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Slp and Slac2, novl Rab27A effectors that
control membrane rtansport

(Pt % % 9 2 HHRab27TAL 7 = 7 ¥ —slpB & USlac2D [ E)
R XNEOES

MBI 2 BIEE —EEBIZEEN AN H R INEEL. FRo 02 <3/ akx
EZNALUTHEBSBRETO>OTWS, MRBEEIREORTFABESTLZIENHSN TS
W AERNOEBRED AN ZLBSHBEZE, HEZ0VEEANH RS TEIEKRLLE
ANZZXLEBL TVNDDEFEICEREITEATED, RERDh> Tzt LWHIEET
NEREETHEEZOSNTNS,

SFT NI VIEHRERICB IS FTANMNEDO AN T A Y —E L TH S
THD, HFERKRKOIFIYA =2 A2FA2H5FD1DTHD, > F ¥ I AN
KmfCHE@EERZBE L THD. £ C KRBT AN U LBEIVU VIFEHORKS R
AL 2THB C2 RAAZ2DAELTWS, ¥FT T3 3 RICHRBERTHEET S
M. EMEROMOMA. HBETH<S ST I NY I3 INETHEOHSMATIEAL,
PFTIRITID Ty —DESENORTF. HBEVWETF T NI TIICEELEY
INTBEINFEIEL., FEMRER TO/NEERXZE K L TR alREENE X 5Nz, ’

ZITHEHETE, NEBEEFHTA2H 22y N VEORIEZBENELTTF—F—
N—ZARHF L RTPCR 2T\, > F T NF T I 8Y /N7 E Slp (synaptotagmin-like
protein) B LN Slac2 (Slp homologue lacking C2 domains) ZFHBICHEE L7z, FlIinbd
DF 2N BOBEEEICBT DBAERIT. BICASZVEREINL, AT /Y —LOHHE
WEREY T THENTET > 72,

18 Slp BXUSlac2 D SHD IZH R Rab27A BB KA > TH 3
Slp BE UV Slac2 EEED 1 K&

ERBLUOITRIZBNT, SIp 77 I U—E5DDHF (Slpl~Slp5) NSHERINT
W5, Slp & C RIHANZ C2 RAA & 2/BFORTIF T hFTI LB L TWBN,
N Koo+ T b T3 2 &3 RS Slp $8 OMEER SHD (Slp homology domain) %
FLTWS, £/ SHD FBELTWEAD C2 RAA VRN EBEEL T, Slac2 @3
DDHT Slac2-a 15 Slac2-c HE-FE LI, Slac2-a & Stac2-c IXHREL. C RKmMIT 1
DIDRESINERAALEF LTS —H, Slac2-b IZIEF DL I R AL VIIHEHELT
Wi 7e,

SHD #6EBABEDAI Y —=2F
Slp. Slac2 13 N FIHAIZ SHD 2HLTVNBAL T RAL CHEDL S 13 HAE%HED
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DIMIE<HENTERM 572, HE—OEHIZ. SHD 7% Noc2. Rabphilin, RIM &5 7z
EFD Rab3AKEE B AL 2 EEWHRAMEZRLAZETH->~. RabEEHEIZLE FTIE6 0

BB LOBRAENERINTNDD, FREND Rab I T 2 ENESEME (Rab
L7278 =) ZFHIDHM>TWRWL, FIZTHIE SHD YT S5HD Rab HIIHEOKES
RASELTHRET2OTRBOUNENIERRETITTRM L. MRNTHB G4
2 OFE¥AD Rab EHHE ZMWWT. GST pull-down 124V SHD IZ#43T 2 Rab HERHE D A
D) =220 %07, ZOR. Slpd-a ZR<SFAED Slp. Slac2 13 Rab27A 124 R
fia L. F72 Slp. Slac2 13 GTP #& % (GEME(LE) @ Rab27A ICHEIBHESTLIHELHS
m&lixolz,

M 2® Slac2-a. Rab27A. myosin Va, actin HEEKIZRA T /¥ MBI BAT Y
—LARREIILETHS
t b Griscelli syndrome D RE =T PEY, Rab27A & myosin Va

Griscelli syndrome XERZPUOEERE, REFRE, BREELZFERETIE FOER
BELHBEEMEKEETH S, Griscelli syndrome BEDEEREIIAT /Y1 MIBET S
ATV —LEVWIASZ U EBREEINNE (FNHXT) OREEENIET ICHEY T
BB, EBBAT YA NTREAT I Y—LRBMNEET 7 F UE#EC X > THIEREED
WOEIEN 2 DIZxt LT, Griscelli syndrome S5 D A 5 /B b TIRIE L WEBENTHAT,
ATV = LBEEBICERT 572D TH5. % Griscelli syndrome DORRER T YN
Rab27A & myosin Va TH DI EMHENER 720, BEINS OBEBETFORBTRIET
5DMEND P FEBIEIFRHATH - 72,
Slac2-a, Rab27A. myosin Va, actin 5785 4 EE A DFIE

Rab27A & myosin Va lIA 5 /Y — ABEBRICB W TRENICESTA2ENRBINT
WS, THEEEUROT B2 FRINETHL AL INTRAN D, 2T Rab27IA O
FEEY NTETHS Slp 20V Slac2 DWTHNADS myosin Va EHREL, MEFLEHEO
DI BZOTRBNNEEZE IR L. TOE. Slac2-a 7% myosin Va EFEST 2T & A
SMERST. ESIINEOMATELTUBHT, Slacza ® C KMMMH AT
FONVENEETDIENOND, TOBROBIICED IO /N7 ED actin THD T
ERES Mo T,
Slac2-a dominant negative ZRAEE AL LD AT /V — LBERE

ATV — LEEBRRIZHBNT Slac2-a H% Rab27A. myosin Va. actin D2 T EEEST S
BB D S DD BT HIT. Slac2-a D dominant negative 45 Btk 2 VTR £47 5 7.0
GFP ZRiG L7z Slca2-a wild type A5 /YA MIEAT B L, AT — AlTHIRLER
WANEEHEIZHA L. GFP-Slac2-a. Rab27A. myosin Va D 3FHIIA T )V — LA LTHEHE
U7z. —7. Rab27A. myosin Va. actin DW\WTNMEDKEEAIBIRDONS Slac2-a DELTR
BEBALIZEZS, WITNDOBEDBAT )Y — LIKETDICEE L. Slac2-a. Rab27A.
myosin Va D3 FEDHFED RSN Lok, TOIZEND, AT/ V—LOBNENS
T UF RRHEANDZFE LITIE Slac2-a 12 Rab27A. myosin Va. actin O THAES T 2%
BNHDENAS M LR T,
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Slp and Slac2, novl Rab27A effectors that
control membrane rtansport

(L8 2% A B89 2 FERab27TAL 7 = 7 ¥ —slpB X U'Slac2D [F &)

N aEE—ERICAEhETNHRIREEL. ThE0E /N REARENL
THBXHET>TVD, MNIREIIEEORFHEETEILNMENTNDA, EEN
OERMED AN ZLARERBTE, HEVRETNWHRS TLEHRILLIEANZZLEH
LTWBEoEECBREICEATED., RERDD > TWRVWHEETFHSBEFEETSLE
Aoh T,

SF TR I HEERICBIRVFIANEOIN O LY —ELTASNTS
0., HERKOLEIHA F—L RARFBDFOLDOTHD, ¥F7 I J 22 NR=RIZ
EEEERAELTBY., ¥ CERBUCIANITLBITY VBEOREE RASN > THS
C2 RALE2DOHLTWS, YFT VI RERHBERTHREET S0, FHREROM
oM. BT F IR YI DR TNETHEVHSHTIERL, ¥FTvFII0T
IV —DESHDHT. HBDVIRIF I RI T I VITEBIL Y DN ENEEL. MR
FTONERMEEHEL THDEENEZ SN,

2 TARETIE. MIREEHET SH I NIV BOREEENELTT —F —X—
2R E RT'PCR 270, ¥ F T My Y3 4% )7 HE Slp (synaptotagmin-like protein)
XU Slac2 (Slp homologue lacking C2 domains) ZFRICAE Lz, EInEDF N
PROMEKEIZ BT DHEERIT, FICATVEEINME, AT/ V—LORBIEREET
TR ZET-> 2,

#B1# Slp BLUSlac2 O SHD i3Hik Rab2TAREB KA THS
Slp LU Slac2 EHED 1 KEE

ERBEUITZRZBNT, Slp 77 IY—E52042F (Slpl—Slps) NSEERINTN
%, Slp X C Kfllic C2 KA %&2 B OETYF IR I EHKBL TSN, NXK
Wiz F TR FI LIRS Slp KA OHEER SHD (Slp homology domain) ZH LT
W3, £/ SHD I3ELTWSEMN C2 RAA L EHLINWEREELT, Slac2 D3D04T
Slac2-a 25 Slac2-c b E=FAE L7, Slac2-a & Slac2-c IXHRE. C KM 1 DT ORE
AN RACLEBELTVWS—F, Slac2b iTIZFDL IR RAA IFEL TR,
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Slp. Slac2 iZ N KHHIZ SHD 2E L TWBM, TORAAL UNEDLD LBEEEDON
B2<BHALSMTIRRN- %, M—OF#IZ. SHD % Noc2. Rabphilin, RIM &W->=BHED
Rab3A & F)(fr CEBVWHREERLEBETHo 2. RabBEEITE b TIZ6 0BEM LD

FEVSHIEIN TSN, TNEND Rab i T5HFRHEKESEAKR Rab T 7205 —)
BHEO Mo TWREW, £ TRIESHD 24T 57D Rab BARDOREE RA 1 > & L THRE
TEDOTIRRRONENIREZLTTRM L=, MIENTRESE/2 0HBEO Rab BEAKR %
BAWT, GST pull'down %EiIZ & D SHD iIZ#A9 2 Rab BABDRA VU —= 2 BT, &
DR, Slpd-a R <FRED Slp. Slac2 I3 Rab27A IZERMICKES L=, /- Slp. Slac2 i
GTP #&H (JEHLE) @ Rab27A CEHERAITIELHAONERS T,
WM2# Slac2-a. Rab27A. myosin Va. actin HAKIZA S ) Y1 MZBIFBAS ) V—LK
RICBETHS
E b Griscelli syndrome DJFHREETFEY), Rab27A & myosin Va

Griscelli syndrome ZEECUOEREE . RFAL. HEMBLERETIE FOERE
ELHUERBEEBTH S, Griscelli syndrome BEDODRBERKEIIAS /U1 MNCHEETIAS
IV—=LENIASVAREESNNE (FNVHERS) OREERVBERICHENTHS,
WRAS YA RTRAT )V —LBHWNEET I F BRI E > THIRRBEDIEIENS O
{Zxf LT, Griscelli syndrome BED AT /Y1 FTIRELVKBENTDODNT, X5 /V—A
RBEELICERMT DO TH S, 4 Griscelli syndrome DRERETFENH Rab27A &
myosin Va THD I EBASNER -7 BEINSOBRBEFORBTRETZ2OMNEND
S FHRRITHATH .
Slac2-a. Rab27A. myosin Va, actin 5723 4 EHEEDEE

Rab27A & myosin Vald A 5/ V— LAKEBRBICEVWTHIBEMNICEST2EMNREBINTYL
e, MEBERUV DTS FIRIINETHSMIIN TN =, £ T T Rab27A D¥EE S
SIRVBETHS Slp 50T Slac2 DNTNMNH myosin Va EBEA L, MEZENDITEHD
TR EEZIRIT L, TOE, Slac2-a ¥ myosin Va & THZEMNHASMEL S
o EHIXINSOMFTELTWDHT, Slac2-a O C KHFHIRSKBEET DY > /I EMN
BETHZENDND, TOHRDOBIFICEDIDY 2V IXVEW actin THBZ EMNHSMER
o7,
Slac2-a dominant negative ZRAEAIC LD XS )V —LhKERYE

AT )V — LEEBRBIZHB T Slac2-a #f Rab27A. myosin Va. actin DT EEEET D54
ENHDONENDB7=DIZ, Slac2-a @ dominant negative EREERNTRITZET o .
GFP Z®M& L 7z Slca2-a wild type 2 AT /Y1 MCHATE E, ATV —AdHIRERD
NEEHEITHH L. GFP-Slac2-a. Rab27A. myosin Va D 3FHIZAS /) V—A L THBEL
7o —7. Rab27A. myosin Va. actin DTN E DRI HEIZDN/ Slac2-a D HERE
ZEALLEZA WTHOBEB AT ) V—AIERABICEML. Slac2-a. Rab27A. myosin
VaD3EDRREDRONBL B oKE, ZOTENS, A5 )V —LDWNENST I F
MEADZITHELIZIT Slac2-a IZ Rab27A. myosin Va, actin D2 THEETAILEND D Z &
MEHEMER ST,

Ik, BH Fr I3 8912 Rab27A T 7 = 77 ¥ —Slp BL U Slac2 DHEEMRHTZ 1T
v, BLORBED T Tho0ERIHE RicHt FE$) O¥UBRETHHEL,

HETZ2HOTHS.
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