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[Abstract] Most of the various chemicals produced during smoking are harmful to health. Nicotine, the major substance that leads to
smoking addiction, can easily penetrate blood-brain-barrier and produce various effects on the nervous system. In recent years, it has been
discovered that nicotine has the potential to be developed into a medicine. Epidemiological studies have shown that the incidence of some major
diseases including inflammation and neurodegenerative diseases in smokers is much lower than in non-smokers. This paper discussed the anti-
inflammatory and neuroprotective effects of nicotine in the pathogenesis and progression of some diseases, providing important theoretical
evidence for the development of nicotine into medicine.
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Figure 1 The structure of nicotine bound human « 4 B 2 nicotinic acetylcholine receptor (PDB: 5KXI)

TEW AR R, el T E e B I 25 2E A H il
5, S PR S e i Dk ) IR PR GO, RS
T B K IR AE R BRI, 456 FIEE nAChRs, A
MITE PG Z X SORAA B A e 2 Ak A i 22 9 i 1Y)
B, XI2Je il T U pl 2 A ) R AL

TER W R FE b, el T 485G adp2 214k
IR, POml RS R R, X
o £ 3 35 2 AR felE AT 30 ek W R B8 R 22 1 Je iy T
T B DA AR R RS U ik — g 3
W R RS 0 7 A R B Tl T S AR i i
SEUEE AR R S EBILA T ( corticotropin-releasing
factor, CRF) MRS, CRF ¥ AEfE 7 & 521k

554 A 201018 4B L

PPS

CRF1 454, MIMiH CRF-CRF1 324K 248 37741 Ha 1
A2y FRAR 1

gi b, fERW T RUE M SR, el T IS
nAChRs, RN Z W, FECRFMBUE; 5 —J7rm
Je it T YA B ] 45 45 RIS 43 20 nAChRs 19 i B 1k &
CRF-CRF1 SZAR R G ML,  INIMTE— 25 R LA X e
TR (ILE2) o

2 BRETHLHRE

B X JE TR 2 R GE IR PEAE RIS B AN TR
A, EAERWIRE R B T BARXHE A F], HHA
A BRI WAL T T o BIUnET X 980 | P K

Prog Pharm Sci  Jan. 2019 Vol. 43 No.1 -~
)



. Prog Pharm Sci  Jan. 2019 Vol. 43  No. 1

MR AT IS S5 R AT 2 B Se 3R
() £ 2 ] AR TR A
2.1 BHT 53
RAEJE— P AR AR B AR, B T BA R
Aar MAERISN, RV 2PN BRI TR R
SEMINERARE, WG . FHREFAEPTEN T i,
TR AP PR N 5 e 2 A A PRI 145 . BE88 1~
B AT LA | T i i s R A 25 A B A i B S SR S

( .
‘

JETRRE 2.1
RS

W

/

A: JE T 5nAChRs% %,
PAEREBNA L, Oy T IEEBUX R AN AR, BRI E T

Lo BEAT, MEVE AT SN 23 45 A di Sl Al R M EE A T

TEJRAE HERE AT AE Z P AL, 35 41
FRGEJAE S A ST 28 RGP R IR REDTT 48 i
[ N IR LS L RENE B= s R LI rA L I T 1)
FEHUHZ — o AR LRI AR AL
N RSO Y SR A Tl i E A AR A R R A
0 3t O 22088 o L IR JH T A SR 1T 69 07 244
HEWTHR] SR SR 1T

(B)

BET

JIt 5 AR R
L NETZ A4

(= gey35 2

/// e
BENE

/Et\)‘:g

FUENAChRs(E Sl H, B DiZ, AR B: Bl T R E B AChRs L, JF#HCRF-CRFLASE

B2 B&THERENSFHG

Figure 2 The molecular mechanism of nicotine addiction
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Figure 3 The molecular mechanism of anti-inflammatory effects of nicotine
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