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Abstract

PLEKHA is a family of proteins containing the pleckstrin homologous (PH) domain. The PH domain
is a protein module of about 100 amino acids that is present in a variety of proteins involved in
phosphoinositol metabolism, signaling, and cytoskeletal organization. The PLEKHA protein family
contains three separate subfamilies. PLEKHA4/5/6/7 is closely related to a variety of human tu-
mors, so this paper reviews the relationship between PLEKHA protein family and malignant tu-
mors to clarify the role of PLEKHA protein family in cancer.

SEIEE .

XEG|F: B, JLE I PLEKHA 8 (A SRS R b O TR R 0], I PR IZE 2438 B8, 2023, 13(5): 7999-8007.
DOI: 10.12677/acm.2023.1351120


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2023.1351120
https://doi.org/10.12677/acm.2023.1351120
https://www.hanspub.org/

B, TLEX

Keywords

PLEKHA, Protein Family, Melanoma, Breast Cancer, Colon Cancer

Copyright © 2023 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 518

PLEKHA 72 pleckstrin [R5 (PH) 45 #4801 2 1 5C01% 125045 ) \AN e 02, B PLEKHAL.PLEKHAZ.,
PLEKHA3. PLEKHA4. PLEKHAS. PLEKHA6. PLEKHA7 1 PLEKHAS, X2 T EM1#8 & pleckstrin
[FJ5(PH) 25 M98 1] . PH Z5H43802 40 100 N FERRIM 8 A P, HAFET Z 5 RINEEAG . 5 516%
Agu B 2R R 2 R AR [2], A CHREY, PLEKHA EAFEES =AML MR R, B PLEKHA
4/5/6/7, PLEKHA 1/2 I PLEKHA 3/8 [3]; iX/2H T BT PH Z5tais BAa AR BRI 45 &M, I H.
hie BJE TAFN PH g5 SR 1] [4]. 38 SCHR T, PLEKHAA/S/6/7 5520 AR L RED], BASL
FEAHT PLEKHAA/S/6/7 7%t fihsgd b (K)33k fé . PLEKHA4, PLEKHAS. PLEKHAG Fll PLEKHAT J& 7
PSR AV SYIAHR[4] [5], 1% E A KR Z MBn i 2 RREBRAL, TCHAER R . BRI,
FURE . G5 E SR R b, R, A0 PLEKHA 2R A SOBRLE S R h T 7 i i — 2554 .

2. R

JZ IR 98 2 AR PR 2 R G0 b B LR R P AN SR IR, AR o S o i R P P R [6] . AT
K, RPUEH L PLEKHAS [15RK B i i T 55 IR 4121, PLEKHAG 1=y 32302 1 Jig JoJg 78 35 1Y) e A 2R
E(0S),  Toik i 18] g 1 (PF 1) AT 5 5 M A= 47 1(DSS) 2. 5 T PLEKHAG KRk ¥ . PLEKHA4 2
FOGAES 2 50l R S R — AN B SZ (R TS AR b 5, I S ROTUR 1 S IR A DG, ¥ M) PLEKHAY F g2 i
F2 J I8 P G BRI TT [ 7] o K R R BHLIAS 75 T R it S 56 AN A SRt — 45 I PR IR 36 SRR S

3. REBRE

PRI, PLEKHA4 fE Bt FBhRIAH A, (AR = 20 b RIAKCPEUIK[8]. BERBR K
Jokdae i BRI B A B T X, I AR 25 LA s At S B R H AR R RO #E[9]. K
20 0 B0 ZR (AR AR I DR AR G /D B B DR 9 PR 4 D 28 AR [10] . T 355 1Y) Wintlp-iE 3R B (S Sk S
5 A0 ZRAE N I LR IE P 5 5 TS R [11] PLEKHAG 1] {3k B2 €0 2008 4 il b Wint/ B30 R U5 515 S,
HAE 5SS M FEEM L@ G-S 4 M JH I p) e, M (e 3t B G F R A ) e vs A s . HL
PLEKHA4 /& BRAF 1 NRAS A4S M8 2000 Hh I i R M ) BN [12] . A SRI0RoR, TR B P bR
PLEKHA4 ] LA e 2R A K . Xt ¥ ) PLEKHAY FHRILKSE, mIgEs Wntg-EH & A
FotET, JERHWNE GL/S A E A AR MR, kD R A R A i A [12] . an iR Ae DAL R
PERE ] 1) 7 2 R PR E s D X R LR 4%, $0] Wint {5 5% 52 — P A B B by T ik [13].

PLEKHAS 7Efii & & HFefEH, AHHAE NS i ShEE AURS B 7 LA i R A e [14]. K2 4R 6
TR BRGNS R R AR [15]; e Re IR B BEAR 2B AT RS 1E[16] [17]. HAT, 5 4FHS [
S (0 SR FR R A TR R S RS 1) BRI 209 7% [18] [19]. ELAT i R 1) B € 25088 s 3 1y b o S A A
i 2.5~6 M H[20]. ASCHREKH], PLEKHASD i diid g v ize b B 4 3R R A i [21] . 2 DUIFHE R
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AR, R R A RURG PR TR 9 B A, 0 B R R R S R Bl 1 MUK B B 2 1 DA 1 B 4 B ) A
AR AR, MeAh, B KRR T R M 0 B 2 o I 5 B I o G P e 7 2 R [22]
PLEKHAS 7 A5 5 0 18 € 22988 i i A% 1°) A6 3 11 o P e AR i &1 ik 8 35 1 a[21], 1X 2B PLEKHAS 7t
VPR C R 20 M A O I o T B R [ 23] A5 SRER R, PLEKHAS [ R 980 1A # MR o 552 i 240 Al 2 ik
L 5 s ) 189 B AT A% [21]. PLEKHAS S id 5 PIBK/AK 15 SIE B H 1L, et i J&) 35 e, SR8
A [24]. ABFFURIL, PLEKHAS F25EA T B, 1MEEAHSCH PLEKHAS 7EIL# i f5 i 82 h 7 41
MRT SR VR A 07 2[25] . IR AT 7R A RIERZMIF 5L R B, PISK IR 45 vl fE 2 Bt KB #
[ 2R NE [26] [27] B Ia) /N7 40 770 AT B 2 oot B 6 3R I e 8 BB 3 e B R ST TG o B STk
PLEKHAS 25 [ JiFIE T 40 sk C088 (1) LI [28], AR A TR IR
4. B

B — P R BRI e R R, it S Bl A S T i e AR R 1R R A D BB T R DR [29] . roRe
IAREE(TME) X g 6 2 AR R e 5 AR A, R BR TIm i M . s 5 GoR0 g iR 1% — 38 2 IR 1)
FHEAEFI[30] [31]. MedAHOC B2 B (TAMS) BN 2 IR Tl 58 I DG B DR 32, 2 I 12 28 14 1 (i ik
K2 . R0, TAMs X B A F I ipL 5 AR i 2 . PLEKHA4 mRNA FIEE FITE B 9 RUR 6 2 s A
HEEAIE, BIES By IR 757 KA AME T 00 M2 B BRI gases,  Rtk,  HED B e A
WA PLEKHA4 1T BB A4 MR A OC E R4 i TAMs REUAL I EZ R H by 7, BbAk,
PLEKHA4 7E B a2 23 rp (130K 55 1 6 A3 A0 R0 4 6% T Rg = 3092 Y 2 58 R B 73 W35 B A Y 3 A O 1k
P28 PLEKHAYS St Bt s 7. I HARSMSEIGUE R, TEAMBA K PLEKHAS 7] LA
ELRELT ) M2 R IR AG[32], $0H] PLEKHAA (3354 S RN B HIVE TE VR TT S5

YRS B AR A M ZE A, R R IR 2Rt R . RIB I B R I RHIE 2 PO R PR AR K
R AF A FD IS A% F2 [33] [34] X MEAR ZR MEARFAE T BUTRIE I 15 i B8 TS AN R [35] [36]. A SCHREE
N, TEVRIENE B TSR] MET F1 FGFR2 [12E K935 [37] [38]. 1fi MET JER¥ 34 5 15 e B3 1A R il
JEFHIR[38] [39]. MET {5 5 A& S 1A 5 3G L Mg I A BT A AR 28« A PR B AN A3 LA 2 I A8 AR R [40]. A
fiRi&, PLEKHAS 7E MET 15 51& 51 N p B R IR IR 1k, PLEKHAB JTER 12 3 BH T /2 14 5 s 1) A
FEHG, X PRHNEE F Bor] fe & d i PLEKHAS JUER S840 it . 12 2B A2 3G /b i Se B g [41] . BA
PLEKHAS ¥ 5 2 FHE AT Met A i n] B 22 — AN B a7 .

5. fbfR

it A2tk 505 Rl PN A 2 g o R R, ZE TR — B T e s 2R AN T 2 1) e 6 [42] o IR AR AR
H L GUAS [R50 2N AR /N0 B it dess /N B AT o /040 i e A2 Tt o B/ LR 2R AR, R T il Py e
LIS, JR T AR, 2 R 15%, A ECTAR/NAN BT /NG A o AL R
i, AR BEETR, 254k, Bk, /NEM T UG i 2, 5 A AEAFRANE 7% [43]. AR
i, PLEKHAS 7E/NMIfafiig A 2irh mkik, mRan B miEE %, HSEaEsa . 5o
KIL PLEKHAS ZMiftfe i — Mk, HANSMERAEIS, SR Iioe, RFiZE
T B S /N g i 9 2 1) — MR SR HR R [44] . PLEKHAS [ PH Z5#445 7T DL 5 PI3P 454, #2718 PLEKHAS
A LLIAAT PISK 15 5@ B &M . 1T PIBK/AKYMTOR 15 538 B LE /N4 i it o S 5 3%, PIBK FRIIE g
{8 PIP3 3 m, PIP3 i#t— 015 Akt 45-&, BERRAL IR 70— AT I s 4 e ) SR ANl g di g o, 570
Tt it e ()R 25 FH 52 [45] o /N At Hh PLEKHAS B R 2 F AL, T2 PLEKHAS 2 75 BE4T 5 Pt
TR 8, A R — PR, SRR R, PLEKHAG 1E k30 Hh 2 53 F L fk[46], HmRiAg
I B s () R T DR T [47], (B VRN B SR A
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6. FLERE

VP2 IR /iR W, PLEKHAS fEMIR % /M, If BRI CRISPR-Cas9 /) PLEKHADS Fi
PRIGsm TR IERE AR S, RN R AR IRIS R, TE2 MM R PR PLEKHAS {2t /it 41
R B AR A, AOAT AT 48], BEIT AL PLEKHAS f3838 /K754 56 4% 1 LR g v 2 BT
HRFURMRE, X9R, PLEKHAS TE7L IR 58 /R g4l nl, Fordh PLEKHAS R nl i gt g
TR ZE. KRR G PLEKHAS 78 55 60 208 b I MR (2 2k D Be [21] [2414H 7 & o 18 X Fh 22
SRRV B AT AR AR, —DURETRE FUSEE T FITE AR PLEKHAS mRNA, FERIKTE
M PLEKHAS 7 fix 5 S v 263k, 1A 20 PLEKHAS 3 23k [14], X ] RS2 i X Fil 2 57 L BRI
JEA, AHEARBLEE R — P o .

FLIRE AR AR REAE S iR i e A AR, HAsE— KPR RE, Hh S8R 2 50 L,
AN 7 BRI Z) 5%~10%. FLIR S E RS /AN R RS SRHE ORI 77 ARG B T e . A OCkEE
B, PLEKHAT FKs SR TN i 5 0 M 5 8 X 40 JFK [49]. PLEKHAT 1] DALE IE 5 7R3 B AN
M) R AR DL R G AT G2 SR N IR AL AR G A A A 21 . PLEKHAT fE G3 S8 Th B 2%
FEAR, LE/NmHE kil A 2I[50]. 72/ R AR AT S| PLEKHAT A3id, FIREZ& T PLEKHA 7 5 H 75K
BN (Z AR 25 & BB A, (#1140 p120ctn) [51)41 afadin [52]) AHH BAF FHc2s, 1 afadin A1 p120ctn A&
T LR A 1R 22 R AY[53] [54]. il E-E5 AR SR E pl20ctn [F) kY i 2k AN g ik R 2R R K
FEEF5[55]. Kk, PLEKHA7 5 p120ctn AHEAEH, PLEKHAT7 KIS Al BEiE M2 p120ctn Hfe e PE A1
5 T 2 R 12 28 M [56] o A RS FR, W AL A e [5 7] A B 6 P FL I [58] HH A7 /E PLEKHAT
FRAlAR 0 B 25 2K o 7E FLIIREE AN AR R A B PLEKHAT 5 iR 2R 78 sl 531 2 1] F AR S PE[57] o A TRIEFR
ARG b R RSP AR LG, PLEKHAT FE = 200 P BRI, H PLEKHAT &3k 5 B 58 U5 HH 95 [59] .
WA SRR W], PLEKHAG FEFL IR H 23 m ik iy, LI B8 & A0 T 3R 2 FEIK[60] -

7. G5REm

G5 s 2 5 =AY H WSS AN B T AN AE[61] o 3R BWRAE AT 00 1) BE AT A7 AN 2 [62]
PLEKHAT #5209 N JT R0 22 A SR i 715 4 DR BRZE42 (AJS) 2 1 ot ZHL3B6 PR S B8 A DR i [ RS B R 55 2 5
FEBE IR e B [63] [64]. AJs s2—Fh4ifil - 0N = -E4, MR EANERE A ZKREEH, T
YeiF bR e R OCE 2, H 2 5 Rk AR R RE I 2 [59] [65]. A SCHERE, AJs Se#E Itk HIRIA 2 b
bR & [66] [67] &5 Ha Mg it — AN 3% R 52 b R SRR se B M R N O 2, X R AR e R B 2
HIAZ[68] [69], 2RI, £ M7 b Bz G5 R s AT BT (2 FrbJe i A 4 i 2 A () R AT AN 4E[68] [69] [70].
BEZA BRI, E-F5REEE AE R 2 B0 & I IR TR 3808, IF B E-45 AL 28 1 -p120 B &) 2 T 4 IR AAE -
HEBE L ARMSBEARRE A2 LS SRR AR BT B BT i TR 1 [57] [70]. A SCERE ], PLEKHAT7, J&—Fh%: T E-
FRG B 1-p120 IR ER A IE B SR (1, 5548 RNA TH(RNAI)FIZO414), F3E AGO2, DROSHA
1 DGCRS8, LUMETHN Als ik, MiGiE~S—4. miRNA Fil mRNA 7K F[57] [71]. PLEKHA7 il RNAI
WAL T IR T A AL R TG Ads, (EAEIE A 4HM - 40 Bl X SONAELE[72] . Jeni AWt R,
PLEKHAT7 J&K RNAI 473 SE4E BRE IHER T A F5 11, PLEKHAT 2R 2 T2 RNAT 415 %82 e A 1)1

s SRR F /NS Y 2 SRR [57] [71]. PLEKHAT F1 RNAI 2H 43 (05242 58 A7 3 2 3 miRNA 1)
ARSI, FEEUSEEE B, DS BUR MR R A [57] [71] [72], A SCEREH], RNAI
1) T 342 A AE 485 M e R A A A 45 e 4 i R TPl B B 2, X SR P44 5 PLEKHAT [1)2%
VARG, SKIRRW], fEAR 2R VRS w40 M Bk I AR R T PLEKHAT ik, MIMRE T RNAI 457
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(I B AL, FRAEARSM R N SR A B AR K [72] . Xk %88 T PLEKHAT 7E LR Ads 1 J= A g 4l
BUfilo SRTT, WA TERM, H R AR KRas 25/ A (1) PLEKHAT 2 B S A0 58 . By & AT
BAHICH) KRas FFfE 515 3 DU R A, (HAERFAR KRas 457 40 Hh B50A XA [73].
PLEKHAT7PH £5 F 38 mT GE 2 i I T 35U 822 1Y KRas e A FH 25 W00, (H 75 280 2 10 TARRIT K
HA T RIEBAEMOCAL 25 803h 77 22V B 4 ) 751 o

8. ERMORETE

TE b R PR A M rh,  E-E5RG B R AR b F ) B OR R K IR IA[74] [75], HOEH S N-5
MiEE—RERE, BT H SRR CEEZ 4h, N-A5HS R 7 7L X SR o R 5 A0 (5 S 4% S 001E
FANIE2E[76]. Z BURIERR, 8 E-H5HR 8 % B -4 M 3l A3 Bh T L R PE O B an e g 3G 5, 36
TR PIBK-p85 WAL ZLAERIMNAAL I, M S 2 PISKIAKT iH4L[75]. fEMRLL b, E-S5REER AL
KA /5 LT PLEKHAT 13148, PLEKHAT J& ZA [—Fpi /3 [57]. #mi/KF i PLEKHAT #0iti] E-
FERGR F/EGFR 454, AT S T S0 _E i 1 O Sy 4 F A K AN 098 7, 1 T 2 31 35 0 B0 S8 v
523 PLEKHAT7 1A 2 3 81K [59] - PLEKHAT7 1A 5 TGt e A= A7 BA(PFS) FHLE A= A7 BA(OS) I AH A ZE R A
AT BAESE rh g AT 1A [77] [78], Frid 8dE 543 0l 65 5k 1 285 1 107 44 b 5 VR 5P 5308 B8 5 (1) ik
PRI HE . AN, BOEH PLEKHAT ik 55K TG A A (PRFS) LS AE A7 I (0S) it &
FHOR[59]: BoBT AR, PLEKHAT 7 b J PEOP §9 b R BB I, HRA P RE S TfE AH DG . (REHh
Z PLEKHAT 7£ b R PEOE 8L (1 R E v E-45 Kt 5 EGFR 4R L S &4, A B T2
ERKME ST £ PLEKHAT i3 RIER, E-F5KiE A5 EGFR M4 &%k, Mif5 EGFR 112 R4,
X 5 2 B 1 v R S 0 e FRE T PLEKHAT 25K AIESE — 3. PLEKHAT mikik 5 b Rz pEop
SRR RIF TG HE%[59]. tBF CkE W, PLEKHA7 I MEMEE PR emlELR, FHHEES
E-E5K5 8 A £ KT <[50] [57]. IR L, PLEKHAT G 1E AR ZEPEBAR A L 5 1k 5P 59 ) ml e bR 54 o

9. &g

PLEKHA /& & pleckstrin [FIE(PH) S MM &R A Kk, FES SRRNIEAE . (5 51% S Mafs
B IZER )5 . PLEKHAS ATESE MR AN E Wntg- SR &R A5 56 S, ek s 40 i r 7735
UG, H 3 AR B0 ZR AN R SR P 2595 « PLEKHAS EU %8 58 e 1tk BB 2080 M1 B i v 1) i A K3
FRF . PLEKHAG 7E Sk 3t v 22 5 R ARk, sl =2 Mt AN 7L i ) R ME TS [ 1. PLEKHAT 2
PLEKHA A F IR0 1, PLEKHAT B4 € 2IME 2 SR E A K E R e B8 E b
FEIhEE. RNA FHEHLEHI(RNAIFT RNA F S UL E S)(RISC) HEH 5545 DL 11 (5 5 & S A MR AR K,
DL ER R AMBRE AL SMINERESE, EEAIAIE. B, U0 SRMat pE hyat7e,
SRS . I SOT A S, M2, PLEKHA & S0 AE Sk Jiomd 1 % A % J vh A S5 AR P
HBE— 25 1 ARBIE 78 7T BB 23 D 5 22 1) S SR AR 1R T T 1)
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