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Analysis of the molecular function of PLEKHA5 involved in the onset of scirrhous
gastric carcinoma and cleft lip and palate
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Familial scirrhous gastric carcinoma arises from mutations in E-cadherin,
with some mutation carriers also presenting with cleft lip and palate. In this study, we analyzed
the molecular function of PLEKHA5, a causative gene product of hereditary cleft lip and palate,
involved in the progression of scirrhous gastric carcinoma. PLEKHAS localized to cell-cell adhesion
sites and interacted with various cell adhesion molecules, including E-cadherin, as well as signal
transduction molecules. Additionally, the PH domain of PLEKHAS bound to phosphatidylserine, an
important phospholipid for intracellular transport. Knockdown of PLEKHA5 resulted in abnormal
intracellular transport in scirrhous gastric carcinoma cells. These results suggest that PLEKHAS is
involved in both cell-cell adhesion and intracellular transport.
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AF A FEITOE AR, FEEA, EEEEL S E T2 TRARDOERE CH D, A
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R O ERRIINCE L HE_IERICE L . ARV AEBmONEII N E TCAAZTLICITPAT
X7 L LB FRIURITCH ) MFNT 72 8 OS5 TIREF AT N ETH 0 . AW e
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oz 13 halr, AV AR OEECER), RIEEREICB 5, PLEKHAS &) % L oR 7 E
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DICEAT, fRD THLBRZEWZ &1, pl20—catenin, PLEKHA5. PLEKHA7 2338zt 0E N #2100 F A
BETTHDE I ERFEINT (Cox et al, Am J Human Genet 2018), fit-— T. PLEKHA7 &[dl
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AWFZEClrx. 1FH FRR MRS & AX L A GEIZEHIT 5 PLEKHAS OEEEE I 5T 5
ZEHEBEWET S, 72 PLEKHAS 25510 & LT, MREEOMIEIC I VAT NIENHERHE X
XL A HREORIEERED X 572 5 EfiE A B9,

ARFZEOMAIRI 20T, ATV ABFBE NBAZR L), —RE B2 KBICEET S,
DL UL TOHBERICEA L TCWAZEThD, DX AN S EEBOIEETT/2 >
TS 7N — I FUCHTE L2V, W RICBIE T 555 T ORI &2 e huid, Hie/e v
5. 2, 16RIEOBFICEN D AREMERH 5, Bl 21X, DB N ZEREZRIE L BE T LTE-
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DATREIC 72 D, E 7o AMIZEIZ. PLEKHAS &N O BERERFNZR 2 L /X 7 B DT 24T 5 M TH ., MHE
PEDNE, PLEKHAS (&R OMMERBIC R 5 Z LN RE S TEY (Jilaveanu et al, Clin
Cancer Res 2015), ¥ CEBE/LRZEEIZH S 5T ThHDHAREMENE, FABEOEHER T TR
<, MARMEREE & OR#E S S STV D (Jamain et al, PLOS one 2014), §iE> CTAMFIED R
B3, PLEKHAS D4y THEREDFRBA 72 1) Tl 72 < . PLEKHAS 23EA 53 A 0B B OFRMRIZ & Z 53
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& H1 PLEKHAS $if& % FHV M7= Tandem affinity purification & EESHTIC LV . PLEKHAS #54
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EMRH BT 5T, fE> T, PLEKHAS |Z E-cadherin 72 & L #EE LT, MfafE#HEE 251+ 5
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(2) R EHUARIEIC L 0 A L A BRI 81T 5 PLEKHAS OFIINREET L& Z A,
PLEKHAS 23 MR- N/ NS JRITE T B Z & Mo To, BEAX IRAN T R T ~—H— v 7+
GRS T & OIFEIC OV TR LR R, VA2 ) T RY—AZRETDHZ En
MBNDHIEST &G Z o378 Rabll KONArf6, R T2 27 = U USSR ELRIEL T,
%72 PLEKHAS @ PH R A A N DWW BB E DR AT ol & 2 A, RAT7FIN®Y v
LI HFERTHZENHEONI R oT2e RAT 7 FIONLBY IV I A2V T R —A
IZRTE L, Mg CEER@ X 2 LT D, EFERIZ, PLEKHAS O/ v 7 X7 A2 XY AL
2 AR B WO R N B O BH SR S iz, 72, GRS PLEKHAS o JRI7ERERE 2 fifbir L
e ZA T X0 TR THEEINI T v U UMb, N K FET
W RAA & PH RAA UBIEFECHIIEN/ ME~DOREICEE TH L Z 2 R LT,

L EO#E$7 5 . PLEKHAS [ ZAMaf#E & o V' F MBI D L T X F 2 —3FTh v | Hilla
e 23 FEZE U 7B B W T NG 26 12 B 54~ 2 ATREME A RIB S huiz, A kiE. stk
AEOHHXDF R THRON - 72 PLEKHAS OERIRZERLL | % O R[EL(LOMIa M B A S~
DFBEEZTND, SBHITIEXPLEKHAS / v 7 7w b~ A &2ERL, DB HZUTEIT 5 PLEKHAS
DEEMEEZERL )L THLNI LTV FETH D,
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