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WA FRABERFE S HS-periaxinEEHES

ERK BELMHFE
(L2 157 T TR AT A S0 5, Py R 527, KR 030006)

f8E  S-periaxin® @ A FEIE K 20045 1R X0 — P & @, AEFMHBOR T T HREE
2R, ZEO ARG R LI ARMETIELS FEIFEA 69K % . Periaxin 2k B &) TmRNAT 477 X 49
TR 5T VA % Al By K 42 TR ) 694 PDZ 4 #13% 89 % &1, B L-periaxinA=S-periaxin, #Fr& & f£56 01 K,
4m iR 0 EALAFAE B B 89 £ 5, A8%tL-periaxinfn &, S-periaxin L& # F L& ME LA M F AR
AR KA H, . % XK R A9 56 0 1K, 28 A RSC96 %, 1% T S-periaxinik B, M T JRAZ & L BARPET-
M-3C-S-periaxin, 7= KA H T #HAT L&A, £ Ni-NTA ¥ A2AE FeSephacryl S-20048 K E A7 42 5K AF
wokeh g B 89& 4. Rt fi;ﬁ%iﬂ%éy\)fﬁ% B 8 R AR AR BA, S-periaxin @ RIS 5 T R
Bl RAE RN . f i iR A&, S-periaxink & A LR RE G A ZAVER . 790, MIET R,
AT RALA LG, AR ZRGE0WT @A S-periaxin%éz 18] 649 AR ZAE ) .

KHEIE  periaxing it E PG A, S BEATIR; e SLUITE; U7 G HAR

Analysis of Protein Interaction Between S-periaxin by Bimolecular

Fluorescence Complementation Assay

Ren Yemeli, Shi Yawei*

(Key Laboratory of Chemical Biology and Molecular Engineering, Ministry of Education, China;
Institute of Biotechnology, Shanxi University, Taiyuan 030006, China)

Abstract Periaxin is expressed by myelinating Schwann cells and plays an essential role in stabilizing the
Schwann cell-axon unit in the myelinated fibers of the vertebra. Mutations in the periaxin gene are known to cause
autosomal recessive demyelinating Charcot-Marie-Tooth (CMT4F). Periaxin gene encodes L-periaxin and a trun-
cated isoform, S-periaxin, which have an N-terminal PDZ domain and are targeted differently in the Schwann cell.
The molecular structure and biological function of S-periaxin are unknown to date. In this work, the DNA sequence
encoding S-periaxin was cloned into the vector pET-M-3C to form a recombinant plasmid pET-M-3C-S-periaxin.
The recombinant protein was overexpressed in E.coli BL21 and purified by Ni-NTA column and Sephacryl S-200
column. S-periaxin was easy to form the different degree of polymerization in vitro by glutaraldehyde crosslinking.
S-periaxin could homodimerize with coimmunoprecipitation. In addition, bimolecular fluorescence complementa-
tion (BiFC) system was developed by splitting mCherry. BiFC demonstrated S-periaxin could also form homodimer
in E.coli BL21 and RSC96 cell.

Key words periaxin; Schwann cells; glutaraldehyde crosslinking; coimmunoprecipitation; bimolecular

fluorescence complementation (BiFC)
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HE A CL AR S A (1) — 2 M, LA F 2R
FRA IR e & o0 B4R B PRa AL 3
75 J5 PR 2 R Gy, B HR 51 B0 it e 40 L DA 1 10 5%
IR TR AR, TE RRAR [R) O [ AR = R
AR BE S B A T BUOUIR R 4Lk, HiTC &% e T
/I BRUAIA Hr A 2 R A (1) 545 i 11, JL PO periaxin
S 3 I A A 2 o0l B TS R R 21 %
16%M18%!" s Periaxina Hh J& il £ 28 4t i 4 4L 1) Jtd
HE [ s e P IR B 1P, Periaxin s IR 1R 5842 0%
5 B0P 28 0 R itk FEE 440 1 D)0 R R AR 2L, AT 1
i G O AR BE M 15t A% 995 JHE 1 VLS 41 A (Charcot-Marie-
Tooth disease, CMT)4F WV [ /& A=54, Periaxinf [
o m] SR B TN BN A0 R e IR AR 2T 4 4l 1) % 3%
¥ 51 I, Hankyrin-B. spectrin, NrCAM. filensin.
ezrinflldesmoyokin%s i & HILF A — N im0 8
G, ZE GV AR S 2T 4 40 0 1A 2R 4R
Or AT BOGAS I AERF 5507 1 ) BT EEAE P, Pe-
riaxinE R H T mRNABY 1) 77 3 AN [7) m) DL g 24
T AN [F] 1R 5 PDZ &5 A8 3801 £ 1, R L-periaxin il
S-periaxin. AJfHIL-periaxin 1 4612 MR 4H 1%,
EFHPDZ. %% 155 X (nuclear localization signal,
NLS). & ¥ 51X (repeat domain)Fl iR P 45 A4 4l [X.
(acidic domain)PU A~ £5 f 3. 1M 7N 43 1~ S-periaxin Hi
14T 2 R R A e BRCAR Um0 2 FE IR BRI AN, PN
AN F1~127)7 41 vh AL 46 R 29904 24 55 1R Bk L 11
PDZ &5 eIt 56 43U,

L-periaxin#f [ 7] BL i 3 F FNLS X 584 3 4%
By NV SORT 3 IENLS DA LE F2 A R 8 E12(dys-
troglycan-dystrophin-related protein 2, DRP2)45 & 2
EIWUEFEA R 50 5 5 Y (dystrophin-glycopro-
tein complex) I i, 144 It DX 240 it JIS v S0 42 31 2
JE B, % T L-periaxin A S-periaxin [1 [JPDZ 45
T S5l 03 A e AURH . FRT AR, 5 1) 2 S-periaxin ¥ Ty g
AT A W1 o

PDZ45 ¥a35 — e/ FH80~100/N Z JE R Tk Ha 4T &
ZH AL R R B A, 2SS — AN E -
FAH ELAE o AER, ] DU S 8 40 e 47, )
FERE AL, M4k, PDZA] LRI ER (A B 2 Ik
BCAR S R BUAAAH 4, AR n] LLTE iR Bl 5 — 28
&, Z53EOREGEMA R, ANz, 5
T TE SRS A . A SN HIRT-PCRA il 1 [ 4]
Ho ZRRSCO6H 4 14 T S-periaxin ) 4 12 ¢ 1), F+1F i

A2 A 0 S BRI B2 R 0E, XS PDZES R 4K S-
periaxin &t F 2SR AT TR SR #T o

1 #RI5RHE
1.1 E it

TRNzol. Jz #% 5 ik 7| &, TransStart FastPfu
DNA Polymerase. TransTaq HiFi DNA Polymerase.
T4 DNA ligase IJ H TransGen Biotech’A #; EcoR
I. Sal 1. Hind 11I. BamH 1. Not 1. Nhe 1. Xho
I. Kpn 1) A TaKaRa’s @] 7= ifh; Ni-Agarose>js Il E
Sephacryl S-200%¢ Ji& )2 #1413 ) H GEA ]; Turbo-
Fect in vivo Transfection Reagent#% % i 71| H Fer-
mentas’A F); [Pl il 24 f# ¥ . Protein A+G Agarose-
anti-myc LA S A HTAR IS A 28 25 R AP HR DS
PRy T AT FRNEE. oK S AE Y O 1
7=y A Al o
1.2 EFFNLERER

E. coli BL21(DE3): 3&£RH: F- ompT hsdSs(rs mg),
gal dem(DE3).

K BRI B 40 FR(RSC6) I+ H [ B2 e 41
e o I 10%0 S s A IR i A4 IfiL 37 T DMEM(ie B,
B ISR B ) R FRIAEST °C 5% COL M AR BE 1)
B R IR
1.3 EEHE
1.3.1 pET-M-3C-S-periaxin® tA H A th & F|
I Trizoli: ¢ HXRSCO64H il FRNA, 28 S ¥ s 1k Al
%5 (TransGen Biotech)FfRNA Jz ¥ % AcDNA. R
Y S-periaxinE K F@ ) B v 519, LWE 519 A 5'-
GAG GAA TTC ATG GAG GCC AGG AGC CGG
AGT GCC GAG GAG CTG AGG CGG GCG GAG-
3'(EcoR 1); Riif514%1°4: 5'-CGA GTC GAC TCA CGG
CGC AGA GAC CGG ATC GCT GGG GCA GTC
CAG GGC-3'(Sal ). LAcDNANHH, ZPCRY 1, ¥
S-periaxinFE Kl L EcoR 1Sal DY 5 va b 21 2 44
pET-M-3C_t, 345 S 41 iikipET-M-3C-S-periaxin..
1.3.2  His-S-periaxin® 20 & & ) & ik 5 41k %
T4 JF KipET-M-3C-S-periaxin®% L E.coli BL21, ¥
A FLBIA K F (5100 pg/mLa % i % %), 37 °C
5B B IR A 12 he PRIUE & 15 mL& & W %
F(100 pg/mL) LB AR TR, 37 °CHEFRAIT h,
PA2%3 R A1 LT BFLBW AR R FR (55100 pg/mL%
N RO, 37 °CHI IR, Delk £0.6~0.81, JIA
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LR -

IPTGAf HL 2R 40.3 mmol/L, 16 °CRl i T 15 5%,
8 000 r/min /L2 10 min & WAL 14

4 B 1A 877 T 1*Binding Buffer(20 mmol/L Tris-
HCI, 500 mmol/L NaCl, 5 mmol/L imidazole, pH7.9)",
UKIER S R R A, 4 °C 12 000 r/min5 0230 min,
4 3. FIHINI-NTASE FUEE FlSephacryl S-2004E/5
JEHTAE 24k His-S-periaxin £ (42 Ut W 15 B4 3E1T),
WO AR N 1 b 2 1 DRI U, 3K 5 His-S-periaxin
H, A k4E)a, (714 °C.
133 RoEREE K LIRIRIG R H 4] 5 A  is-
S-periaxinZt P10AT & 4 4y % 1R 2% 1P (7550 mmol/L
Na,-HPO4-NaH,PO,~ 100 mmol/L NaCl. 10 mmol/L. DTT
F11 mmol/L EDTA), Hu & & E 418 1, IA0.01%
(0186 T, J3 3 ACIE B NE (R INF[R] 40,5, 1, 2, 3, 4, 5,
10 min, H50 mmol/L Tris(pH8.0)%% 1= Jx W1, 8R j5
1 TSDS-PAGE /T
134 %akimix  HRSCO6HNMIERN T-6LAL, 4
i Hu % J 1k $180%, F% [ TurboFect in vivo Transfec-
tion Reagentf 441X 771 Ui W1, ¥4 5 41 it KipEGFP-C3/
pCMV-Tag-3B-S-periaxin #l pEGFP-C3-S-periaxin/
pCMV-Tag-3B-S-periaxin’y 7| 3% % J*RSCI64H Jfd, i
L AE 40 g N £ 3R 0K B 1 GFP/Myc-S-periaxin fllGFP-
S-periaxin/Myc-S-periaxin. % 4436 h/i W 42 41l iy, H
300 pL4il A %4 fi# ¥[20 mmol/L Tris-HCI(pH7.5), 150
mmol/L NaCl, 1% Triton X-100, 1 mmol/LZx F it fiff
It 7 (phenylmethanesulfonyl fluoride, PMSF), sodium
pyrophosphate, B-glycerophosphate, EDTA, NasVOs,
leupeptin]¥K_FZ4#30 min, 4 °C. 14 000 r/min 250>
20 min, 3G . ¥ EiE52 g anti-mycHiifk T4 °C
A, 85 20 uL7t 73 H & ¥ Protein A+G
Agarose, 4 °CHFE 4 h, 2 500 vminiZ05 min, /MO FiE,
FHEE 22 195 (50 mmol/L Tris-HCI, 150 mmol/L NaCl,
1% NP-40, 10% glycerol, 1.5 mmol/L MgCl,, 1 mmol/L
EGTA, pH7.5)JE i DT HE3 IR, I A40 uL 1xSDS-PAGE
LUK R 22 01 B UTUE, 100 °CAb PES minjs #E4T
SDS-PAGEfHWestern blotfill .
135 WopFRALANEI 6K E L&A RIAKAM
# FI) PCREF AL (0,58 (1 (mCherry) 4
DAI7E 9 i 1 S9N 160 5 19 (1 5 DX 67 B D) TP, 3R A
(K P AN FE ] Becherry1-159. cherry160-23743 5 7
W& FIpQE-30. pET-28a#ifA b, M S AT 4L (050
FIN-3ifg 1~ 1595 Pl v B Rl C-3ii 160~23 74 D] v B 1)

JERZ KUy F- 98 76 T AN 53 B 8k pmCherry 1-159-N 1A
pmCherry160-237-Cl .

[} 22, LhpmCherry-C14 B4R, PCRY ™ H4mCher-
ry1-159-5mCherry160-2373& [X J Bt, i A 2] 3% #&
pEGFP-N1. pEGFP-C1 I, #J & BLAZ X431 9¢ 6 B
AT EAAPMNI1-159, pMC160-237.

PApTO-T7-GFP4 #: #t, | JHPCRY™ 14 GFPXE
A, ¢ B 2] 2% ApmCherry1-159-N1. pmCherry160-
237-C1 L, #J%pGFP-mCherry1-159 flpmCherry160-
237-GFPHE A ik, H T4 0E X5+ %8 0 H AN bimo-
lecular fluorescence complementation, BiFC) &4t »

K5 PCRY B kA4 1) S-periaxindk K] 43 5] F) H]
BamH 1/Kpn TF Sal 1/Xho DY) J5 v B 21 I 8% X
9T RICH AN T8k pmCherry1-159-N1. pm-
Cherry160-237-C1 &, k1% T B4 Hi4k pS-periaxin-
Cherry(1-159)F1 pmCherry(160-237)-S-periaxin. 7j
Ab, K4 S-periaxiny ) F) | Xho 1/Sal 1. EcoR 1/Sal 1
N B ECZ A T 98 6 B AN T 8K pMN1-159
pMC160-237_t, #% pmyc-S-periaxin-MN1-159fll
pMC160-237-S-periaxin] T BIFC525K; .

13.6 BAERSFHRALABIFC  KpmCherryl-
159-N1/pmCherry160-237-C1. pGFP-mCherry1-159
/pmCherry160-237-GFPEY pS-periaxin-Cherry(1-159)/
pmCherry(160-237)-S-periaxin’y 344 5 L [F] #:4%,
E.coli BL21, WA 15 IR %E 2 M2 R 5 % = 1)1
B, 37 CCIE R ERG TR, 252 dEefh 15 mL LBR;F%
Jt |, 37 °CH59%3 hJs, IA0.3 mmol/L IPTG, 37 °C
753 ho Wk4 CCRIRALEET hE, Bl mLE 14,
PBS Buffer{/t i B 431K, 5 /7100 pL PBS Buffert
i AR, R Delta Visionfrll 21 6.5 o

1.3.7 Western blots#7
pmCherry(160-237)-S-periaxin}t: [7] ¥ {L.E.coli BL21,
0.3 mmol/L IPTGi% T 55 7 [ 1a 44, UK L 7 ml
J& 74 °C 13 000 r/min 0220 min, B35, BFE 5
[ FfiE4TSDS-PAGE, £ 1k El 2 PVDF I I,
IXTBSTHE % 3X(5 min/iRk), 5%/t i @K = il F 7]
1 h, IxTBSTYES3 K, A B IEHishRZE TR (1:500),
4 °Cid &, IXTBSTUEER3X, I AHRPARIC I BT
IgGHUAR(1:1 000), EHEIFHE 1 h, IXTBSTHLSLR3 K, it
TDAB {1,

13.8 Ao %A LABIFCER K EZ
BiFC /i $ipMN1-159/pMC160-237. pmyc-S-periaxin-

pS-periaxin-Cherry(1-159)/
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MN1-159/ pMC160-237-S-periaxin 5% 4R SCO64H JiL,
37 °CIEEFRF R 7220 b K ai e 214 o CrpscE:
1 h, PR 2137 °CH59:15 min™.  FHDAPIZ:
t, € 5 A H Delta Visioniff AT %%

2 H#R
2.1 His-S-periaxinEHEHHRIEE4 L

T. 2 RipET-M-3C-Speriaxin/E.coli#: 1:10.3 mmol/L
IPTGIE 155 3 5, WO B A4 IR 75 4 4 M, BB 4>
v B3E DUBEMIRE S5 3 1E 4T SDS-PAGER I,
24 S-periaxin [ UE KM FF o b nl s kR I8,
HORZ M 18 kDa, it 515 EEEAMAT . 4Ni-
NTAZEFIFELL K Sephacryl S-20085E 8 2 Afr4lifk, 3545
FHL YK 21 [ His-S-periaxin HZH 25 [71(& 1)

(A)
kDa 0 05 1 2 3 4 5 10min

. v .——-d 4= Tetramer
66.2 == S0 L € Trimer
45.0 wo
s W
250w
18.4% 9 B % <= Monomer
14.4 »

Fraction of oligomers (%)

kDa
66 -

2 -

28

14 -

1: 8 Wimarker; 2: 4x B2 30 13 4 UUGE; 51 Ni-NTASERIAE
PEMERE i 6: Sephacryl S-2005 2 AT HEVEBERE i o

1: protein marker; 2: whole cell lysis solution; 3: supernatant; 4: pre-
cipitation; 5: elution fractions from Ni-NTA column; 6: elution fractions
from Sephacryl S-200.

El1 12% SDS-PAGE 4} #fTHis-S-periaxin E£H & [ W94 1L i3 72

Fig.1 12% SDS-PAGE analysis of His-S-periaxin
purification

—&—Tetramer
—a—Trimer
—<=—Dimer
—<*—Monomer

°/°‘_’°/
\\.\\
R =

3 4 5 6 7 8 9
Crosslinking time (min)

A: 12% SDS-PAGE43 1710.01% )% ¥ A 1His-S-periaxinAs [ I 7] Ji5 (1) 73 F 2R AR A . B 0.01% )% A [ W AN [m) B 1] J His-S-periaxin 1) %

TSR G 20 H

A: 12% SDS-PAGE analysis of His-S-periaxin incubated with 0.01% glutaraldehyde for 0~10 min; B: quantification of the percentage of the molecular

form of His-S-periaxin by 0.01% glutaraldehyde cross-linking.

E2 RSN Z B R Bk 5t E LA His-S-periaxin B &I %S
Fig.2 Analysis of the molecular form by Cross-linking with glutaraldehyde

Input Myc-IP Input Myc-IP
GFP + + + - - -
GFP-S-periaxin - - - + + +
Myc-S-periaxin + + + + -+ +
Anti-Myc - - + - - +
1gG - + - - + =
& " 1gG heavy chain
- - < GFP-S-periaxin
Blot: GFP - i
. - - @< 15G light chain

El3 %iEE 2 HAS-periaxinE BB E{EFH

Fig.3 Analysis of the S-periaxin/S-periaxin interaction by co-immunoprecipitation
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22 RZEEZEE

T 4 2] [ His-S-periaxinA] 1 0.01%[1) 8 — 8 7
BIACHR0.5, 1, 2, 3, 4, 5, 10 min, Z:SDS-PAGER
Gel-Pro analyzer# {153 #fr, 45 KK W], BAE S HEI [H]
R4, His-S-periaxind [ § R W gk b, R AR,
S RARFIDU SR AR & G 22, H TSR AR
T A W A (FE2)

23 REHITIE

It % ik GFP/Myc-S-periaxin 5 GFP-S-periaxin/
Myc-S-periaxinz [1 [FIRSC964H iy, 24 fif J5 W £E 4
S, Planti-Mycht R UTTE S 259, T4
Western bloth . &5 B W E3FT 7R, 78 LR iEMyc-
S-periaxin HGFP 1] 5 2 LT iE 525 4 SRl )
Myc-S-periaxin [, 1] % A 45 M F GFP, % HS-peri-
axinfIGFP# A M HAEH . 7F 3K iAMyc-S-periaxin
HIGFP-S-periaxinff] 4 2 3L L IE & & 4 1 4 W 21
Myc-S-periaxin F1GFP-S-periaxin &% [1, 1 B 14 % F
20 #4) K A6 U B Myc-S-periaxin fll GFP-S-periaxin,
R W S-periaxinfE H W AFAEAT HAEH -

2.4 MWHFRATRKLE (BIFC)

GFPAT #8591 AH TLAE HI LA K& SR A 1 1 ) 121,
GFP X A] LI Dy 5 S hRAE i 7= il 5 2 1 A6 41 LA )
Kk, P, CAGFPAE A 5940 BAEHI I — 4 8 ki
UEAS SO B X 53 1 5806 HAM s k% R 48 H AT Al AT
. #pmCherryl1-159-N1Ff1pmCherry160-237-C14k
4 F.coli BL-21, pGFP-mCherry1-159F1pmCherry160-
237-GFP/) W Ptk s ILHEE. coli BL-21, 37 °Ci5 5 H
B A FRIE, WARMKIEACEE S, A Delta Visionit 4T
LR TN ML IR (EI4A). 45 R WoR, JER
1A IfimCherry1-159 F1mCherry160-23795 4~ £ Jik F Bt
B RSO, R 1) GFP-mCherry1-159
BimCherry160-237-GFP H e Al 1) 4% (4.5 e, 1 &
ANBILL AL G A, R U1K GFP-mCherry 1-159 71
mCherry160-237-GFPIL Kk #E — N4 L Py, H Tl
T GFPHL [ 8] (A7 B AT, K P14 mCherry 1-15971
mCherry160-23780 &5 v i, 750K ORI S0
T (E4B).

2.5 S-periaxin&HBEER

FipS-periaxin-Cherry(1-159). pmCherry(160-237)-
S-periaxin .5 ) J L ¥4 E.coli BL-21)5, 137 °Cis
HIEERIE . H RGPS, PBSUERIE3IX,
| H Delta Vision#s; M 4. {4, 5% Y. pS-periaxin-Cher-

(A)

Cherry1-159 &l Cherry160-237
Corp —CEIEED
Cherry160-237  GFP

GFP '\;_m+ Cherry160-237 —— GFP 3
(B)

DIC channel TRITC channel

Cherry1-159
Cherry160-237

6 um
TRITC channel

FITC channel

GFP-Cherry1-159

6 um

Cherry160-237-GFP

6 um

-

238

g

2o

T >

532

1T

5 S" 6 um 6 pm

A: mCherry 2 [ 11 JSUZ BIFCA i 55 il 15 GFP A I (R 1 LA R
Kl B: B+ mCherry 1) J5AZBIFC & 48 % GFP 4K 11 ) 4 59 ) A1 G 1%
FHERE

A: schematic diagram of gene of splited mCherry protein and fusing
with GFP in prokaryotic BiFC system; B: BiFC assays to evaluate
known GFP/GFP interaction.

El4 EFmCherryBIR 5 FRAEINREIZ R FRIITE
Fig.4 Construction of the mCherry-based prokaryocyte
BiFC system

ry(1-159) MpmCherry(160-237)-S-periaxin . ¥ )5 %
AR 221052 56, MipS-periaxin-Cherry(1-159)A11
pmCherry(160-237)-S-periaxin L ¥ E. coli BL-21 )5
W21 05 6 (EISA). 45 KB, 7ES-periaxinfs [
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TRITC channel

(A) DIC channel

S-PRX-Cherry1-159

Cherry160-237-S-PRX

S-PRX-Cherry1-159
Cherry160-237-S-PRX

6 um

=

S-periaxin-Cherry1-159

" Cherry160-237-S-periaxin

A: FE T mCherry J5UZBIFC & 404} S-periaxin Al FL A H 70 #T; B: Western
blotf&; I S-periaxin-Cherry 1-159fllCherry 160-237-S-periaxin & 41 &5 [
FEJERZ AT TERE

A: prokaryotic BiFC assays to evaluate S-periaxin/S-periaxin interac-
tion; B: the soluble S-periaxin-Cherryl-159 and Cherryl160-237-S-
periaxin proteins were detected by anti-His antibody in Western blot.
El5 RN FIREEAN ARG S HS-periaxinE B Z BB EIER

Fig.5 Visualization of S-periaxin/S-periaxin interactions

using prokaryotic BiFC system

(A EAE R, mCherry AN Be BT 412%, k&
FNINEE. A B A, 00 A . B0, 3R
B L, £SDS-PAGEHL k. Western blotf:
M 2% W, S-periaxin-Cherry1-159 #1Cherry160-237-S-
periaxin H 41 5 [ ¥ Al PRk, HERR KA B PO
B %(KI5B).
2.6 E1z4HAE A S-periaxinE A E{ER

JEAZ Ry T 5 H AN BT R B, S-periaxinf [

TRITC channel

DAPI channel

pMC160-237

PMNI-159

10 um

pMNI1-159-S-PRX

pMC160-237-S-PRX

10 pm

10 pm

PMN1-159-S-PRX
pMC160-237-S-PRX

10 pm 10 pm

Elo FIAEZMNS FRAEIRGEARSCICHMA 51
S-periaxinZE H 8] {948 E4E F
Fig.6 Visualization of S-periaxin/S-periaxin interactions in
RCS96 cells using eukaryptic BiFC system

ZIFAEA BAE R B, SR A 1986
‘H AN M7 S-periaxinfERSCO64H i N AR FLAE T« F
B A%BIiFC it i pMN1-159/pMC160-2373% #RSC96
90, 37 °CHA 15 IR 4 55 9720 h)m, 4 °CAL P h, A
HDelta Visiont A i 21 21 €5, %5¢ Y6(K16) . [F] K
pmyc-S-periaxin-MN1-159 A1 pMC160-237-S-periaxin
FRLEERSCOOAN I ¥ A or il 2 21 (5 ', LA Jim har il
BIZLO O (K6). S5 REW], FERSCOOHN LA, dH it
S-periaxinth [ 2 [A] I AH L AE F#4 Cherry I P9 v B
B, P 3 21 (0 5, W K545 R — 2

3 i1t
U4 T 596 e T AN S B 2 30T JLAE B0 M — o
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BRI -

FiR, FHEA M, GEWH TR N sl AR S B 1T
FHEAE AT IE AW 2O A V) FI kA 9%
G B, 4305 T A R SR B R, HAATE
VEER (R SR 2R R AE A BAE FH IS DL, B
AN TERE DO 1 2 I BOA &5 B R e #6100 43
TAik), RPN, ST T #4114 S-periaxinf)
I TIRAS, M T 5 T mCherry XU 198 6 TR 5
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