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Research Progress on the Regulatory Effect of Nicotine on Mitochondria

TIAN Jianlu, WANG Hongjuan, CHEN Huan, HOU Hongwei*, HU Qingyuan*
(China National Tobacco Quality Supervision & Test Center, Key Laboratory of Tobacco Biological Effects, Zhengzhou 450001, China)

Abstract Nicotine is the principal addictive component in tobacco, but also a toxic substance. As a semi-
autonomous organelle, mitochondria act significant roles in various biological functions, such as the process of cell
growth, differentiation, apoptosis, energy supply and signal transduction. Mitochondria dysfunction will cause irre-
versible damage to cells and even the organism. Previous studies have shown that mitochondria are the potential tar-
get of nicotine. Nicotine can regulate mitochondria in a nicotinic acetylcholine receptors dependent or independent
way. When the concentration gradient, exposure duration and target cells are different, the effects of nicotine on
mitochondria are different. This review focuses on the effects of nicotine on mitochondrial gene expression, mito-
chondrial dynamics, mitochondrial respiratory chain, oxidative stress, calcium homeostasis and monoamine oxidase
activity. The regulatory effects and mechanisms of nicotine on mitochondria are summarized from both positive and
negative aspects; and it provides perspectives for the follow-up study of related mechanisms and control strategies
of multiple biological effects of nicotine acting on mitochondria.

Keywords nicotine; mitochondria; dynamics; respiratory chain; reactive oxygen species
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. & ki A 48 AL T B2 ft.(oxidative phosphorylation,
OXPHOS). ZKifhz) /)%, LR T &, 2
FLAR [ W55, 357 52 i 21 A A A= M A 1) — R A0 AR i itk
Tt o ZRMLARAE J JRBRAE FH P s 76 B A, 6 MR 1) A=
W) RN R A B LT RE

B, A2 — ol AR ) R, AR AR S BEAR
& (nicotinic acetylcholine receptors, nAChRs)H &
AN DB, W LGE S S g0 M nAChRs 4 &,
RS AL NIVEST ARSRYI T AN (I BY S - A R N i
nAChRsIAEY) & st #22. Br 5 524484 FH 2 4,
AR DR — P 4 23, T 4 o a4 i 5 N 4
R, 5 2R Bl N AR ZH 4 B A, WS 2k
PRI BE S SV BAE R T ARAR D RER . AU,
SR 2k AR A FH 7 R 2 R, — R T
nAChRs, 75— F{E 7 AAKH FnAChRs.

AR B LW D e 2 AT S BE R AL v A
Mk ag, T EB AT LUV TR RE S A, e AR
Rt Re I B . SRR IR RAR ARl &, 72 2okl A 1)
B AT B R R E AR, AT AR AR AR
A P YERFFE N AR )9 ZERiADNAFE DU
AR A EL T 2 R A A8 RN G A S, T AR RT DL
ERLAS) 775, BN LR ADNARE DI,
AT A TR, TR T 22 Tl fid R IR A 7 1 A%
L, B BA] 2R 2% K 995 (Al zheimer’s disease, AD). 1A
4> %% (Parkinson’s disease, PD)&5 #f 28 1B 47 14 15
A — € W TR B fdAE F, T3 b 73 7 s 22 /e FH
F= BT MR L Ab, MRBAE e i AR T ok
s B RAN TR 25 0, W0 kiR B R A 2R A A 3 1)
YRR T AR TS, ) 2R Ak 1) 5 B 12 L AR
PV B 7= A A L A I ) BA7L ] 1 1 RO

S, AR R A P TE] B AR RN AN [R]I,
B AT 3E 3 AN (5] 401 B GREAAR 1 A B 3 7 A
ARG R . AR SO G ISR 7L, DL
AP (1R A R A g MR o R R e A P 8 7 1
R 53 RIEAA PRI I, 2840 235 MR 2R A 1) i 15
1 FH B AR BRI, FEH R MRBAH S SR fk i 1 2E
VIR, AE BTG SRS R A0 S

1 MRS Ze i A BY IE [ 85 1E A
1.1 {E#_EIBnAChRsZEFFABESE 11

JH % 2> {2 HEnAChRsHE [7) 28 ki iR . 5 0 70 &
BH, B0 18 N 35 T T U R 2R A b A 4R

nAChRsH LI, 138 i 7 nAChRs ) B 310 A1 7E 28
i A b R 35 7K, nAChRs IR SRR &1 T HE 2K
G L InAChRs 73 1 7€ [7118 i B e R A4 JE (115 5,
R AT LA _E AR FInAChRsE JE (7K, fEAM&
B 3 FE rP 2 #EnAChRs T B AR U235 . 37 B ARk
FARY /N BR B N M 2 (2 3E JHF U )04 B2 nAChRs
eia Bk, T ASFZI HAtin AChRs I A4 ®T,

JH B ZnAChRs 120 71, 15 52 2 5 W% 0 & i
T ARALZK ST P R i % 8 B, R ) R4 F T DL
LR R I (In AChRsHE I 4 F5 38 24 1 40 i 7% 1™,
SR K 2 R A4 B4 1 5 F #E 07 nAChRs & 1E ¥ 5%
RS T RAE K. EIEH 240, A5
TEAIH 07 nAChRs &, AT A AL E(H0,) 155
S0 R IR 5 AT B R R R R A B YR M b
DRI~ (%) 71 1, 340 AT 6k 3 H 1 HL 0155 3 1) Bk 4 s F
R R B, BAR s u i E M, R3E (s
PEEFREE ) RN, MHBAT LLEGS o7 nAChRs, {HXTa9
nAChRsH 1% H/F . o7 nAChRsER 2k 5] #2 (171212
5 fE I L N T ad2 nAChRsSRAM, ix - 3
F2 I I T FRUR O 228 TR DR T 40 48 R 3R 6(inter-
leukin 6, IL-6) K& H#EAE I, JHBEIL 2 T U fixi 42 44
Hfj09B4 nAChRs, PLiK*ha7 nAChRsFIE K, JE il
LR RS T 1) 5 M B D R
1.2 WEAT N R E R AR RE

RAR RS AR T H o R S Rl A T, LA
1B 2 W LR AR, 4 RF 2RI 0 1E % ThRE. 72X
RE & LA K ph 2 A0 i v, 2R Rt N EEE, BRAR
et REAL, IS 5 YERF IE 5 B A 025 R 5 fil i
AN, VE PR IR AR S kR B ) R A
Ko

SRR 43 2R b & OB T TUMRRBR R 1,
&)1 A A< [ 1 (dynamin-related protein 1, DRP1)+
Z475 7 19 1(fission protein 1, FIS1)A1£E i 44 il & 25
2(mitofusin 2, Mfn2) LA K 4 Pl - ek S8 A0 A A 33
YN BE 52 AR FL S AT~ 1o(peroxisome productor-acti-
fied receptor co7 actifator-1a, PGC-1a))"'"'2,  fiff 5 3 0,
JRBE AT LABGE o7 nAChRs, BB A5 5 0T, I
e 28 KL A4 By 77 25 A8 26 1) B K, B0 v] 2 #EDRP1
[IS61647 i i IR .. 5 FPGC-1aff R IX, MU
LR 22 o KR TR A, JBIE 2 e i Rk 5
T B 40, Al = % FR LI (inositol triphosphate,
1P3) 52 14 5 45 o 5 1A 28 bar Ak (1) 470 15 il A i A1),
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BRH B (5 pmol/LEE 10 pmol/L) ¥y BB 7E £ 5 28 b
) )1 AR R R v, A2t GoRLAA A F 5Y
Wi ZR bRk, HMEBR AT IR T AR AR 1) Bl ) 4G
ROZ AR LR T AR LR i 2=
1.3 MR SRS B (R T R P

FAE20014F, A NBIF T8 B K BRI 2247 44
I W 5 F18) 52 W) ARl ) FH B 0T 5 SRR, B2
IR BV T Py, JRBEORT e i 53 5 MDA ) S IR 2
MRAGEHI A F, 32 S e T AR SO T i v —
#% ¥ & (nicotinamide adenine dinucleotide, NADH)f#
TR R R, ZH YRGS EER S M
BaMAb o= Ll E & 7, T eE % £ —
b 4001 3 i P 4 (reactive oxygen species, ROS)
(= A, B i 4 A I R B 525 DLV A HLAE
F 58 457 T nAChRs, R4 2R 4w Ik 5 5 5
LEA — N8 moa AU RS & A7 i fEN-
FH 24 2R Jk itk e (MPP ) TS 15 5 1Y) 28 s 4 1) g e
BRI 70 v I, R T A DR/ R 53 5 DA )
TR, IFREAS N HIMPP % T I AR R AN i (i R
C(cytochrome C, cyt o) IR, ST 2 2 45
T2, WO R PR XU, b A 38 R 531 DT TE ()
JEMAH AT 50%, 1K LEHLH W] A — @ FEJE bR
SRR Foh 22 R 4 1 FH T,

0 e £ 25 DR 2 T 0 9t 7 v, 4 Sprague-Daw-
ley K BRVESHIRBRT R J5, 2 A X 1 2 X 338 7K F
52 B R ) S 2 A, 0 A TR AN ML R (M-
ND4FIMt-ND6), ATPEr 1%, i V. 5 (Atp5) 75 A5 1~ 1%
g5 X B K-F T, ESCIR IR T 8 KA
T B Gt 52 G W IR JE R E 2 AN X AR A 3%
W AL 1 R G AE PN A R G 5 AR B4R
00 0028 G R w6 2 ¥ 7 N 1 e I i 15 i
LR A4 e W AR 5 18 26 ERTE 1T U 757 2 bz A 1) ) e,
D] S5 0 R0 P o 25 DR AP R 5 MR BRORT 2R 7 114 1
BHR.

1.4 1AW S R AR N AR IR IR T BE

18 11 AR i 2 i 51 A B AR L P8 s S 48 i, AR
WOEAChRs M G35 2 Wi AR RUMAE N I 2 2615 5
. g B 2R A N IR e 2 B B R 2k KL HSP-6 11
TIMM-23 1 3% 35 7K ~F- #R 58 A S A4 2 380 S N 00T
TN, A 32 Ak R i 2> 5 B A= Y sh W vh HSP-6
AITIMM-235 3% 7K ~F- 34 il PINK-1(PTEN induced
putative kinase 1) —Fh{E LR AR LR R A B0

(R, 3220 e ki i ), B AT 5%
FAELAE F, S 40085 T PINK- 1/Parkin (14 38 i 5K 1 5
Z O EReph 2 o il e

it 1 # 22 £ 97 4 F B PINK-1f1Parkin /i %,
Parkin/& Jfl WE3iZ &I, v /v T 2R A ¢ B
11132 24k, PINK1/Parkinif #% 52 i 28 0 44 [ Wit
N4 &t R LNEIES AN VA0 ARG 5 AL
RE B RACAAR AT & 8 AR RBOE 7RS4
(A AR (1) 6 55 [R5~ ATFS-1 b i sk 2 har 4
&5 N () Rk, ATFS-1HI A B 51 #E 55 & HSP-6
MITIMM-23, fHEs ] E 8 HRIE; (2) KHPINK 1/Par-
ISHERES 3 AL NGIR-=¢ kil B GiBuRs Y R LNEN S ST S E il
R . MRS T AR 2R R XN T LR AR
ELEOESE S

FIAk, AL SO T A 2 Tn A 2 AR AT
P ) SRR, BARHREE(L. 24 5110 pmol/L)
R A o Ak B i 93D /)N BRI T i 42 JCHT-2240 i Y
ROSHI A= A, 3T I H.00 175 5 (1) 48 R 1k 1) fig B A
F: B HERK 285 B AL K1, BiFa7-nAChRs/
ERK /215 538 8% #0 f]H,0. 15 5 I HT-2248 i 453 47521
SO LRy (3 =3 A i BURSI I SRt A LA S AT
B £ B B AR, ARGAR S8 MRt ] 9 2 2 o A P,
BV AR B AL BEAE F 8 S5 A T A R T Gl FR Aok 4 (1) 1R
ifie.
1.5 MERINHIMAO-B4E % B ARk F

SRR AR ZE G Fa, L0 20 R A S I
RN, Ja XOAToE A2 A5 50+, BiEE
A (protein kinase A, PKA). 4l il 22 7 24351k
1 ¥ (extracellular signal-regulated protein kinase,
ERK). #5185 [ (calmodulin, CaM). A5 L UL EE-3
¥ I (phosphatidylinositol 3-kinase, PI3K)%E, M M I
D TEHIIE T, K 22 B 2 T AR R R R

H ] 45 AL ¥ (monoamine oxidase B, MAO-B)/&
—Fh B T ERAARSMNE R . AT
SN IE R IR SR, HRBEEE N A0 R AT 3, 45T
VIR AR 75 B I & 245 A 52 TR 185 KA BT B84, 17 7 2kt
AR, 0K 25 20 % P52 B8t A K25 24 I [), BRI 5
FEARDRFFRROE . IX ] RESE HH T MBS 2521 /N 2 Y
B A] BR dehifk, If 5 4Rk b E EFIMAO-B4: &,
G R 5MAO-BZS & M 43+ BE AE SR
22 A% B RN 3 N 21 i o v, T2 kiAR EMAO-BiE
HE A R, B2k d iR 2 2 18 2 A, H
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255 e A S AN AR AR A

SIS KB, AEPRIMIRIR L R MAO-BA 42
WY 5 P P, B2 90 B2 4R 218 K (0.1 pmol/L %
LA_E ), A ) 00 SR st A 1, L7 v ) R ik
IR IE W TE % 58 2 AN HIMAO-B I M, HEI 2t T
B S5 MAO-B A [ (1145 5 7 O mT I8 1, 5 vt 410 ) 6
FIL90%; X — PRI HLIIASE T OB LA R, 7T
e 2B WA R IEGERT HTPD B

2 MR AR fa E AT {E R
2.1 MEEISIGAAERREINERE

XoF R B E R DR B 9 /) B (— P AR RS 4
J9 97 14 /s BROBE D AT B 7T, 5 4 B SR /K 4L R e T
R AN B ZELAH L, R0 (75 2.4 %0 ) 4 7] 33
JHF 40 B R A SO ST, FR TR = 2 B AR, 28
FL{AK DNA(mitochondrial DNA, mtDNA)Xf ROS /= &
BURR, LT (B 2.4% M 550 & 75 )5 /) BRmtDNA K AE
RAZ, XL BN E L M 75 5 I DNATR 1 Fl 2k
WA Dy e B AS AL S A L

R EREBRRAL BRCHRBRZS I 22 7K, 3 mgkg'-d ™)
S, SR FH 2 DR BRI 9 T K s R A s 4k 2K
B O W T A A DG R TR I SR IA R N, T MR A KRR
W3 A JE, RRLA T ATPA R BEF 1 & T 3 (1)
Feak 57 B 7= EAN], F0 44U ATPEE(ATPSB.
ATPSAL). 7.1 i A B 2(ALDH2) 5 3L IR 1) 25 %
F 0, A ATPSBRIATPSALY) 3 R K 2 /b %
fIC 7 2.5, ik T 0 00 0 kT e e ek 490 | ek A4
= 1§ 1% 7 (adenosine triphosphate, ATP) & il Al f
I F A 5 ATP & BORH G 1 A2 33E 3l 5k 451 35 0 T 3
e,

REAAE B 5 8726 /8 Ja, - ARRE 1 K BRUAR € )l
JI7i 2 24(brown adipose tissue, BAT)H Bl [ (4 F i 7
Y Hf, SR A S A AR S R R AL 1) SRk i R
UCPIFAMPK-SIRT1-PGC-10ilfl i A ¢ F £k K
W, AR AN 256 R B 2 B, 50 wmol/LAH B AT 410 i) A €4
JIS 155 24 i 2k i A 35 X UCP T AT AMPK-SIRT 1-PGC-1a
TER I FRIE . BEAHMH B 5 28 X BAT T ¢ (1) 41 3 7 fig
FE SR T P S AR — NI AE B2

BEAk, b fh I R 2R 15318 5 2R R AR DN A FE U1 %
FHOG, JRBR B 5 () PP 2 A MO ZY L 2% A PR A7 B A 52
KB AU mtDNA$E U1 E 35 Wl 35 a0 AT 52 i 4if
ZRGIIHIRINRE . H bk, URBEGT 2 R A4 32 [R] (1) &

SR T S B AR O E Th e KA & R A ThRE,
FERTReis S ACRE, S ma LR (e R .
2.2 (EFAENAChRS{R i 4 4

SRR Ji e o A 3t T i AR R, 2 3Ed
T BT A T PR AR R R 2 T AR 2 4R (cell mem-
brane-nAChRs, Cm-nAChRs)FIZE R4 fi5 - [y HE ik 224
LT NEBH 52 /& (mitochondrion- nAChRs, mt-nAChRs),
3 ) 77 A AR ek e 200 e A R AR e T 4 L P R A
T RICRET,

PLIE S N S2 A8 R an . il bR 4 o g
2 it 22 SWOOOFH V. i flig i A4 1) 7K A= A N S 2
ZBEP2D R B 347 ST I, I 241 e 9 A% i L 28 4 A4
JEE b 2235 FInAChRs V. 54 A7 85 % ) 1) Dy g M 52 A
B BT, 2R I i7E P % 1k FL(mitochondrial
membrane channel pore, MPTP)F il m] 5 £ £k ki fA K
P SMERE R MRIA] AL o B RS 5 A A Y R
PR TS il 240 i 2 R AR RO B a3 o4
07 P2 B4 5 I A7 i 4 3] L AR P B 25 1
I8 I RAN R S 2L K 32 A4, T 5 mt-nAChRs 45 15
Ji5 AT A MPTP F T T80 1117 L L ek 83 248 e e 0
B S mt-nAChRs 3= 22 Or 37 [ I8 24 B e 32 3 1=, %6
IS 248 7= A AT g A P, I 4 e e A i R
mt-nAChRs 31K 52 J il W] 56 75 it i 248 Jf 0 4 4 A i
TR R EEAE R,

W R A, 2 451 5 2R R ARnAChRs I Th g . 24 AR Bk
(MR 5 W AR 5 L 948 R A 52 7K S AR AL ) 2 R K B
[ AEAERS, 2 (1% 52 AR 05, il 55 H A 5 IR Re
PUR T &%, HAh, BT AL e 5 iin AChRs 4 [m] £k
FiAA, AH 23 fd 4R A4 o 3 T B IR AChRs 1) B0 4
REE,
2.3 MRBOEAT s I FEERERARE

T B 2 O 2 RAR (TR 5 40 A e B BRI
PRA7ZHZAHR, R AL B 2H RO HT A R I, BT S
1, HORZ [ 4, BRI I 2P K R O BEAH g
w3 I A AR R R R A (2 mgkg -d )
S R SRR 3 AT A I, 2 L PN Bk AR 1 0 AT R AR AR
b, HIXEe 4k 2 HEL7EAN B AN E, IR G A Ze R A
SE LA AL FER LB 1 OR 1 7= A2 A0 5L i T
BOSFEH, LRRiARI e AL SSRGS MR 3h R A B
ARAEBO . A, BEAAMH N 85 )5 2 BT A R
Sy BAH (B2 Ha ) o 2 s Ak P JBE AN A JE (A o A/
G IR E) G E R, IR A R P L
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SER AN B E R

SRR T B R AR B 77 5 SR A5 T PR A 2R A5 I
o AMNPLETE T 2R IS BT il A (stress-induced
mitochondrial hyperfusion, SIMH)#% I\ A /& % 75 T
BRI 5T 1A 200 9 A S B, AR B M 2 5| T
41 Hf () STMH AR S, H £F: Fifd 241 i P S8 A FE FE 3G, 2
X E AR P A AN AT 3 )4 4, 51 i R At
BRI, fERIaA L, 28 T /RKF
PR 2= 4 56 N 22 B VR I e 40 B 1) e R AR i i, =2
JBE SRR B AR T 3 B 2R AR R L0852 DU R A
JEE WG 55 4T I 2 R R A R ISP 6 R B o L P 3R A T
T 9T, 5 R0 2 iR ) 40 B RN B A A o R 2 B T
REIE I 55 4 2 A I B A 1%, TR OS/p38/INK A=
S, MM BE R4 1) 3 R, FEDRPINF 2R
WL 24800, B Ja RSN 725 R AT, JRBEAE
BT RAR B RIS AR TR AT S kiAo FE AR B
28 B AR A T AR O IR EE TR, SR S AR AR
A PR AR AR SN 72 s B2 it 1B AR

BRAR R FIF G, 1E LR IR T BOR 43 A7
RAFFREAEH, A B T AR 2R AT FE B 5,
R RiAR 7 2R FH I, BN E 5 2Rk TR
N REAIROSHG A OC . LRKiAR ) 72 1) ~F 4 il BEXT
SR YE TR T 4 R OC E L, HLRIE 72—
Tt A e
2.4 MREEHIHEINER $ES | EH RS

JSCET 24 A B P 2 1 1 8 1 D, T O
S AMHIOXPHOS & & W% 14 F L #EZE R AAROS
(R0 7 A2 DT 410 ) 40 B 2 A, RS 556 P T 1) 5]
R EFRAE M — 2 @l i) 2 AP i s
We) 2 L A4 Ty e A0 R 2F 4 0 M 1Y) 23 0B A, BN
[l 72 HH 2 i M sl 15—~ A ) B A S L 1ol 2 £
JIFEARS0% LA b, FEAR AR B RR A PR K - BT,
TETG P 5 R, % 5% TR BR(1 mg/kg, S
A RO Bl e TR AT A I LT R
FH ) B A, HOE S 464 B 4L B (superoxide dis-
mutase, SOD)7ZK - F#{K 1 32%, Lk & & & (.
L. IVAIV) 7K FEAG T 26%~49%0),  BEAA 1 Bl 2
& FHEC AR KR FROMERAAE &Y 5 E 210
HE S B A S SRR Dh R R RS, T SOD-24X
5E TR (5 B L SOD- 1A EL)BY, 3R, KR
TRALRARE G EAIVEG R KA1
SHEER, FRIELRAEAE S I, IVAIV

M EKCPC T IR R R 4. ot al i, Bk B
ROSAHMIK/K-T-HJSOD ] fie /& T SN i B & ) =2 4
DR R T

HHI 2 72— E R E B fp e i th B &
Vi I L Bk I S AR AR o i, B & RO I
S G R, X E B AR e A B -
2.5 MRS EMNNHREMEET

M BB AL PE 2> 3 B2 AR AL R G R M. B
IR R IR KT (R R B 0 A 2 R (48 )T iF5 T i
i e JE v I frg Ji MR WA A% IR 9 TR 454 B 1 (nico-
tinamide adenine dinucleotide phosphate oxidase 1,
NOX ) H I AL B BRI A0 B T2 247N BRI
Jits = i 240 i 2 2 A e PRSI, R T s ] 4R a2 4
MR T 2 51 h), JHBR S A0 A A IR AR A A
B H BB C (protein kinase C, PKC)JFE, B S
NOX1, 111 5 3 Z 4 AL PR e AL A BT . 2
LA AR OSIE 2 D4 AR 2 b A I 1) 38 i 1Y), 53
LWL T AR T I RN 3 T B R IK KF, T
ES QIR /U N

HHB 2 PEAR KA T E AL R IRE ST o ik Zeht
A, AR 5 55 RS A A E /) B 20 A )
Tl SEUHE &, 0T ADPRI I P IR TE BE M. SOk A
HHROS™ A BA T 5o 2 th & At R G B
S AT B A0 bR TR B 5 S ROS I 25 — T8 [ 4&
2 tHSODHR AL (1, JHBK AL 2 J5 15 57 % H SODVE 1 %2
B, TRERE T R G 2 R A Y T
HO.FT 80 73 Wk H A (GSH)tH 2 41 fig o = 21 i 4|
I, AT E SRR B IR AR TR B, S AL
i1 il 2 AR GSHPFE AIR40%, A JFF kL i . ok 44 LA
X SHORLAR B i B I A I N 1.3% 221.4% 1.

EKIHEE T Q2 mgkg-d YRR H, H
R AT AT Mito-Tempo TRAL 2 W] LAR; 1E i 457 £
RIS 0 28T e AR AR S A L TP RE A2 I
7 i A P 3 R P 453 0 BRI T IR T T, b, 4

A RS AR5 S ROSF= £, | bn] A, w]

A B0 A 1 BE L AR S T B 2R A AL N, AR
R HIBTT St %
2.6 HRFSRRITE5HR S S B R AR BRI 15

LR R KT 73 Dy RE S 2 52 2149 1 A 1,
FELE AT R 85 8 B B AT T/ 40 i R
() 5L B Dh Re 2R 1, (A2 S B R kiR B
W S 2RI RIS PR AET RIRBE T, J& RNk
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PRI EA B IS 22 e D R AERR 2 h g D RE o

MR B(£76.8 pmol/L)KEFH (55 S BAEE ) e T
RS S N =R N W1 R LS VA% N5 YA N R
I &) e 2 T B2 R A I8 14 i 45 L (mitochondrial
permeability transition pore, mPTP)¥] I, 12 if] T2k
FARTE R BEE K N AR FE NTRZIK, S 248
FFERIAR S ERR AL, B 20 A M IR 2 B BH T e b A4S
IR THE B BT, )0 R R B T R A . &
A R 1) O 2577 22 75 T 4 L 3 A A B R
[F) EF O ok e st 38 0 i J5T Ca 7K 1~ 1 428 e s A< JisE
Bz, BRI TR DG ) 3R 15 S A T2 Zekin
A T R AR B KT AN R 2 51 RO R T R AR,
RFY R R 2 e B R AR 5 R S 1 B BB, ] A — e AR FE
BT ERL AR A IS -

3 HESRE

WENFT 7R, MR 26 b A4 BT 7= A= T m) 8547 )
WHTYER . AR RO UMUK 22 )L 30UBE 2R ) i
il 2 T 5 6 i 8 A0 ik 7 A LR L, I AT i A I
N AEWAN £ B AP 2 i M 2R R A . ¢
R FE B JHEBRAE FH T DM, 500 28 e i R AA )
nAChRsHH HAEH, 0/t & o T, AT iRiz i

Activating nAChRs/ERK /2 pathway

//’

\

Activating
mt-nAChRs/PINK-1/Parkin pathway

/ oxidative stress

Inducing hosphorylation of DRP1
Positive S616P site and the expression of

PGC-1a

Interacting with the respiratory chain
complex I, ROS |

73595 BAH 2 0 (RSB o ORI AT S M) 2 A7 ) 4
NH R ERE. PR, SRSEMIIER
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Fig.1 Bidirectional regulation of nicotine on mitochondria
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