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Abstract

STX1A (syntaxin-1A), a key member of the syntaxin family and a membrane-associated Q-SNARE
protein, participates in SNARE complex assembly, vesicle docking, membrane fusion, and regulated
exocytosis. Recent studies have shown that STX1A is not only involved in physiological membrane
trafficking in the nervous system and secretion-related tissues but is also aberrantly expressed in
various malignancies, potentially correlating with tumor cell proliferation, invasion and metastasis,
extracellular vesicle secretion, stress metabolic adaptation, chemoresistance, and prognostic eval-
uation. Current evidence suggests that STX1A may serve as a candidate molecule reflecting tumor
secretory phenotypes, therapeutic responses, and clinical outcomes; however, its mechanisms of
action, cancer-type-specific differences, and clinical translational value remain to be further eluci-
dated. This review systematically summarizes the research progress on STX1A in tumorigenesis
and tumor development, focusing on its molecular structure and biological functions, with empha-
sis on its potential roles in tumor proliferation, invasion and metastasis, extracellular vesicle secre-
tion, stress metabolic regulation, and therapy resistance. The prospects of STX1A as a biomarker
and therapeutic target are also discussed.
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1. 58

A PR A5 ™ L N SR AR R (Y R o BT R AR SE T EE BR 2022 SR ERET AR A
9 LI 2000 F3B, FEAEARSCIET HRGBIZ) 970 Jifl, SRR B AR IR[1]. FEMFT TN, Kl
BT HR BN TG THE R, BN IR SRR 7T 5 e PR AL BT 72 (9 E T 7]

SNARE # AR BN SRRz 5 B & 100 7L, 22 5. By, AL E(E
BAEIEEAY E IR [2]. ITHERDIFURIL, ZM SNARE ZUR A G372 R ThAFAE S W Rk, JF SR 4
JEHETHE . RS . PR IR SR TR PTSE AR VIR K. fF Y syntaxin KIRIVE E K 5T, STXIA 154t
EEERNANS GHE I TR 7 WARSURL A s A6 AR SCIT FE AR N, ELAE IR A AR A R v R T
VERZH 32 2 RIE[3] [4]. R, RGUE4EE STXIA TRV T B RIARAE . DhRefE ] KR = 3 AT
ERAKS I RE FE i S 20 T A AR, IR BT RS Wibs SRR T R R T AR B AR 4R

2. STX1IA ZEAEN

STX1A 7 SNARE E &5 EEE H, 25 RMIEE LBk . fa5 Ca? Wi it
IR, RN BT SR R R A SR A

2.1. STX1A 454

STX1A (syntaxin-1A)& syntaxin ZKIEHFIEEM R, J& T Q-SNARE HH. HEAMEZEAIE N
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Ui X . C ¥t SNARE 527 (H3) A NS IR IX . Horh N s el JE IS B, IF2 5 SNARE E &R0
BT . E DA A, STX1A 5 SNAP-25 1 synaptobrevin/VAMP2 J 5] 2 25 i P47 DU B2 Jig R AEAZ 0
SNARE & &1k, NI SRR SRS MR . it, STX1A e H MR AT AR A S Bl 0 H 45
FARFAE, 3K 2 L R P LRl 75 T R 1Y) B LAt

2.2. STX1A EIiEH

STXIA HEEREEY N STXIB, —F )& syntaxin-1 WK, K AER T RMAFTIEAMLTC t-
SNARE, 2531 %} 4. SNARE & &% kil #2[5]. 54 syntaxin M 7L £ B, syntaxin-1A/1B
& T ZE BRI —3, BEA C uhsi/KE X LR IR e ad—2 R, —
H BAEM A P A R G b LRI RIS, (AE IR T2 ES. XK STXIA 5 STXIB fER K
ZO R A ThEE M F, TRECUR A — e R M LU . WL AER, 2R unc-64 H AN
syntaxin-1 (& M EH RFVEY), H4gIDE A SWANY STXLA 1575 Mg BA B e, IR
2 G238 FURTEOR S R & i 72 . PRI, 6 STXLA AU HEAT LU 9, A BT A sEAL AT e w4
JETHI B AR LR ST 1 BRE e

2.3. STX1A EHHITHEE

STX1A ZHEE S AHEE N 53 Wb 53 WA A P v B2 21 JIEAH OC Q-SNARE HE H, 722 A Mt il # vh B %
OAEH[6]. FEIEFEMAHA , STXIA FEEN TRAMATEE, 7155 SNAP-25 il VAMP2 23T it% O
SNARE H &), 5% MFBEEMTE T &k Ca?fil R FIRERLA, AT PRIE A 208 0 i PR il . I 4
WEFCRE— DR, STXIA BT I DXCRIES B X IR AR Al ) Bl e 454, T2l B2 SR A 7 NS5 8
USRI 7] TEWAMH G ZIH, STXIA INRIA TS g 4, 25 W68 2 20 WUk i ek 18 75,
PEORILAE AN 38 TR P 43 43 2 8] LA R E 4 237 WL 8] o

YT STXLIA TEMNZ AP 43 b dn i ot 52 R M ik B e TR, JLAE B 14 Py 40 WA R AE 1)
iR v S SR IA R R R R Ak 1 R 1 OR B B DG 3 WA RR I ) S IO, IX O BR AR STXLA [ P
PRAL T EELR R[], UL, 4 STXIA HILRH KRB BTN RE KA, FREL R Bs . 7 WE 5 K40
i D 3 P 7 5028 e 4 AT

2.4. STX1A BiEIEHH1

STX1A [ hREZ 2 MBI S5 1810 K AR B ORI . AEMI R 2T, STXIA I N 3 ] 1 Sk
&S, 35 C i SNARE HEFAHEAEH, Ml & &M, Hm R4 & SNARE & A4 ¥ it
FE5Z % Secl/Muncl8 FKEE 1, 41 nSecl/Muncl8-1 [ E Zif#5[10]. fEAEMZ M, STXLIA F5 X kL AR
WA ] R A L 5 7 e RV R &5 F1 5. AR, STX1A IR AT 52 % DAP Kinase 26 S/ 5 (B RE 14 1815 ,
MIIEEMHE Muncl8-1 SEfH8 & H Z (B 45 & 25 J1[11]; Muncl8 & H H & B Rg s ] 4 5
syntaxin A ELAEFH A Hunt3h /1% . BEl, RN 3R EEME RGP 20 B, AR MR 2
BRAESTE A, WAEHBE L IEPR L 8T8 Muncl8-1 Rk R i 4%, hE Fidk— S 7.

3. STXIA EMELZELZRPHIER

STX1A (syntaxin 1A){FJy SNARE E &M% OA R 7y, (RIS 55 MR & 1 R b R 45 S B
. STX1A 5 SNAP-25 K synaptobrevin #[F/EH, /5 3055 40 M5 10) 42 S PRl G oRAS e ar,  fii g
VRS PR = FE Bl . RS, BB Ca?* /K F-Jt &, synaptotagmin {4 Ca? &2 as it , 13kim
fii )z SNARE EAYIMI G54k, IRBNERLA K FE i N S VIR

DOI: 10.12677/acm.2026.1672733 2055 I IR 2= =23t e


https://doi.org/10.12677/acm.2026.1672733

BIOREAL, XV IR

TEMR AR R, A DG IELIE Fay A 0 WA P RE B R o BT STXLA & S funt Tk, HFRIAEL
TP SO T BB R A I A A BT B DR R A B0 miIRNA FIZH BB IR, AT 25 IR iR 5%
I M EE T . R WA T Rk — D R Z AR RS SIE RS, W PIBK/AKT. MAPK/ERK.
JAK/STAT J Ca?" ikt i i, H A S5 Mg e . 1285 ROa T #ipt il 2 . 35 Zmifin g,
o E BRI & H AT 32 BT STXLA (ISR & Th e S IR G0 41 BF 78 B/ & BRAE T, 1 75 538 2 STX1A
R S S I AIE 95 0 LA IE

FHSIHE, ] STXLA 1K BT RE W] B8 B AR 23 J6d 4 e PR 6900 20 A R 07 ) 555 e JRa A OG5 5l e 1)
FrRans, AT P s 3 AR VAT U . Rk, STXIA MY FEis i EZ i 1, ]
REA EFEAN I 2 WA T e 5 IR (5 5 i S IS LE T AL, B — @ TS br EVARTE T 48 st S A .

3.1. STX1A ¥t FhIE4n R iEE AR

EA ELRIIRE IR, STXIA R REALHE AR 7> hR 40 M 58 [12] [13]. 7E BT, mfik STX1A Al
FANGIANMIIETE I8 1457 T LR AR IR L 3 9 S BT P BRAE T, R I 5- g0 b s 1 AT BB T
2. fERR AN A, TR Stxla FRIA BT syntaxin 1 DhEEJE, ATFEAR BrdU SR, T G2/IM
SRR, JF S EEEA N MR A . BRI STXIA BH:S 5 s G FH 52 4t 7 seg0 k4 . TE4R
e, HATRT STX1IA 25 B E MARH TR, Jhsh= 7870 B DhRE b SCHF: AR 5
AT IETEINH] . BRI SRR RERTE S A0 ST REL A 5 T

3.2. STXIA M MERESH BTN

H AT B A0 STXLA i S MR R 28 578 1t SR B0, EIEIEESE R, Hlptisid izt 5
bl g 2 517 # R AL R[14] [15]. fEAE/NAIRRitE H, SYT7 @it Bl STX1A F1 STX3 {4k
Moy h, TR BRI A PRAZ 28 . R KL AR R 7T, $R78 STX1A W] RES 5 IR AH DG IR S Ao 15 5
WM. MHLHIETE, SNARE SR HAth A 7 LR SE rd i 2 2t R TR . G RFIE LK
MTL1-MMP PN 38 S i 338 o 980 41 i 38 A% 5 35 5 PR [16]-[19]: SNARE 46 f¥) Src/EGFR/AL integrin AH B
G B TR 21O 2 3 syntaxin-3/4 /5 o541 A1 341 integrin [ 4H i 2 M (1035 5, AT 2 4t i 88 4 g
iT#; SNAP23-syntaxind-VAMP7. Betl-syntaxind & &K M v £t MT1-MMP {2 &40y 2 e fir, it
MiG5E ECM FEff. Joili2 28 KRR, Ritk, R HATMELZ STXIA B 2EMEN 28 MMP
FEZ ISR IOUEHE , (A 456 FLEA D¢ Qa-SNARE J& P LA K [7 S iS4 I BF FE ik, AT AR STX1A W] B
IR I . AR R E R RS SRR B 5.

3.3. STX1A 55hibid /T ia 5 i R R EER

3.3.1. SMipARRINE) SNARE &4l

AN IR A 3 200 ) 368 TR B AN A I [20], R TR 2 VAR (MVB) 5 5 I R R, 10 SNARE
H AR HEZI RN R E ) TR E21] [22]. O L5k F STXLA FIAT] ie2 5 MMA R B %% SNARE
Z—; [FIR, JEANMANAAR WL AT 28] Ca? 55 . SNAP23 BRIR4L A Mt 28 B 3L R $E[23], XN
STX1A Z 5Zid fRfit 1 BIb EL Al

3.3.2. STX1A 55Nk 5 i B B HEHE

HAETLT STX1A Z 5 MK WA B HEAE S A B BR[24] [25]. CHLRFERBLINHR: £
NP, SYT7 i %AW Bl STX1A 1 STX3, Jimah A /s, (E45 B e d, STX1A #i4h
N SEV AW REMK T THEEG, BEMEERESEHE 5 AL R, AT RS MR sNUA A
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SEAFIENGHRREC. AT, T RERF 92 FBEIED STXLA SR A2 MVB 5 G, SRR 75 BN 41
WA TR T I DU SNRAE PR AT T S MVB T, A, AN EV S
A DU, IOV MBS RR « 45 RS . THiE TR LA AT EV 4 S B0t
— B,

3.3.3. M AERF RN BERT

iR SRR A b A A ] Ik B S AR | Rk I A B S 5 A B R 55 NS S R gt R [26]-[28] . 1
/gt i, SYT7 it Bl STXLA (R HEAMIL R 7 s 3 5 A AR s 7E45 B, STX1A Rk
5 SEV X FHES LB FH AL /MG S0, HATIeut i Bl STXIA 25 REME 4R S
AR G E 0 TR (R R, IR R T R R S A A TR A 2 % G s 0 280 ) B B A
Uk, ARFIAHSCAN A LI T STXIA SN fnt Dhfg S A AT i — REvE DR T VE BR300, 156 4
51 Ry 2 U L AT 8

3.4. STX1A 540 B B AR5 BE

3.4.1. STX1A 5#RIE =R Ze bl X i

B, AR, MR STXIA 1 R E 8 HE LRARIEIR T RE, 350 40 i A A0 B UK P 1 15 5
BRIET:, (RIS 5 v TR 4 R XS 560 PR s 1 R U PR RRURR A o SRR T — P IX ) T 448 ML 1 R kst 1 1
TSt TR, R A SRR A E IR SR S ARETIR S 2 AR DC[29]-[32]; [RII, ZRRifARft
B RE R BIE ST 2 5 2 R AU T R R P i R [33], 1T SR AR A B TR AR A R v T 11
TR [34]. HATKT STXLIA S 58AUT: SRR R IS 10 BT 758, Niu 251 se i w3
ZT B EE IR 2 — .

3.4.2. SNARE RiE58E (& &

1E AW 743k, STX17-SNAP29-VAMP8 5 &R # I\ A&/ 5 E WAk 5 i B4Rl & 14 . SNARE
2y FH[35] [36]. Ja gt stit— % B, mTOR. STING Al DRAM1 &5/ 1] 73 HililE i 820 VAMPS 1R
IR . TS STX17-SNAP29-VAMPS 5 &34 ML, B sRiAR A& VAMPS e %7750, s A Wik
- VB R Al A I FE[37] [38]. BEAN, SNAP29 [f) O-GlcNAcylation A #IHi|AH% SNARE & AR, MM
BELAS [ W A 80 S L Wit i o o S8 ) 1 W 42 L RO R Y8 7 I A ) B B T ) 2 —[39] . [EARE RS
AW ST AP B OB R R, & LRSI AR RIGIT RN . 28w, AR
T BRI R A LR AT S E R R T STXL7 1dE STX1A; &4 AN STXIA HEEZSS STX1T-
SNAP29-VAMPS & & PR 25 it sk B 82 812 H Wm0 IR SEIRUEdE . DRk, H AT STX1A 5 HIE 2 1K R
R BT RAEHENZ T, v w5k — P 70 DAIE 3K .

4. STX1A BIEFREE 1
4.1. STXIA EREBMEFRRNRERE

DA WETERY], STXIA fEAN[F MR b iR IE BAT W R ik, (B A b DL R0k B A o 4R 48
B2 [40]-[42]. EALMAMR)ZM, STXIA £ B RAR L L BN R DY Emis, Halknr
S V] Pk 2 A O S SRR AR T U o ARSI S, STXLA £E i U e m ) 2208 56 2 i TR
PR AN H o B, Son Hot i S Rt R AR O AEFLERE P, L TR R STXIA JFARE T e, 1
R EN S ToRER, FEEET HER2-enriched Al luminal B WA, JE5EEREMK. H—T7
T, ERREE PN 53 WA JRE S BT AR A 4 R AR A« LRI, syntaxin-1 #oe ik BA 5 e BRU M A
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FESeME; HEFRER, XMW E A2 KA STXL Jifk, ROZHKIX 7 STXIA 5 STX1IB, HHEES
TEN STX1IA MHRRIETE WA RE, MARETE AT STXIA FeRtEiFdE . 7E4E % ZH, Human
Protein Atlas 5T TCGA. HPA Ml GTEx & H IR, STXIA XM P ERIEE R, JHEHTIEY]
SRR AR MR . Sl . FODR IR AT P T B TS R X [43] [44]. BVATRE, STX1AfE
e ) SRR IR R “gi—Fhm B, TS T RE R B AR R o AR R R A N
FHORE AR, IR RARIRFCAEAS [ Jigd v (1) 254 A FH AT e AN 58 42— 5

4.2. STX1A 5laFRRIBFHER X R

H AT R A G R 2. TERS R, STXIA FAmS sl R8N JOm bR 18
B, STXIA mRIE ST 25 BOREAEDAAT NG EFLIRES, STXIA ERTRREIER, Jf
SRZEREAMIG; ML BT, STXIA FRIE RIS HUF I S ALK ZMIFA BTG
BN, STXIA M B A S Ak k. 7 2R A0, AT STXIA 5 TNM 0. ik 4s
Fers Z IR B EGIEAR U5 ARED, DUAT 07T 3 2 SCRF L 5 R 70 AR - VEAR OC,  HIR ARG A MR AT
22 00 iR TS AR S TR BER, AR SCE IR AR AEARSZ A L B AEAC ARGy AN 2 DR B A v gt —
AR o

4.3. STX1A {ER SIS T HEMRE D

MIEEHEE , STXIA BA—ERIMRFs SV 77, EIE AT Re S H THB2 W, FiJs Pl AT 2%
T, T AEBLRY B AL R R AR . B, TERERIZWIZ M, syntaxin-1 (STXL) T iiE S H28 3 23 34 i
JERUBUR . R R I S R BAR s TENTARZE 9 43 WA IR S B A PR N 0 WA AIE I FLIBR IR v, H2
Wi IR T8 7 2 B 2 ) il b 58, I R ARSI E. HREFEER S, KRR
M STXL, FHAEZTHX 5 STXIA 5 STX1B, #IHHEIEA/EA STXIA FHRUEE I SFIE, 1HARET
S [AT STXIA K5 MEs SRS -

fE STXIA Fes )21, H AT A U B2 FLAE 5 4 s b 1) S i Rk 5 IR S /A 0% WAE JBs bk Jes
H, STX1A A w5 @A FMERiE A EHET, STXIA SRk ST 2 JBEE AT A
X EFLET, HIEEE%ET HER2-enriched A1 luminal B WA!, Jf55 MM, o, HEEET
e, STXLIA LN N/ NRAN I AV KA K TG, 15 BB AL AR, 2R T he et
JH IR 7 A Y R AR AR BAE - 8 b, STXLIA BT M AE A 1E A — B ifibr &4, (B LER B B2 W
S BLRA TG VAL ST N O T s tH— e iy, JUHABASAE B B A £ N A AH DG i
I T gk — 20 T J KRR AR TG IR A FT BE MBI 55

4.4. STX1A iR R T RERRRE

STXI1A ESS ke P m Rk SRS WU M, TAE B B Il 5 A RBUS S, XA P
J& Bl RSB A — P g, R TR SR © HIUREER: AFRAGSRIEMELED 700, A
J T EE AN A KA T A AE 2 2257, W] RE BN SNARE 4370 WA 5 IR FE AN [FI[45]; @
MW S WIS WTEEZ S STXIA ERAME N WL f R Rk, TRE Ok el RO
IEARAZE Py 7 i IR vh i 3, AT RESRIRAH R 7 I RE P B R 00 ® WA 27 STXIA Wik
IRAEAN [F) e ot o v] BE T 1 AMAA A R B P A A R A R R @ RN TV R iRy e 2
AFEBETERA RPN & & cut-off (HIFA—EL, WIRES ISR M BURfG . RKA L ELSSZ B
W P Mt SAZth 22 N2 W hm 80 70 2 AR 7T, onf B R R AT 1 — AP I0IE
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5. STX1A 5ME&TT BALITI S
5.1. STX1A S{r8BiE <&

HECT STX1A 5 Abyr GUskik i) B AT AR B/, B CAG IR $& 7= 3 m] BR 520 i 8 4 i f
5- 580 PK M E (5-FU) AR ) S 2 [46]-[48] £E B, ik STX1A J5, 4HMIZori A mE szt SR
En. BRAETIHIE, R R  5-FU FUBEARIIN 52, $E8 STXIA A Bl T4 RE s A R AE AT T
AEER . MHLHI BB, STXIA1EH SNARE FKEMLO, 7l ReIfAR B e 2940 a, T2 il id 4%
FEIZ 1 Wk R R B BV A A S FR IR B S e G U . OO R KRR LR B, 7R ORI
STX17-SNAP29-VAMP8 & & k5 IlAH I 25 B UIAH G : —J7 T, #0125 G 1% B mT 38 s 40 U 5
— 71, OGT RFuiFS AW H et 25, m SNAP23 {K O-GIcNAC 4 o] i@ i 3 5 A A A 2 A it
NGRS HERIT 25T . DR, A 3R S STXAA A Bl i s ma 2 Rk AR - ZR2E T4 LL )2 SNARE
FH G B W/ A AR SRR T AT BUR Y . AN, T IHOW EA SE oA T A B, H AT
= e SR BGE Y, v AT DA AL

5.2. STX1A A #E8 S5 R ATHLE)

HAEIGT STX1IA HE:Z5 MR 25T S ESE T 8D, B OG0 Fn HnT feidE i 2 s m e i
2R K. o, BRI ER, Mk STXIA Ja il SELRIATIRE 2 5. BIET 158, FREIIT
U, $on STXLA W] BEIE I 4k RF 4 b A Th R Fa 25 N4k 2k 50 TR 35 B g i i i 52 407 . IR,
M SNARE ZZJRAHHLHNG , Wik I S k5 34 5t 2 i 24 T Pl ) B B B A% FEUR B10& R, OGT Nifw]
F#A% SNAP29 f#) O-GIcNAC f&1fi, 123 STX17-SNAP29-VAMPS & &K i Al E Wm0, & S5
IVEATN 2 ; A, PR A AT B U0 ] B B P R . Ok, BBV R 3 W B I v RE 22 5
M2 . AFFERY, SNAP23 K O-GIcNAC A4 AT 3E SMIAA Z3 A FF G 5 ITEA A, INTTTF5 3 O S g i
24 [, AMARIE @ FE RS 25 AH D ER 1 RNA K 290 MERI 543 1, 5 I8 4 i 1045 3 i 25 3R 7L
I, 454 STXLA [IRRAThEE, AT LAHEIN L T REdid 4EFR 20 R R R RRAS . (ORIt B W A 3 i 9
W WETT NS S ATE R (HERERES, ZENUHIE T R KU SME, 7 E 2 STXLA R 5 it
FLHE— R SE.

5.3. STX1A {ERBIERITHANENX

BN, STXIA BAA—Ew] THilk, Il Reouiasr i s ARt st (H H RTIESE ) £ 2k
H ARSI S, sk Z Im R 7E[49]. BELEIESE T 1H, B ITRoR, @ik STXIA Ja Al #i 4ot
PRDIRE. HURERIET., JHR mMR AN 5- G R NE MUBTEA F B, R4 STXIA W REA B T %%
ST 52 ISR R . BeAh, FEIRBTRFARLR . BT syntaxin 1 ThfE, 045 StxlashRNA. &tk 6 fk
PR RN RERR T, AR R AR, RERRAMEAR, DUy ThHEA —E
WP TR . WNIKREIRITES , SNARE FEARKHT UL ERN], 11l STX17-SNAP29-VAMPS8 413 ff]
1 g B i 484 5 D SR e B ) BRI, T VA% SNAP23 A S 41 A4 43 WA T BT IR NG iRy 247 T2 Pl o
PRI, R STXIA AR T RS Rr RS [ S0, (ELHLAERE )6 YT BIK S AT 4 B K AE B )8
B, ARRATE S “STXIA ] + 7 IRBE T B H R IS T I T et — i oe. it
b, CAAHIRANERA ARG T IR R, W358 siRNA ¥R EUE KRAS, CEoRH B IFIELETR[50].

6. HAIFEHFEREES MK
AR ST STXLA TR (M FUB Wi %, (FREE EOD AL FREBINBL MR R EAEELL T L
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iR . o, BEEAEE AL FIER A A . B A R T R IR I A R B R T B
AL E A KRG M, 5 S0 0 25 AR R AR C)Z T, WA T UE o5 2 i R UEHE K & .
HWR, WA B ANGE R AEAE R S B — 7 T, STXLA FEAS[R] R rp 1 3 I8 B ORI PR 2 AR — 88
7, AR R B “STXL” Pifkeidls, JFAR™H&X 5 STX1IA 5 STX1B, &X#E—E
FREE XN 7 SCHREE A g SRR I ERE . PRI, WLRIBE FUIRFET AN 2 o A B FidoR STX1A W RS
RIS AMBR WA ZORIARTIRE . BRI T R AT Z5AH G, (RRR B i v 0% T R4 T e AN ER L T A
FeAk, 2 HHLENAT LA SO0 R P I BIE B A v 32, S= Hl S8 STXIA R G RIFHIRGRIE. f&fa, I
IREGAIEARHESS . A0 ZH0 AR AR R, H LRI B AHERRIERGT I AA S SER N F, =z %
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