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Abstract Neurons in the brain mainly rely on synapses to transmit information between cells.
Neurotransmitters are released from presynaptic neurons to synaptic space, converting electrical signals into
chemical signals. The released transmitters bind to corresponding postsynaptic receptors, causing the opening
of receptor channels and then the conversion of chemical signals into postsynaptic electrical signals. So far, the
molecular mechanism of calcium-triggered neurotransmitter release mediated by SNARE complex has been well
understood, and the basic model of vesicle fusion has been widely recognized. However, there are still problems
unsolved. This paper reviews the recent research on the molecular mechanism of neurotransmitter release, so as to
provide a theoretical basis for the further analysis of important molecules during neurotransmitter release.
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BN A 2 VR R ) 3 el R i AT 45 A4 (presynaptic
terminals). 5 fiili [8] B (syantic clefts). 2 fiil 5 45 1)
(postsynaptic terminals)FH 3 $7 4 (3= 22 & % i 4f
)AL RS o A4 38 IO S A R A 326 PP BAT A5 A Y
R B, € 3 B AR AE T b i 25 40 ) BV
KatzPHU) T WA LA HEL, 57 T R i i 5
A IRAE L), P2 RL PR 22 8] B 5% ik A% 38 2 o
THAEHT T H. T RSB I e 258 SUBE UGS # . 81k
FLA7 5] RS 1) SR A T 25 AR A T DAASE P e SRR AT 8 0
TE T IF AN 3 3085 &5 1 IR, JE N TR 45 251 B
P fioh A IR N R ik TR ) S, RS LR TR
7S Y, P (R 8 e Joi ) D R i IR TR 1) R S 1)
Bet b, K SR i P LA 5 AR O O ) B A 4K
F5 e R 5T S R ik fE I AH B2 AR 2 A, 5l
S AAETE B FT T T A 3 B T A AR FAL AR A,
S IR Ak [ B ) A 2245 5 AR R SR i s R LS 5 e
XAE, R ik 7 A 22 40 1 1Y) PR S A o R X —
G5 1) 1P T I A 326 4 SR A S A, O R I D R Ak
Je A LA S R R 42 8 T 5 SR Al S
ARG G SE AR A IS, AT DL AR (£ T R ) B
T e A R TRl AT A R I 2L Tk IR R DA 470 o ) 4 A
PGB, R L, PR R HOX AN I R 2
MAAE T TR, IRIE T M E(E 5 R

LA TR RORS R BROEAR I o 200 TURE TR
Tl A2 22 P (0 5 B 2 2% i BROAE VAT e < AR
SV A

2 BREBERESEFEZENT FREINEE

B IR AN [ 288 28 (%) B 00 60, 5 1) b 22 368 Jo AN [,
{2 b 22 380 JSURE TS0 R 1) 23 T LRI AR G DR 5, B4
U2 R (tethering) . 4 %€ (docking) . J& 8 (priming)
S Gk - (fusion) J LN L FE 28 368 JFUORE i 3 B2
FH AT VA PN R T — 5 I Jie B0 R 1 B 3 B
[] % & & i (soluble N-ethylmaleimide-sensitive factor
attachment proteins receptors, SNARE)", Sec1/Munc18
FEE 1 (Sec1/Munc18-like protein, SM)®I, T fih 4l A Hx
I (synaptotagmin, Syt)’. & £ [1(complexin). Zfil
LA A 2 1 13(Muncl3)s 5 85 AR i 1) 73 Wb i Ak
% H(CAPS)FIGTP4Z: & 2 1 (Rab) Mz H R v ) %5 5
A ], 3 1 SRl 45 ) v P BV RE TSR 5% B R
LKL,
2.1 SNAREE &K

SNARE® H X Jik 78 " 3L 2 ¥ 1 & i i 60
AR, A EORSE, Tz A AR A R N
JI R R A T AR A A A TR A 3 R A A A
il & 20 BB, RothmanZ§U'"F19934F 2 H SNARE
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Fig.1 Schematic diagram of vesicle release related proteins in synapses



36

DU FA A

e, ¥ oy AL T F i B Fv(vesicle)-SNAREFH
A7 T $8 b5 B _E Bt(target)-SNAREH K 2K, & 114
HAE K 8 RSNAREE &N G & . B
It 2 4b, I& % FESNARE K 51 7F #% 0> SNAREE &
VI E AR AL SR 2 1 S5 M R B AT 2
RO 45 2 R H il F B T J2)-SNAREFI Q42
B AW H R F & T J2)-SNARE. il /il 4 22 7T
WA 5 4 2 8 R I SNARE R & ) 1 55 =4
ANTR] R R O R fish Rl B - 1(syntaxin-1). 5% fiih
#H 2K & H-25(synaptosomal-associated protein-25,
SNAP-25)F1 &y #H 5¢ L &5 [12(vesicle-associated
membrane proteins 2, VAMP2)!', ‘ZATLL1:1:1
17 B 51 58 B B A e 1 = SR AR 45 44, BPSNAREA O
FE k. SNAREE G+ rfaE, RA TR EIL
FII82 °CHY H iy ik BE 1) A8 1 7R I, A e i 4T
SNAREE % & 1 VAMP2 1] %] 4 £ v-SNARE4) 2K
FIR-SNAREZ4) 35, 1fi SNAP-25F1 syntaxin-1J& T
t-SNARE %) 25 f1Q-SNAREZ; 2. SNAREX & &
7> & /IM20~30 kDa) ¥ B i i i 1, K23
SNARE:# ish C A vify #5158 45 F i e 7E I 1, i 6
FHESNAP-257E P 1 & %1 1) 7R SNARE @ it i 7 1&
T (M) G S5 3 A4 A BURR R 5 40 ) 5 S 25 5120 e AT
#EA — B H60~70 Z AR H B & A Lk E
52X IR B M ig e 1) - F SNAREZE 7o A% 0
SNARE# i 12 i€ X 4> SNARE%: J7 (1) o- 142 Jig 41
i, Hrf Syntaxin- 1 FIVAMP 43 5 $2 4t — > a- B2 1M
SNAP-25F2 i P A~ o- 02 g . 1% W2 JiE 4 1 25 44 3815
— AN B, JE I B R 5% RS 1R
A G TR

A Ak S5 E 2R B, (A # SNARES & 14
1) =P A R A 508 ) BV RS F A, R,
SNARE S & 1 B W\ Sy A2 firk i 5 360 43 94 1 Foe /N AL
704, M) R SNARER & 1 11 & 1 Th g+ 7 B 2,
Fi B syntaxin-150VAMP2 (¥ /) B 35 8056 7E 14 1k
SNAREX & & (11350 2 F H, syntaxin-1¢) &5 #4) F1 2
REf N . B 1 CoAR w5 JI6 45 #4458 41, syntaxin-1
WL B AN-UiG J7 B HanoZ5 M98 3% 32 X 38 (linker
region) fI & 47 SNARE®: 5 i H3 &5 fy s 191, 5
VAMP2AH 18, syntaxin-142 fliSNAREZ: /7 1] a-1% JiE
0 1) T 5 G % B 45 A 3 1 — A3 8 1 o- 1R T,
Ik, BEKFSNAREE & R4 o- 8 e R 1= A I e
Az 366 0 4 B, 1 3F R FLAT F DA 5 o 22 3 R

RO, A S 25 BAIE S, M Mlsyntaxin-1 5L VAMP2¥]
SNAREZH: 7 55 75 155 45 A) 335 0] F1 25 9 A K M B T
B BE R 22 35 BRI E T
2.2 SMZEH

SMER [ /2 5 45 W 2 V)M 11— 285 K M 2R
5, AR R SMER A R A m, (HIH DR
o PR SEU Ui B ISMUAR A7 FE T I R, mT A
4 RPN K R, BiSecl/Muncl8. Vps45. Slyl
Fvps33 EA1E HZS 51&4H B AF: Secl/
Muncl 8K S 5 kil 2, VpsdSTEX RS 5N
HIHR, Sy | EXKIES 5 & H & iR, Vps33E
ik 5E AR MIER. 1500408 5B UL 2
H1, Secl/Munc18W. 5 i iE L 1T SNAREE &4
BNSRAETMAIRE. SMEAS THRIRES
W, A =AM ERA WL 2, 3), FEAE
VIR . fEMEE TR ROS R, 54—
0 ) 2 i BT DA P 5 #4 B ) syntaxin- 145 & 8 f5
HRFEHA A A, WM HISNARES & ) 1 5 4
TE Y,

Munc18-1&SM % [ 5<% 78 i 7 ke = ZAE H
(R, B E Ssyntaxin-145 & I 4k Fisyntaxin-1
() B & K4 % DL FH 1 SNAREZ ¥ % #% . Muncl8-1
XoF W N RS B AR Y A AR Y, A0 A K BR B Al o %
X Munc18-18[1 % 45 14 &2 2 41 il 4 FHI2, SR k2R
Munc 18- 11 4 £ 70 44 22 33 5 R A 5 4 BHL IR, 35
B Munc18-1/2 Bl A 0 7 M8 A Wi g B X
— BT E RS RE T TR E R KR, BLH
W AN, Muncl8-14EfFsyntaxin-1 1] 415 1) % Gt 6
Husyntaxin-15 SNAP25 I il s Vi — 54 11 52 1) 1E 1
SNAREE &ML, M BIRFER®. BT 5
syntaxin-145 & 4h, Munc18-138 1] §8 43 43 T A
SNARE & & 42 it Je N1 5 54,
2.3 Synaptotagmin(Syt)ZK %

SNARES & 14 FISMH [ 0 /2& #h 28388 S5 RE TS
Al R E, RAR S SEES RILFISNARER & 1441
SOWHEE AN AE SR SEERRE,
DRIt A AR 22 A5 5 DA% J 0 75 B AR A A ) 3
o Sytre it ELRSF I SR S T 8 1 K%, RN
W AL B T AL S 174 B (Syt1-17), BATTE A8 Y
TR A TG 3E JTURE I S B, R A KA
BF NSRS . SytFLE RINE 72
R I AR, SEIL T AR IE TR . SytEE A
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HAF —ANN-3ity %5 5 45 #4358 (N -terminal transmembrane
region, TMR)F1 P >4 F M 51 o A C-diig C2.485 4 43
(C2AFNC2B). C245 #6382 A7 1% i MGt 114 1 4% 15 1
ZEE AL, C2AT] UGS &3 MG B 1, C2B&E 521,
Syt 1 F B H A Sytl. 24 3. 5. 6. 7. 9. 10
AILLS 5255, R HA Syt i th B A C2451
B, HEefCE MR LA ERGES B 46
A7 R BRI FE . ek, SytHx H B ML A E 7
ANRAHE, FEAH MR b B BV &G A R A
1Syt HKIA .

BARA Z PSSyt B A 45 5 45 & e ) il
REAE NS B I Z 4 R 12 4 W, (BN [A) T B Syt
58S F 1SR A 1A TR, WD) Rt AN A, Sytl & B
i 9 B 22 B AR, 3 A B (i 3 3 v R 2D R T
(synchronous release). mxRSytl 1)/ & H A EAE, H
T A 22 T ) 346 o PR [R] P RE TROR 2o jak /b, T 5 2
FJil(asynchronous release)t 227, Syt2 17 51| F1Tf
fie55 Syt UAARL, H 5 25 23 A7 R i X AN [R)PY - Syt ]
DL 5 280 () PR IR T, (H AN ISyt 1R, Syt7w]
REAE N 17 DT NGl e 2D - WA A B IR 2 4%, 5
Syt1 73 A VAN R ) 70 WA FERS . [RIR, Syt7H 2 5%
fith %5 ft.(facilitation) FT 85 25 ¥ & 52 4350, Syt10M1) 7
MELER A 28 7 U 1 A K R IR R TR
2.4 EZEH(complexin, Cpx)

Cpx, . #Esynaphin, & — M 7] L5 SNAREE &
WG RNy FEE. WIS R RIEH4
O R Cpx, H P Cpx I MICpx2 F EAE X fH 48 &R
G A, M3F4NE Y ) Cpx i [ 35 ZEAE AR I i A
FIECA, NG b Cpx Hr AT LA JyNA b X35 P
I7o-BEE < 0o R JE FNCR By X 38 DY A X 45
Cpx“r 0 a-12 it 5SNAREE &1k 45 &, fad o
(4514, S LI Cpx D) R (I FE AP,

ik 2 Cpx I FICpx2 (1) /) B HH A2 BU4E, it BH Cpx 7E
P2 36 RS TR S EE AR I BY . WF AR BH, Cpxht
PP [R] DR R R B, (EXS 3298 B R B
R AR AR A [F] S 56 2% 1 A S50 0 b oA i A
[EB53, Cpx £ 1 Bl g 52 X 34 i 1%, B 5 SNARE
B EWRE At O o- 2 E 4, Cpx AN I X 35 3

S M) 368 o PR [ A R TG, <P N o R e ) 32 /5T
HRBET, CoR i X 435 W) 762 21 24 SR Cpx il N 28 iz FH 4
FREEUL S FIPIRAS I E BT, #fF b R B, Cpx K
o DhReLE 3t A R HR 2 PR AT O,

2.5 ZRFMETHERE A E H13(Muncl3)F145 5 T 1K
FH 5 ELE R (CAPS)

Muncl 35 2 Buncl 33 IR AE W 3L 3h Y0 10 [5] Y5
), &AW BETEmASIYH S RIA
AFPIE AL () Munc 131, 78 4 28 38 J50URE i S 32 AR
FI 9 f£Munc13-1. Muncl3-1_F7 a] DLATH b — g
(DAG)4E & HIC1 45 /I 4, 3ANC245 M3 (43 73l 2 C2A
C2B. C2C)LL Sz 1 2 2k a-hZJiE 4 B IMUNZE #3542
CAPS# — KL MM I fg I 5Muncl3f — & fH
RS 2R 1, TR 0 L AE oA i 45 P A < 1 2 1 o
H i &8, F2HCAPSIFICAPS2Z: 5 i i B jistit

£,

Munc3-155 R G B 2/ 5RO A2 20vE, B
TG A BIPIRAS ) FE I R & ek AT, i B 4 5 ) R
BRI /N Munc13-100 EEIh ez —. FEXT
M &, CAPSHI Dy g i 7t i b . BAR K ILCAPS 5
Munc13-1# /2 ZEi J5 3 BT 75 85 1, (H W 2 A (14
MR RIEAGE RS, AR, 5Muncl3-1F %
1 F F 9% firh % 38 (synaptic vesicle) /s [F] # &, CAPS
B [ 7E 30U 7% 0 3 i (dense core vesicle) 7y b H AE
F 587,

2.6 GTPZE&EH(Rab)

Rabst — K H A GTPHGEME, fedhi & M/KMHGTP
[FEE M, Rabf H KR IR Z, 5 R AdFEIAH
i) & /b 4335 Rab3(Rab3A. 3B. 3CHI3D). Rab5
FIRabl11, H 1 X PIRab3f N E 2. 454 GTPRab3
SEALFFEN b, MIGTP/Kf#HGDPJ5, Rab3 X AJ L5
FVWE. RabiE A5 RO &, KR
A7 E B AL o IS R I T RaboiE Fl 8
(rabphilin) F1Rab3AH H./E F & [ (RIM) 4 25 Rab3 R v
Y, By T Rk FE TR, AR A Rab s
W25 e 200,

2.7 N-CERT ¥ =Bk I bZ 8 2% F F(N-ethyl-
maleimide-sensitive factor, NSF)A1 0] /A4 NSFi&
£2H(soluble NSF attachment protein, SNAP)

NSFZ — ZRAAA-ATPR % i, ‘& 5SNAPLE &
RENS K REATP, 4= IRADPHI B B . 76 FE3( 5 o i ik
A5, R ASNAREE & 978 i ASNAREE &4
it :RSNAREE £ 4 1] LA BNSFHISNAPAE I, B i
H 4L S SNARE S & W) 1) % i R o3 (it P 0% 1 e X
SNARE®R & #1#i I, 1 )R ZUSNARER & ¥ A fig
PNSFHISNAPHEE



38

DU FA A

b 7 Bk A, KAV 2 E B Qimint,
CASKP?, tomosyn®*, CAST/ELKSPY% 4 nJ fit &
5 5 SNARE H 145 & F1 40 Wb il 72

3 BRERERENT FHEEER

FEBNAE HLAL R B IE PP GRS I, A B p 22
JOT P B U I A 5 ik 17 53 BR X (active zone) TR 4R,
DRI 3 SRR TR E 5

1E W R UG B 1l TE T S 2 BT, SMA
] Munc-185 SNAREZ Ji% 1] syntaxin-1 ] N- i /3
51| Je Habe g #6) 35 45 G 0PUE H 5 5 4b T ¢ M M 5.
itk i F2 S 30 5, Muncl3FMUNSS #4858 o 5
syntaxin-1/¥] 3% 2 X 45 (19 A1 7 4F FP7, {2 #Munc-
18 5syntaxin-15 & ¥ 1 5 i A2 i syntaxin-1 M\ 4]
& K R AT FF 1 % #2 HLSNARES [7, 4R 5 55 SNAP-
25454, VAMP2H 5 BTN E EMd 6, =5RAN
SNARESE G . #% 0 X 311 45 i 48 JiE MAN-Jii
2 C-ui AR — FROZ W L, 18 2 IR R S R fik
JIE B A R B KR IR 1 T 5. b, B
H Pt T SNARER & ) 1) 4 iR g g i b, Fae
WER T 5 A A FE VAL T TR B B, SRS B S
5 EREY,

YENE AL I A RN, H R B B 1
I ST I AT -5 B0 Sk 117 6245 B9 1 IR B2 T 1, Syt
VRS B IR 2 2 PR P, Syt s it C2.485 1) 4k
L85 81455 NI A Zh B RL 51, Syt ilC245 K435
5B 1455 J5 KA, WER T X SNARER &4
VR Syt e A SR Ml i e, s 152 =5 506 oty 38 o,
B BRAR T ALY R RE 2219,

I 5 R ik T kA T Rl A ALY S, B
TN 38 5 7 B0 N R Al )RR, 5 S R
[ AH R 32 AR o T 456, 51 R B 85 I 3 T
;e AR TSl B AL AR AL, RS T AT R . BE
LY R ] <) °SNARE S & ¥ i 46 i
\"SNAREE &%), L i 5t o FISNAPHINSF 57
S 5SNAREE G454 . £ 5SNAPL &), NSF
RE K45 FLATPIK fif B 19 /E H, fSNAREE &) 1
MgATPEH N o A iklif s & EH, 25 F—#
P22 38 J5URE TR0 R

TEREAS P 2 3 R R R, B %
MEAMEAER . #, syntaxin-1F% T 5Muncl8
T 2 A &, I 7EMunc13 % B F 5 #2 HISNARE

B ¥ 5SNAP25 I VAMP24t: [7] 41 . SNAREE &
b, B RE S Syt Cpx!*, 45 55 1 38 18 45 A
HAER; MiMuncl3id SRIMM BEAEH, 2 5% i
TR B DX B 1 38 0 1) 54RO Muncl 8RS
mint®, DOC2I45 & [ A1 HAE H . Bl A& X # &
T 5 RE OPL I 72 IR N, — S8 SR 1 T AR AR Y
WA WAE IE . Bl a0 50 AL N, Muncl 33 S
2 #EMunc 18 & ffisyntaxin-1 M 1 & 14 B 5548 R
FFH L 3t 2 5K BUSNARE & & 44670, 78 42
T Munc187] BA 5syntaxin-1HIN-¥ii 57 5| 45 & 2 5
SNARE& & A 21 %5 1 F2 ity A AL 12Y; [ Cpx Al Syt
LSNARER G4 A HEE, RN NES
THSE T RSyt e BUAR Cpx Ml 412 2k 2 3 43 WY, 5
KRBT Cpx FISytn] LA [A] i 45 4 SNAREE &
PREEHETY, $2 H T Cpx M Syt L [A]#5 HISNARE R
R H B BT E, 2 i sUSNARE R & i %
FINSFHISNAPH H 4 I\ N i& H fif 2 syntaxin-
1-SNAP25 5 & — B A4 1) Uy 52, NSFAISNAP
X —Ih e Al e 5 4 fFsyntaxin-1-Munc 1 8SE & H
Ko B, ZEAMLFHESNAREE 54N F 1
B - fosh R T e 8 3 O R RS AR IR AT AR % B 5
R 988 K487 o

4 FHETRE

21202 FE 1 5T, XTSNAREE & &/ 5 1
S i R R B ORIy FALRI DA T IR
NFRAR, B R G AR R AR 2] T A,
B2 /D ATY A — 8 I R0 A R (1)U 428 4 2 32
3 Wb AN 25 PN 43 W 4 FH IISNARE 2R (1 & H A i 4
BT LT — 8 RS0 RS0 WiE
HEAWREAFE. IaS5ARFRZEE W
SNARES A 8 11 W7 28 Fe FLAH ¢ 1 4% 85 1 3 24
Al P sz ? ()4 WL a5 A A 41 B B b A 2 X3 5 R
TR AT AL A, BB S (hot spot)”— Ff.
2, SNAREE &)/ 5 B 161 5 5 fil 57 i fil 45 1) L
AL TR ? MBS T Ea S,
ST R FRIERE?  (3)FE 5 4 R A E A ML A A
oA SRR A, G B P 4T B8 TR B R A 1 T 43 L
A TR S [R] 2 (4) BRI T ZE IR Rl A% O B
SNAREE A1k, Syt. SME [A4h, HAth 2 wh i % &
ERIAE T BLE ]2 (S)BE & B 50 R N,
SNAREE &K &E A Syt H. SME [ %5 & 4



R BT : 1 22 33 JFURETRU) 20 1ML

39

WA BRI AN BT IALET, B4 a2 5 iE AT
FEAR A B LB PRI E A ? (6)MZE It H
BEAN RAAE 4232 — S 5 FI BN 388 KR L&
FeA T, BAS RSB T floBE TEU L2382 AR K, TR
O WL RE TR L B A A WAe] R E 2[Rl — R
fitk (1) AN [F] B9 2 5 B A AN A VR TBULER, X Fh AN [R]
AU ATH? (7 IS f5 7 24 AR
(i, B AL B BT IH 70 4 4008 ot S0 B PR FH O A,
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