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SeptinZE BV TN e R E XTHH X
TR & & R A

KX# MF XE FRY HF ERKR KHF RmT LR
(RRIBE TR By R B, 25 M8 T A 200 5 R T 455530, B2 650500)

HE  Septin/ TGTPEER A Kk, RGTPLEAEZ G, LAMILTY I i2 kA, FAHRE D
i E REG. Septintf A Mt X REGTRERE LS. Mis i SAnidsE FAH5E L
e By B R . Septind) 5+ R L RR L5 I B Fodh 2 £ Rk R K AKX FE AKX, Z Lk
septin & KA 69 LR A TG, septink I I Foi 22 2 Go Ik 7 K A K & 776 Rseptinfe 75 £ %,
iR At AR AR R S @ AT AR R R R R AR

X$E1R  Septin; R [; BERFH ZF; TANMIGTE 1k, s B2

The Physiological Function of Septin Protein Family and Its Effects on the
Occurrence and Development of Septin-Associated Diseases

Zhang Jiajing, Yang Yang, Liu Ying, Guo Xiaoxi, Hao Qian, Yu Jiaojiao, Zhang Xinyu, Xu Tianrui*, An Shu*
(Faculty of Life Science and Technology, Kunming University of Science and Technology,
University Based Provincial Key Laboratory of Screening and Utilization of Targeted Drugs, Kunming 650500, China)

Abstract Septins are GTP-binding proteins and belong to GTPase superfamily. Septins are ubiquitously
expressed in cells and are recognized as the fourth component of the cytoskeleton. As a component of the
cytoskeleton, septins are involved in many physiological and pathological processes, such as yeast budding, cell
division and host immune response. The abnormal expression and mutation of septin are closely related to the
development of cancers and nervous system diseases. In this review, we focus on the research progress of the
physiological functions of septins, and discuss its effects on the occurrence and development of cancers and nervous
system diseases, and summarizes the recent findings about the role of septins in host immune response.

Keywords  septins; microtubule; yeast budding; T cell proliferation and differentiation; immune response

1971 4, septinfE 2FFE B2 B} (Saccharomyces [F) I 2 ) septin P ATE fs e Y 22 R, a3k 1 T2 R AR A
cerevisiae) ™ % K I, FF HAFFCUE W], septink] % PR 22 IR ANFRAR S5 T s G A e 2, HLH 332D
R 7 22 B ) s 2 oc E 2 i SR AT AR A, e NS5 Y R AERF AR TEAS, i PAseptin A
septin)& T GTPRGHE R KK, ZGTPEGHEH. B[ N 72 U (microtubule) il 22 (microfilament) F H
T2, septinA] 78 HoAth HAZ AE Wy vh iz RIEP . BRIAS [&] £ 2 (intermediate filament).Z Ji& [ 26 VY Ff 41 A &

ki H - 2018-01-24 F25% H 1 2018-04-18

[ 5% F AR RS (IHE S 81460253, 81760264)HI AT H SRR FE 4 (HEHE S 2017FB04S) ¥ B 1) PR

*ESEE . Tel: 0871- 65916005, E-mail: aslxj@mail.ustc.edu.cn; tianruixu@kmust.edu.cn

Received: January 24, 2018 Accepted: April 18,2018

This work was supported by the National Natural Science Foundation of China (Grant No.81460253, 81760264) and Yunnan Natural Science Foundation (Grant
No.2017FB045)

*Corresponding author. Tel: +86-871-65916005, E-mail: aslxj@mail.ustc.edu.cn; tianruixu@kmust.edu.cn

I 285 HH BRI 7] : 2018-07-25 12:31:01 URL: http://kns.cnki.net/kems/detail/31.2035.Q.20180725.1230.018.html




Tk K B4 Septin£E [ AR HE D) B B S AH Do R AL kR B2 I 1393

ZREAP. B Rseptin/F 41 RS, (HAFAER Z I
IR, T FLAS T ) 2 0 AT LGRS S92 o
Septinfk T 2 M5 RN AE FF AT A5 41, 8 5
SRRV Sh 20 ARG 1 22 2 P B 1 S M AL
R B

1 Septin&E HRVLEMFF R K 72K

Septin)& T GTPREH Z K1, BATE G GTPH
BE 0, (A I AN BT septin#B A /K G TP AE
KT HALKRGTP R T AR A~ Dy 6e H RT3 A
TH AW, AR A ) septinds) B AT HH [F] 1) 28 Jh 45 1)
i s A7 T 0 IGTP4: 4 48(GTP-binding domain),
JRFRGTPHG I (GTPase domain), 17 F- 1% 4% #4) 38 94 3
(RNt [X 33 AN C-3 X 3B 1) . Hor, GTPSS & 1807
ANEDE A spetin i FE LR 51, HR U5 2 B2/ 77 41 A )y g
FIANEL, AZIX IR AT 7 AGLL G2 G3. GAZE4D A
7] D RE . G1TREI XA PR N P-loop, = EH 145
“GTPRIBEIR R 4], G2MAEWS 45 5 Mg IG3 D g ik
RIKFEGTPRT L 75 1, GATN eI AT 45 5 GTPH 1)
WIS T IS . GTPZE A I S 1 C-im 1 DX 382 H 534N
JEE AR S (1) 0 25 IR 9 25k 2 i ) septin B 4 Ji7 A4 (septin
unique element, SUE), SUE &septinfi 7] T H At GTP
ity ) il AR 5 AT

SeptinfN-%i & — M il 2 R & 5 [X (proline-
rich region), C-%ii A] ¥ 1845 Hh B2 i 45 #4 (coiled coil).
AN [F] septinfE &5 4] b 1 3 B X 1) #E T~ N-3ii A1 C- i 1Y)
IR AL P H B FE AR o £ [ — AR,
AN [A]septin 1) C-ii 1) 24 25 R 7 £ DR 15 50%~6 0% 1 A
PR, HF 7 22 BH, septinfRIN-uiii B T 4 Bl T-septin
Z [AIA B 255 T BT 4 22 4%, 38 ] S 31 55 A 41 Py
B AR B M AR BAE DR . AEN-Im FIGTPZS &
B A — B 2 Bl 28 B [X 38 (polybasic region),
septin F] 18 1 1% B 45 1) 5 4 i L 1 8l I Pk JUL 14, 5-
“W§F& (phosphatidylinositol 4,5-bisphosphate, PIP2)
AHEAE R T 45 & T A ME™ . AR septinl] FH C-
ity 5 [ W E AT T RS VR R AR i R e gt 4, X
FEseptin 2 A IY AT 4 22 B A 4E 34 (1 LAl

N AR i iseptint [ 1) Jk X A5 13M(SEPTI~
SEPTI2FISEPTI4), 3£+ 1y 5L, A2 ffseptin ]
L4y A DU A 2 B (subgroup), 43 %l /&: SEPT2(SEPTI.
SEPT2. SEPT4. SEPTS), SEPT3(SEPT3. SEPT9.
SEPT12), SEPT6(SEPT6. SEPTS. SEPT10. SEPTI11,

SEPT14)f1SEPT7(SEPT7. SEPTI3)F(|K1).

J& F-SEPT6V. B (f)septin /1 T Bt = 75 & B2 7k %
(Thr78), K, NEEKGGTP/K i GDP. — Lseptinff 45
T3k ¥y FAAR Th 58 Fe A [7) S 74 2 (18] [ N-iig £ C-ity [ R
RGN ARG HE, X EEAR] 1§ septindi FI K
TR ARRE N B A BAERA 7 DhRe A e,

K E AN [F) IE B ¥ septin 7] 8 1 GTPSS A 3k (FR 2
RNGHE k) B N-ii [X 45 FC-3i [X (PR 22 N-$22 3k Al
C-4 Sk )M .45 & T N-GH Sk FIN-CH2 Sk 4 3% 1
LRSI B R B . Z R BRI AR BTN
X FR ) 5 JR 7S % AR (SEPT7-SEPT6-SEPT2-SEPT2-
SEPT6-SEPT7) 8k 7 i )\ 544 (SEPT9-SEPT7-
SEPT6-SEPT2-SEPT2-SEPT6-SEPT7-SEPT9). VA
TN RAREG A 3IF L RERI 3N AN [Fseptin, 117 78 J\ KK
A Kk B4R A 4 A [Flseptine  H o1, SEPT7-
SEPT6. SEPT2-SEPT2FISEPT6-SEPT7 4% E i N-C 22
3L AHIE, MISEPT9-SEPT7. SEPT6-SEPT2. SEPT2-
SEPT6 A SEPT7-SEPTO /& i G-GH% 3k AHiE 2,
SeptinfEHLAA P 2H 25 il 1y 58 A4 B3 ey 58 A4 fige 5 ke A
NI R, 1% 00 FE Zseptingh & 5 IR
7, R\ AaamlsiE i o Eh. m
4k R B, septingh A 25 [ 7 1 35 52 M septin 22 IR
FUBRAR 15 0 25 K6 VT T2 o S 3 A i 0 8 WA A 400 L P 1)
I3 At 5K Trseptinghi 14 1) _E R B 7T 45 R O & AE 9
RESH B R0 FL A0 ) 48 pa > e A SR SE

2 SeptinZE HHIEARE IR HE

VE R S BR85 A, septinfE U 2 B BE H 2F 07 18 1)
ThEE e NiE HE . Septinfl N X E AR WA
22 Fi #1 9% 5 H-E(centromere-associated protein-E,
CENP-E)[f) i€ A7+ Tt 1 W 2% 1 T7 B S TAH Ff 3
FIEE T R IE EEAER .
2.1 AEEEHIFEE

Septinz: PR 5 4] /& 75 25 5 W B rpOR B, Hogm i
(2R (A N SRR (X — Th Rt 78 R P e i 7T
(B NEMI . Septin Al H m 45 SEEE R Z A
Al 2R [, IR L 8 (/e ThAg F A B, b
VAR FERER) HH 2F . TE 2R BERERE /) 240G Y, B Jaseptin
SENL T HZEEAL. SR E . septin? ) E
7 e SRR AN WA T2 75 FoAth 2 Bl R (1
Horb, £ BB R G A G M2 224 1 AR F142(cell
division control protein 42, CDC42)!'¥, if 75 CDC42 1
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88 H Gicl1(GTPase-interacting component 1) Fll I RR RS AR R P
Gic2(GTPase-interacting component 2) A 41 Jifg J& 1 &5 2.2 JHIECENP-EE{iL

AR B CDC 28 (cyclin-dependent kinases 28)F/1 VENSCBRER 1, septindE i i 5 5 B R A5 H 1
pho85%%, XL (15 Hseptinfl BLAEH, JF#siti e BE, MnfEAb T 2270 24 b e dnfia b, A7 T 7RiE ik i
HZE AL, septin£T- 4 22 7] 5 CENP-EAH H.{E H, f# 5 & th g AL

TE B2 BE 28 T2 BR J5 RV 22 49 24117 19 31X B i (], T I/RIEMR . CENP-EfEAA 22 3 2 fEh A BT
septin¥ A 7 tH ZF H A7 IZ B T B — V0 e DR i 5 POARRIT R AT R N B . B FER B, W2
(hourglass-shaped collar). 1E i 5T 7 % 7, ¥ IR KRSEPT2EKSEPT7, 4% i 4444 JovZ: IE ¥ HE 51l 7 /v 1
BRI Rl 2 — 2 9, TR U AN BT [ septin A (septin PR b, GH IR G A AN 2 43 B
ring), HA — AN T BB (2804, 55— AN Je SR TR B, SEPT7 nJ i ok JH: 42 25 oR ity 45 74
T AR BRI 2 SP(E2) . BRI EHATIA N, 15 5 CENP-EAH BAE H, KAa € & 2 R MICENP-EH
septin¥h I A e 7= A 5| I BES> R AW 70, T B it . b, o IR gm i [E I 2 SEPT2 MISEPT 75K
I3 ZL RIS S 77 32 2 B AL T septind 4[] B AT U 4 14 CENP-E, 540 73 &b 1, s 5 45 22 b () 45 6K
(1 L5l Bk 2% [ PR (actomypsin ring, AMR) T ;= 4221, SEREA, Fr PlseptinXf £2 € CENP-EAE G (AR 1) &
AMRIHEZH 73 ZMyol(Myosin 1), EJE TULaIER AL L QOARAERTER KA 7 73045 557 T K 45 55 H 2
HH, Myol il il idseptinf 25 B H M 2R 240 /EH, AN, septin 5 CENP-E R H A F A7 B FFaE
My R Ab 2 S5 TERE I 2F I REPY . B2, septinfFEoA T AN 22 R AR BAEH
XHE A R A A Z A AR DIRe R R E B 2.3 SeptiniffiZ M EEH ML
RE R H 25 30050 B 0T 4 AL, IX S8 B (7R R B HE 2 WE RO SHRERNEEA 2 —, WEE

Proline rich Polybasic GTP-binding
region region domain "SUE Coiled coil

COO’—'GCNC ‘ c

\
o - — € —€ €—{}—
EEEI G- €€

NH3*

NH3*

El1 SeptinsT®E ARIEN LR ELREE
Fig.1 Classification and structure diagram of septins

Mother yeast

) ) Budding yeast
. Septin ring P /
0 |
/ 9 \\ : , /,7"//
Nucleus

&2 SeptinsiFizEEEFHZF
Fig.2 Septins regulate yeast budding
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[ X 48 N I 20 B 2 AN AR K 2 F B IS . e fr
BEYHPE R T Be SR, RT3, T
MG ST B &AM AR Dy RE R SEI 3
BHETMESAED. SIAEAMMEMEEZ
MRS . T 256 B B B R 5 e ml e i T 4%
T R 1 9N 4% 110 2 25 33 1T s ) 0B T )

Septin& M E & G EAMEIER B Z —, K
HomEsSAEEAREMAEMERAMSE L, b
septin H 5 35 4 U B (1 IR 48 AR ELAR . DR 40 i b
5. septinh A [F] K 4 4b T A ) 1 43 24 44,
septin 5 14U B [ I 2% ¥ 3k 5 A R AR AL R . A
2 8 FR X SE T AR A K, septin 5 i 8 1 4% 1 B
SE DA AZ A RS RN ZH LB 4 J&) 37 e 4h, septinff) R
AR AL L SRR N 2 SR AR B B A Ak K
BIVE S IE A EE MM . Flseptinfh KA, X
i 5 12 AN A . W0 7E HeLa4fl ff B4 IKSEPT7
()22 35 7K P ¥ 4 S B HeLadi i X 1055 i 58 25 1 v
2% 15 W (nocodazole) = AE i 254 28, e N FLAR L
B 4T R R SR SEPT9E IR ¥ 2 5 802 TR /K11
R, BRSO RIEKP L BEm™,
B (152, SEPTOTE 2 F i 20 i Hp 1) sy R 04 42 53K
i 88 4 i 0T T R e )R A P AR T 245 1Y)
[30]0

Septinff AN [A], X 18 B B 1R S A1 1)
SN TR ANAH ] o 7EHeLaZil fi Hh FF{RSEPT 7/ R IA /K
P2 T3 OB K BB AP, FEMDCK A
i s FHRNAITHESEPT2 /¥ 3Rk, 7T 5] Rl 1 2R &k
[t At.(polyglutamylated) & 11 7K T B AR, 5 &k i A,
T 2 B 1) — Bl W RE S B, HonT R
g6 EA. SIAERSEIMHEEAERBY,

KT SEPT2HISEPT 7 & 2 T AR Fa e 14 1
S FALEI CEEA T E . BTN, SEPT2. SEPT7AHI
SEPT6 1] JE i SEPT2-SEPT6-SEPT7H &1k, % H &
RBE W 85 G 2 Bk, XnTER TiE 4 & EA
4(microtube-associated protein 4, MAP4)1, MAP4
e — M 2 BRI AR E T, nl i R R i
TS 4 & S U E T30, RS 2 RIAR T
B, (A I 4 4 45 #3808 1T 5 SEPT2 B 44 45
%, B, SEPT2 0] Jd it 55 45 K 2 FIMAP4 3 B 5 7
2 BAIREE S MIMAPAE & )k D, Wi 5l iR fE £
R Mk 55

AN, R MR R B, 78 b R A R AL T R

HH, septin AT I AR IE ) g 10 R, R R TR 2
AR R T 1) Sk IR B A (R o A A%
septinfy B T PR 5 3 R I A2 € 14, 1M 46 & septin
HETHE AR EK I te T H K7 mt,

[Rl I, septin Al Jl I RIS 5E A& E AN
SEERE DT R BRI IS AE IR B O SRR N 2
RTINS B E . Ak, septinid n] 1213
B IR () 43 AT AR AE
2.4 SeptinX] THHAEETEFN 53 L BI SN

SeptinfEy—/N 2 RIARI S E H, HXTTH
MR A ST A A .

I 37 )N OB R 2 b e e R M R 4
SEPT9FE DK {1 BIF 55, R I vt o ik Jit 44 R SEPT9 5%
AJ S B0 R R AT i B CD*/CD* XU B £ T4 A
B n, %/ RN E BT AN B £ i sk, 1
FERE 1055, HU ST M6k R SEPTORE A, 1y Hh o
1B 12T i (central memory T cell)E &34 i, fit LA
SEPTO RJ 38 3 5% 1 TH M (%) 2 8 23 AT 5 00 T4 A 1Y)
Fas,

7 — WU ¢ & B T SEPT6XT i ifn T 41 g
(hematopoietic stem cell, HSC)7 {£ & fig ) 52 M,
SEPT6HE A i 5, HSCHIAS HEIE Ae 39 I, {5 H: m) itk 2
M ) A3 A R AR T O, 53 £ (IHSCAT i 4 1k
B B 20 A, 1T Tk B2 4 A ) it W S il D B4 I
— &5 B, SEPT6XHSCAE [ ik B 410 A 4 4L i 72
HR R I .

Septin X TZH M 38 58 1 52 BN B2 % . TR AH
S PR 1 T JE R R R . A TR R
B, CEGN IR T AIRIBCT, septindk 2% (O TEH MK A R
SE R 432, T2 TN -5 P i 3o S 41 3 R 15
FRIT, seprindg IR m 5 IO TAH I SR B0 H 1 5 1 36
Ae /3550, HHl, septinfE AN [F] 2640 N X TAH H 1 58 6
DI S () B oy P LA AN 48

3 SeptinfE 40 RE P RIIEH

40 B 8 — B E R AR G o 4 R o
AL ff EEIR0 T TR P 4T A e, 7 41
L P S A 4 A P S 40 M 4
IS0 5 P 1 2 G SRR B R o
YR 4R AL 48, septindE4H B8 IR 4L I 2 e s
i 1 A e, (E RS — RIUBE LR,
septin F: 2 i1 14 15k e of F5 K% 7 i 2 4 97 70 44
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RGN [FI B B 45 A B A IR,
3.1 SeptinfEHEZIM R AKE R EMMEITIZH
HI1ER

Ji7 1 955 Ji P K % #F % (Enteropathogenic
Escherichia coli, EPEC) & — M 2= [R [ ML B, 7l 5l
HCHEYS . e I 5 LA UE B T septinfEEPECR %%
i F 40 f ok #2 A e . EPECH A = R 40 R
4 (type 111 secretion system, T3SS)Fs H 3w 85 -
157 6 Pt 2 52 44 (translocated intimin receptor, Tir)iF A\
T8 F AU I, M WEPECHR I (¥1% Bt 2 (intimin)
FEALH 2 ¥ 5 . Intimin-Tir A0 BAEH A5 T EPEC
ANAE = 40 I 1) 1) 286 PR, T) A E — 2R 71 oAt 2 3 1
BT AT 51 R E A R 5T LS 8 AR 4RSS R
W, T BN T 2K, e 2 A8 20 R 5
TE R — A JEC JRE FF 45 #4(pedestal-like structures)™”(
3A).

T ISR B, SEPTO/EEPECIE Jeid 72 Rk
P45 B EAE Y, EPECTH] 3@ i T3SSSL B X SEPT9
HIBERR AL, FRAKSEPTOM MR b 7K VK 2> #l | EPEC
X 1 3 40 B 1 &G B S EPECHT P2 A I 4l P 5 1. 24
1M, T3SSTWERL (L SEPTO B A4 73 7 MLk H §i 5 AH
B AN, EPECHEE 1% K+ 1l 5 sh i iR 1k
SR [N SK 2 SEPTO 1 i R X /K “F, I 75 41 g Ji
Qb SEIILATSEPTO ) 55 45 AV 2H 25, e 24 Bl 32 22 i UL
Bl HE R B I I A A 5 4, septins H AT EE 2R LB £
F 450 B LD REPY(EI3A).

SEPT2-SEPT6-SEPT7-SEPTOR 4 1k 2 5 #f ¢
¥R 28 B AT 18 (Clostridium difficile) ) Gt F2. 3k
HER IR 25 FAT B8 SRR HMERR 1, Ho] 51 N K
%, MEIETE, HERTTMIET . MR B E0% &
= AN HFEFEM(C. difficile transferase, CDT), 41 &
MNFEARCDT ), 40 R = A5 R A 2 K B, £
L 3h i A 2 AR 1 iR %, SEPT2-SEPT6-SEPT7-
SEPTOK & 1A # 25 42 28 RIS TV B HE 1) 4 PR A Ak
FEIEAL, septin 5 HAl & Ff 42 1, 41CDC42. CDC42
] %% B - BORG(binder of Rho GTPase) 2 EB1(end
binding 1) EAEFH, HAEBIEN T3 B A K IE
Riiti(plus end)” ., septiniF & iH T EB1SEILHE &
AN 22 SR AN, I E SO SE KT ), 1T TR A i
R, ZRE T EERAERE, AT EEANRE
3B). SeptinfEXR HMEMR B AL VR F 5 L AE R
BEZF A U O AR L, BT RAAE D 40 i JsE A

S B PR K20 T B R SR B e, DR T S B e
A PRI RE T A AH R AR 4 X = Ak, X e
Ko 1A BRI X %= N AH BAEH, B85 A 20 & 1%
ATV F IR .

U FEAZ GeqE T 40 Mk A b, B T RETE R B
TR JEC A 5 A R L R TR HH A, A S A B AR K
2 o 488 A 2= W 4y B (Listeria monocytogenes) A1 H[ /R
#% W (Yersinia spp) R 73 7l M| FH “HiL HE” (zipper) M1 fil
K (trigger) WL R et £ 41 H

R E R T R 2 IR, & &Bam &
PEPER AR 2 — . i Ed R E A AR
A(internalin A, InlA)A1 N4t % B(internalin B, InIB)
43 ) 5 15 5 40 i B B A9 E-45 %% 8% (A (E-Cadherin) Al
c-MethH HAFE F, <2 I 1 = 40 Bl B 286 B A4z el
TEAR Ge it FE v, LE 15 32 20 B A= G850 A7 70 48 B 1 <> T
JSC— N MOIR B TUT R, 4 B A7 T A0 Hh 48 TR A0 40 i A
NI A-E45 %5 5 [ s InIB-MetZh By 46—, Hrp—A
InlA-E45 %4 H B InlB-Met£> J B4 % 1R 45 #4911
3C). I A A A IR, TE 4 M 442 G A 42
HRKERISEPTIE £, 2 G £, Z=0%s
PR QiR AL 2 K AE LB I 2 3R A S JiSseptin
IR K. B =B RZ, SEPT2H &2 it 2=
Yo B 4R Gt TSEPT I RIME AR . BT A, AR [F]
septins 7F4H B 17 GL i F2 Hh 3 11 A Ea AN [R] 2,

AR i R AL ) A2 % 40 P 1) 3 IR S B TR (Shigella
Sflexneri)F 5 A5G F£V0 1T IR EE (Salmonella typhimurium),
EATE T = 25U R G P o WA T3S SR, £ [ AT
5l i septin T B, 5 B0 G50 A7 1 200 e J 2 4t 4
S ERARITTE B, FoFH AR N 12 40 ) (E3D).
3.2 Septin5EAREKHEE{ER

FEIR IR AR N TG ARG, EATR R A 2 Fh
77 2 BT 3 A0 M G e B2, DASE B 1 3 48
M IR, AR N AEAE AV . v R A SR AR
(Chlamydia trachomatis)F W& Jili %= [4] % (Legionella
pneumophila), "€ AT ] DL B0 65 AT 4 i 2H 45,
HESLE A H A IS AVETE 1 M N 7N # (intracellular
Niche)o HoAth—L85 JRAKRIIA 45 o . 96 IRE TR
VB 8.3 K KT B (Mycobacterium marinum)F 37 58 IR AR
(Rickettsia spp)&5 n] LA EL 42306 Y AWk e A T 3236, 7E
16 20 o rh A AR

T FRATHRE T 1 septin 5 B P 9 iR A ) AH HAE
FH, R 3 septin 4] 4 47 b BR AR S5 A4 Bl P9 /N 2 11)
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56 BEVE K W Bl A 2 905 18 S5 R BAAR T 9 PR 2 B TR R

VO HR AR 5 A — b A 0 P g A, & WT DAAE
N L 5 v 2 o P SV P B W TR,
IHRA SR AR N T BeAE JEi A A AF AT, e 5
FENLZ)) 55 1 R & (A (vimentin) 55 H [R) 27 45 2 52
TS FE, IR0 W BAT B e 0 AR R A4 B g
7% 7% A 7-(chlamydial proteasome-like activity factor,
CPAF)Z i 57, LA N 2& 30 i) A AR AN 3 v, 3 31
W 7t % B, SEPT2-SEPT11-SEPT7-SEPTOE & 14 {h
Wesr e EFW AR BT, JF 5 LB E B A EAEH .
i 5 A i 2% % (Forchlorfenuron) #1 il septin 1) JE 4E, X
¥ M FA i 45k, FIsiRNAT Hiseptin/f) 4
i, R x4 1) AR A4 S 7 DY A septin AL B) R E A
B ()T B, I PR o) 760 A0 PP 5t 2« T . 4
7N, SEPT2HH /2 CPAF IR . HEFE# AN, CPAFXT
SEPT2 ) il U144 A7 By T %30 J& Pl 240 1 22 45 #g 1) 22
H(E3E).

AL T B 5T r A oA B S R R S 7 R A G 4 R

Enteropathogenic
Escherichia coli ( )

Intimin

Septin-ring

T3SS effectors BOR(Q,:DC42

e
e

©) (), s

Salmonella or
typhimurium

T3SS effectors

Actin

T3SS

Clostridium difficile

=
Microtublin———=

+ , Chlamydia trachomatis

AT LME LB R B 2 SR AR R 2 B Ak, FF R 3
75 M 5T N # 3l K 7E 20 B TRl 9 1. E 20 PR B B
septinsJR A #% 2 4R = MU UL Bh B B 2 AR b, IR
JseptinZE IR 45 ¥4 (septin-cage) £ 5= =34 i Py 411 1 (B
3F). Wi 4 septinZE IR 45 ¥4 I % A, ¥ 38 A T
WLZh 8 R S P E i, IR R T 4 R A 0
(8] 4B B8 2R BE ] F-a(tumor necrosis factor o,
TNFo), — 255 B I G I 1 32 40 I BT 7 A 1) 98
A, WA i3k septinZE AR 45 44 (1) % 18, () BN ] 1] JUL
B H 2 BRI 2 A S BB R AR A R i
AU, A, EARE R, BOIRAE M N Fid
TR A A ) 22 1 RV g AR N P A . TR, septin ]
DA RE 1) b B 5T P 4 1 30 B A B ) Fr 9, 9
Tt gn e H W, BT PhseptintE 15 £ R IR T [ Wi #
HOR A HEAER .

4 SeptinXHHXERELZE L RIIF
4.1 Septin5HhiE
Septin5Ras¥y) J& T-GTPEGHE 5k Al I, 1] 456

Septins

Actin Shigells flexneri
CPAF or Listeria
Septin-cage

Actin

A: Septins -5 4 it Ji 1 KA AT AR L A B JBEIR S5 R DT Jle. B Septins 25 H0UE AR MR 27 FROAT B I L 200 Mo 28t RO TR Sl (41 B R 2 3R T
TEJE B septindf, ZL AL LR LA ifseptindh ). C: SeptinsZ: 5 2= ik i il id L REHLHI N2 . D: SeptinsZ 5 s [RE B W/ F A TE VD 1]
KR AR B IR . E: SeptinsZ 5V IRAR SRR I . F: 95 IRE VLR Bseptin ARG o

A: Septins involved in the biogenesis process of enteropathogenic E. coli (EPEC) pedestal. B: the interaction of septin with the factors CDC42. BORG

and EBI leads to the formation of cell protrusion after host cells infected with Clostridium difficile (the red dotted circle represents the septin ring that

is being formed, and the red real circle represents the septin ring that has been formed). C: Zipper-mediated entry by L. monocytogenes. D: trigger-

mediated entry by S. flexneri or S. typhimurium. E: Septins involved in the infection process of C. trachomatis. F: S. flexneri septin cage.
&3 Septins7E 405 B AIIER
[Z]3 Septins function in bacterial infection
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FEKRGTP. o, Rasthli M A48 S (1) 9 FE IR, L2
BE R NRME R AR EEVIMG. S +R
R FE R B, septindk K] 5848 5 H R 1A KT 1281k,
e — SR o . FLIRSE . U0 SR K 4
Jo B W i 25 A R BT, Septinill 2R 5 %, AN [A] 1)
septin ] 38 1 AN 5] ) 23 AL xS ik e 1) A = AR A
G2

4.1.1 Septinh & fjm  fEseptin5 MR KA KR
(I B2, SEPTOXT L9 & A= 11 5% 1 fe 7
K, M E% 52 RVEM), 7E B A septins 1, SEPT95
% Tl v JRE 1) e A2 R R B U AR O

CVA I FL RN, R 1 75 25 K] (mixed lineage
leukemia, MLL) "] ¥ £ FT-SEPT9%: K| 4b, I % ik
MLL-SEPTOf ik & 8 ™, )5 420 78 & B, SEPT2.
SEPT5. SEPT6FISEPT11H ;2MLLH il & & A,
MLL-SEPTHX & 8 1 HIN-ii AMLL 3 73 N-3ii [ 71,
septin7e B¢ 7 41 ' 48 B MLL N3 5 #1984 MLLKE
BR] Fll septin i [R] P fl -5 P 5 350 2 Fft (3 10099 (a2 1k 9k
BV I S PR BE T A s A0 18 4 v e 4T
P %), H AT TMLL-SEPTH & & (4 3k 1 1f
T R R R R B Sy TR AN 48 o A 0 ST HEN,
MLL & — Fh 41 £ [H -8 2 IRN- FF 2 7% #2 lilg, MLLY5
septinfif & )5, septin 7] @i H &5 A HAEH, FEEMLL
TORAR, AEMLLAE B0, I R 0SS MLL ]
5| i — S I K] G Hox 25 TR ik Ji 3R ikBY, L4k, septin
5 78 i B R 200 e 24 443 PR A LA P A RT BB AE 1ML
Toi P R A T FR R — e B P,

IKISEPTORE K W] AE Jy 101 % 55 3 #5: SL-3 I DN A #ifi
AL AL, M 51 RS T B itk 98 11 % 242, BT LASEPTY
5 DRI A It 0 A A i o AT 2
4.12 Septin5 FUAR & A= 9P £ 72 b 75 A
IR EL g 1) R A R A DR A, A L e R B B g
1, SEPT9JE PR 43 I\ R & 55 A 5 DN U i A e E
O\ BRI e 4 i 2R Th SEPTOE PR SR I £ #% DL, AF
KB4y OF S A0 FLAR S Y, SEPTOER [ 1R IE/KF
B2 1R . SEPTOAT B E BYBY, AN [A] Y Y 2 []
RiLwmPHT R R ERENEERER.
SEPTO/R [A] 3V 284 ity ek 3 32 of i 8 2 % 8 A S T AS
[ WISEPTYi4 )it 22 15 ] 14 56 fit 98 4 i (1) 1T #%
B8 7155, TMISEPTO il 13 1A vl #4321t 2R
25 (3 P, A B S g AN LA X Ak T 25 e A i
ZHPER, b AN, SEPTO- i 138 1] & 5 Jun S5 51 1,

g 33 L e T o 3 i )
4.13 Septinb#MAMRE  SEPTOS 4y Ele
B R AR B I 5% . SEPTOE 45 i B W i Fi e 41
LR RKIER AL RIBKTFERFETRE. A
45 iz LM vh I JRE e e AR 1) K e, SEPT9 mRNA) 5%
ST FAR, [ SEPTO ) 22 ik B th W B R P&
B AASEPTOM & & 2 N R, HAEA A R IE
KV XA AN, HA SEPT_ i1 3 IA /KTt PRI
[, HoA JURHE BUSEPTY_i2. SEPT9_i4 fISEPT9_i5
()RR 7K V15 45 B e s N P Jed 2 52 A i v B B T
=T 4 i B e e A 23 SEPTO R 1A 7KK 5 3
FE SRR T X CpG iy A 2K, 1 CpG iy FE AR ALK
PR B T A SEPTORE R #% % . Fir LA 25 H 3
ARG AL B IR 1 45 e 2R A, SOnT Y SEPT9 R
25K FE, | BTSEPTIHE PR HY JE 4K, 7K ~F A6 )
TR FH T I PR 7 2 45 1 B des Y
4.14 Septing § # B 2 HE A 5 DU & R
I, S RE BOAE R HE 44t 528 =00 2291 B Je Hh AT
22 tH LErbBHE A% 5 it 3 1k {4 #L1¢1, ErbB2(Erb
receptor tyrosine kinase 2)J& T 38 A K K 1% /&
(epidermal growth factor receptor, EGFR) % [ 5k
(ErbB1/EGFR. ErbB2. ErbB3. ErbB4). EGFRE
P 5 25 T 2 R 42 200 e ) A R R 4k, T S 41
FHEGFRZ W #iid 04 Hoox (i 1ty 40 i A AT At
CAErbB2 Ay #E bR 1) e ¥6 7 7 1%, 4N {8 FHErbB24t
A SR AE IT S RES ), AR T SO B, (HRIR 2
o5 N 2338 W e AL TR 24 PR, WF AR BN, AE B A
Ml & f{ISEPT2. SEPT7. SEPTO/ZErbB2f] 4 & &
1. SEPTOTEHGE-20MIAGSH fh 5 J& 40 ffy & vh &
—PERIE, 78 IEH BB 5240 i (gastric antrum) 1 A
Fk, SEPT2MISEPT7/E IEH 1) B 24l iR B &
ik, 15 B A R T e R A, A 15 e A A
septin [ 215K 2> 5 B EbB2#R 2 R AL A 2 (A B 14
WA DL LW FU 45 SRR W, septinfF NErbB2#T
[ & A, T L ErbB2AE 40 i S R, R
P ErbB2 4 T #5712 A0 RN B VS A P T, ax S A
ErbB2 N HEAR I B a7 #2417 S 2 ) SRR,
JSErbB2 (11 24 14 - 3K BT I L
4.2 Septin5HE ARG KR

WER L, G EFhseptin K I ik i 2 5 £ fhih &4
RETIMIRAEFR R, &H a-F % E A 1
JoT AR A A 22 FhA 28 3R SRR AT M 05 (A ) 4 AR
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B 5y PRI RN 2 R G E A0 IR BAR B . AR
PR, o= 2R ik B 3 PH A ) B 0 4 45 SEP T4, {H
ANEr HoAthseptin X R B 03, 24SEPT4 5 o- R fiflt#% 25
FEAP 2 A0 i 3 R TE I, EATTRT LR B 25 A R 1) 6
PRROT i A A 20 0 i [F) I R IASEP T4, a- 5K fih
8 A3 —Fh ik B A4 AH 26 2 F synphilin- 115, 4
W FETe,

A% 1 PR 2 9 M UL 28 4 (hereditary neuralgic
amyotrophy, HNA)& — P18 14 3E 4T 1+ 2 P2 1 25 4
PRSI, L dR L ) SR 1 ) R P 2205, AR R it
5. SEPTORER RAZAE Z HIHNATR N P A B0, {5
SEPT9 5| EHNA K AR 77 4L H RT3 AR 2.

LAk, 55— septinZK % i, 51 SEPTS ] it izt £ F
T € ¥ BE BT 4K & F(amyloid precursor protein, APP)
117K i iFBACE1(B-site APP-cleaving enzyme)X i /K
R BRI 1) 9 B R P AR . BACELH] /K i
APPIIB-A7 £, 33 1M 72 A2 0+ 22 40 Bl A B3 PE AR
Jik (amyloid B-protein, AB)F1 7] ¥ 4 ¥ APPB(amyloid
precursor protein B). SEPT8Xf BACE mRNA ¥4 %/K
SEERCA R, (H BT FRRBACEL & K, i)
ABZ KA R, X o 4 L B R E T . AL
WA, SEPT8{E S48 8 1 v] fig it id 52 BACEL 1)
3306 R A T R 4% LA 4 i ) B BT,

5 REERE

H 197 14Fseptins 8 1 5 4 R IS, R 3% 48
I & A= 3 Th RE A 4R A B A P A i 2 9
IR A R ST A EEL M5, BT LA, septin/ T Ih g
[IRE 7 — B A s . B 2RI L, septinff)
A H R B AR BRI e CRONTE 2 .

Septin/& T-GTPEHE KRR A, |2 Rk T FrAE
Y2 A AR R, AR AN R R 41 4R )
Bz —. BRITEFRM, septintf BEREH ZF . fil
EE A MRS TAT . TR 24 A0 5
P IR G FE A 35 R 4 B R AR VR, I Hoseptin 5
FACPPR A S RGRR IR E R EEYIMK. H
Tseptinfi ik %, S5 R4, RN A6 72, I
Aedk £, H Bl fEseptinm 2¢ 457 Meseptin kK 15 H i £
AW Dy Re B AR Sy T WL &5 D7 T AN A 2 B4 i)
G AE ARV BEAE T IR S R AR 1) H AN R i
T5 BT 1 AR 1) i K FLAE S5 M R T PR B
Xfseptin 4= )24 T RET 2 IR NI 506 A B T 84T

fift eI IR septinfE 25 ¥4 A1 T g 77 ThI AR )

L2, septin B Rl 22 AR 45 0 1 3t — 20 @ AT,
oo N A BTy R RN g 2L AR 3 T e 14 18] BH B35 )
Fefitle XFseptinE %% Dy e S AW Dy e BT ik S 1)
FARG> WU BT, 422 NseptinAH B0 K112 K
FVEIT P R AR -
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