITE CAP AHIEH,

PUAT BF 5% $i s B 6 v 2 5y v 23R L B 3l 3 5
CAP BHEPLRAEA, HMCHR RKIEA . WfEHT
CAP [ o7 nAChR J a7 ANHRBRSE X 20 2 PR M
YIRS AR BRI TR, s e dede . KU G
TR RIETEE . IERE S RS R AT R AR
FNGITER . eyl b 25 o e B Z AP 25 3G
P, MR ABFZER T CAP 19 25 8o A UA
FIF B B LT R S yZe 25 BEML, X Esh N . 3
LI PRI P oA — 7 72 o
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