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Abstract

PIPases (phosphatidylinositol phosphatases) Sacl is an important group of phosphatases in

volved in the metabolic pathway of phosphatidylinositol phosphatases, which can dephosphorylate phosphatidylino-

sitol 4-phosphate and participate in a series of cellular functions such as inositol metabolism, actin cytoskeletal

rearrangement and ATP transport. In this paper, the structure and function of phosphatidylinositol phosphatase Sacl

and its functions in mammalian cells, yeast cells and other eukaryotic cells are reviewed.

Keywords
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PE, BTGP Ak 5 T R0 S 400 A 5 37 5% B T RS T 5, W]
it B b 42 11 40 B AR PIPs ¥ 23 A 5 Th REM. HHh, Sacl
Fe— R E AR SF FIPTAPTEIRES, Nl /K ARNLEEIA ) 54
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Sac domain I]

LELHLKNSTFYFSYTYDLTNSLQ

2
DERFFWNHYL

SFIQPVIYGYAKTVDAVLNATPIVLGLITRRSIFRAGTRYFRRGVDKDGNVGNFNETE

4
FSFLQTRGSVPIYWAE

6

| EQHSVVRTNCMDCLDRTNVVQ |

5
FDQQKELYGDNYLVNLVNQK

7
LWADNADAVSVAYSG

1 SaclZEMF A TS ERTHERF(IRFESESTHS|ER)

Fig.1 Sacl domain contains seven highly conserved motifs (modified from reference [5])

TR HeA B 52, TSjI1/Inp51. Sjl2/Inp52. Sjl3/Inp53
FFigd/Sac3%5E—FE, & — MRS HISAC(suppressor
of actin)&h M8, X /™45 a3k K BE 29500 Z 2L TR,
LB TR 57 5L 7 (), aX B8 R 7 58 ST IR VLS
WEIR MG & 1. ol A2, BN 5T F CXSR(T/S) P
BILE T TR & A SACEE R 3k 1) 8 11 53 A = B R
5P, BN AR SACE W B IR B I AL % 0P 25
HSACLE /IR 1) 5 1, Sacl & 54 R B 245 o8 IR
I BF(Saccharomyces cerevisiae) )5} 8 H FEAZ 1]
AT 1717 5 R B F, 9, e M — 5 8 ) Ml TR TS, A
ez B} 21 U L Sh AR A, X i A 7T S T
K I3k . MANFORDZMIR B T Sacl 2 [ 1) 5 {4
e 5K . Sacl 8 H W 7 AN G f I8 — NN-i
SER AN — > 293205% 5 1) C-viig fHE AL 25 A 38 RS
% BESacl /& — M4 11465 kDally AN F AL R /K
SR TR 5 I 2 1, A P S C-i 025 IBE 445 4 338 C-
terminal transmembrane domain, TMD)} H 4 52 75 JiF
b, SERIERT AT H A, AN A C-d A T
e HC-Ii & A7 — AN 4h 7% 81 F(coat protein com-
plex I, COPI)4% & 3 /5 (KEKIDD), iX X} T-Sacl7E &
IRFIEAE(Golgi) FTER | 1 78 A7 42 Wb AN AT 2 o100,
Sacl & HEA F W) Bl 1) R IEE AR . K
5 (Rattus norvegicus)F/IN R, (Mus musculus) F) Sacl
A E BT ARG 2H 23 rh 3 ik 2 0K, 7 IR 1 R 41 A
(Purkinje cell) 1 A 7K - w2, FLud(Drosophila
melanogaster) Sacl 8 F7E T ALK B M B s
FAkM, Sac 1] FEl A1/ BRI A G A 00 75 11, (H 6
P BRI A KAR KRS EANZ LTI, Sacl & H
A0 X USSR S P41 (dorsal closure, DC)5E % it b
1, Sacl (ER R 2 T EUR IR IR BT AE /N R,

Sacl 1Dy REMETH k2 T 80N RIR IR BT BT,

AN [E Py Fh b Sac L 2 T 4 R VE AR CE 22 7
KR AN 5 Sacl & 1 5 B B Sacl 2 17 41 [F] Y&
P H35%, FiESacl & H 50/ F.3h ¥Sacl &5 H M 7
F R NAT%, AR FREME A m . ARYF
Sac 0 A RF S P A BT AN ) o 9 REAH M 1) sac
RAFAR HHPIAPHI K- 38 0 7 6~194%, PI3PI X I 1
2.0~2.51%, P1(3,5)P,34 il 172.5~7.0£5717", T PI(4,5)P;
ACEBA R EE A R 72 ARG, SaclXf
PI4PAIPI3PI A1 /8% i1, XTPI(3,5)P,HIPI(3,4,5)P5 )
AN ) H AR, XFPI(3,4)P.FIPI(4,5)P, 1) 55 Fl /7 B
SATT F, Sac X B ) il R Ik (4] 2% B H R IR I 0
PE, T HL A A A0 R 2L [ [ PTPs X Sacl - i R 1L 2
HHAL 1. Sacl [P BHEE LT B AR5 73 1%, Sacl R
it % M T 4 Vps74/GOLPH3 . B B FPL. B IS k22
Z R (phosphatidylserine, PS)%5 i, 11 FHAth 75 £ H fof
() JIg J53, HIPI(4,5)P.AITPI(3,4)P | A At 4 1% Sac1 221,
BEAk, AMIEHLO, 8 15 16 7L 20 40 240 i o Sac 1 & 2B m] Jf
%35, AT 38 N Golgi A PI4P A & &, X nf LA{E —
SE TR L (e k4 i i A K22

2 SaclHIIThEEdFm
2.1 SaclEMWEHRME/M. L

N 5 ¥ (endoplasmic reticulum, ER) & & [ «
JE JSRVRE 25 (1) LA RO T3z Fr, FLTh g v Ik H X
AR CEE., KX ERFPI4PF &b
TE— €2 ] DU 52, {HPI4P & | 25 18 3% 52 i
ERIEH 335 . Sac il i X PI4PH LB R AL i 7 — &
FEE 4 FFER RS & . ATPHE NERZERE 5 N £
FhER VAT I T St 2% 8, T Sacl 2 R AR ATP#:
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B EEIAE T, sacl R K 41 ATP 12
FIERE & I A8 ) KK BRAK, T ik [ 3R i sac 1 (1) 41 il
ATPI#5i2 e 11 MIAS 2 T 38580,

B EERH BN TR B 2 BhoE L R RS
XPRAE 2 IR AT B3R S 12 1. FR K BBY (carboxy-
peptidases Y, Cpy)H BCAFIIZ i A2 it 51 I Bk i 50
LA H ) E U775 . EERA, pro-Cpy HIN-i # b
FeAb 7= pre-Cpy, pre-Cpy - # 4iik 2| Golgiidb /1 —
WA EE . P BEsac] FRAF AR Fpro-cpy [ Hl A L B A= 7Y
{5, 1X 3% Bpro-cpy/EER 1 A F RIE2, X ik — 2P 3¢
FF T Sacl f/EERBNZPATH (11EH . B#RESacl 52MHER
HHN-BE AL P IR 3R A3 T B X R R BRI SR R . —
W% 3% 12 H- 75 B (Dol-P-Man) & i B (Dpm1)/2& — FHER
UF B4 5 1. DOL-P-Man72 " 42 GsMoN,(GlecsManyGle-
NAc-PP-Dol) it b 75 1, GsMoN, A& N-1% $2 18 3 16 11
JED . ARSI R, Sacl 5Dpm1 1454 X ER
W R A% O AL R L AT A R sacl AR AR
HH G MgN, ) 2 i & 98 20, I B Cpy 7EER [ i 1] £
BT RE A T N-FE S LB BT BB, 7EGolgith,
sacl B RAR S 52 B s — 20 0 T A L)
YA b sacl Bk 2 T EORE 4L B Man-1TA1Gn T-1
(S H B AL, ECEEN-FIO-H Ak 1 %A J7 T, 45 5]
FEGolgi A MBI IBIR . IR, fEmSLEhPnam i,
sac 1B T B GolgiH 5 B B (1A IEHfIEFE L7 0 o
A, T2 Golgi 45 1) 76 BE M AN 1 o b B e
2.2 SaclFZ M4BT 2

1 P A AR T B TR IS T BE 4 i 4
EE A5 4 3k 20 40 M Ab . A 5T R W, PIAP I B 4 A
Golgi*H, I H.1EGolgi4y i Al Ji iz fy ik F2 Hp it %5 &
SRR . PIAPH H LM 838 i 5t UL I 4- 33 B (Pidk, 1
Pik 1 FISttd) ;= AE, PighE IR 9848 25 5 35 ™ 5 1) 43 Wb
BREEEY, Sacl 2 I TPIAP/K S () - B W iR W, 7
YA TR HE KL R T, Sacl B H IR TER, kit
APik 145 57 (1 P14P = /R 2 it {HSacl 7] ¥4 o) — Fi i
W 75 IPidk(Sttd) ™ A= 1 A 37 PIAPH: A¢, P12,
Sacl[11% By RE 4 il T PIAPYE 4H Jifd J5 - 11 b AL ~F- 17,
M 4 RF T 45 5 P 1 85 S 195 UL I 722, FAUL-
HAMMER %5 5% 36 B, Sacl H.#: 2 5 11 1 4]
GolgiHPI4PH JE#: . pikl 578 T # Golgi T fPI4P
A Rk D B, BAE AE B Sacl B IL R, YURE S
[FIPI4PH 2> MGolgith ¥ Br. fEIX P64+ T, 75—
Foft I 5 12 A 119 3 2 T e A2 DA Ak A BR 2 & 1) Golgi

PI4P. 440 ffa iy Ab P15 P 8 IR ) o 4 1 <7 I, 40
ARG 53 288 3 2 At 2 0, B R R I N 43k
e R, B IRRIF IR T Pikl/Frql 2 &4
M Golgif il (Frql /& Pik 1 [ 1 7 0 JE, # BiPik1 & fir
T Golgir=4:P14P), J {1k Sac1 MERF Golgi ) i
el EYLERGN A, Sacl & 7 T Golgis ¥ FiPik1
RF 7 1 (FPIAPIE i 0 75 BB, Rk, Sacl FIPik14E
W5 Golgi PI4P LUE B & 77 A S AT 18 45 48 i 14 58
Ji RS SHRAE F, 3 1B N —FhuRs ML o,
AT LUMSERFIGolgi s (1) 73 WA BE 3 [ 2, DA RLAS [F] (1)
K& AF. A HEFCUE M, GolgiH Sacl & 1 FICXSR
TG VAT AU R R A AT AR R 2 i HLO.
1k, 415 Sacl & A= W] ¥ 23, [A] I GolgiH P14P7K ~F
BN, & A WK IR, %A TS Rt — 25
UE B 7 Saclii i #% 1| Golgi PI4PIF) & &, 521 41 i
AR o o0f T i P DU 1% iR 422 Sk 5 - 1(phosphatidyl-
four-phosphate-adaptor-protein-1, Fapp1) 1] #ff 5T tH iiE
SE T Saclff)iX — D g, Fappl i€ 7 TERAI 2 7 15y /K
FE AR 2% (trans-Golgi network, TGN)Z [8] [#] 42 fis {37
AL, 78 M GolgiH CSF [ R —— R 85 [ (1) 70 2K
gt o X AKH T Fappl 5Sacl 45 &, ¥ Sacl €L
TEPIAPYR [ Tt = I TGNZE Fa 3 B iz, AT o VFPI4P
(1) L BERR AL,
2.3 Sacl BRI EE B REH

4 MR L3 B B SR AE TR 22 R B RN 4 R e B
HORAEEATBRMMEH. SaclZ—Fh & Z 1AL
B AR E E, IO I L3 & S )
T RIEWMBEAS KA. MBS A LE)
2R E AT T . Sac X PIPs 8 =4 AT g /& 1
M4 ML h &R (e AR E R E B RN . XA A4
T B I 9T 2 B, 2 ML) & I T R B, WiProfilin
AIGelsolin )3 14 52 FP1(4,5)P A 50 FE e 7
W, B SACEE M B 11 2 — I AtSac [ A8 i
R T 7K P IIPI4,5)P,.  [RIIL, Sacl Xt LahaR (111
S ] B85 T PI4,5)PoK T K. AR, fERLFE
TrH AtSac L4 & B2 —FHPI(3,5)P i FRECT, 52
MBI E AR EHE. AtSacl £ I H 5B BEFigd A [ (1)
AAIETERT, Figd & —MaElog IPI(3,5) P 45 14 1
i FUL I Tl 1 il FL O PI(3,5)Po A 1 4 4 3IF B A2 %
REdp IEE WIBh & EHEAT 5 1. fERE A A
F| T PI(3,5)P,, 1J fit 5 B B} X} B #)Sacl FFigd— ¥,
AtSacl 2 5iHFPI(3,5)P.AR T, M szl & A
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HHEAE. A O EERE(Candida albicans)¥h, 5
S A TR 24 A0 O AE B, sacl 2878 48 i b BLBh B E
AT AR, JLPRENL AT AR B 2 A, A
Tiisin SR G . BEARIE LR A ALEh S B SR
HeZ (8] A S A B IE P, fra35: (Rl Y i — Fh
XTPI(4,5)P, B A B e I A 55 A 77 B TS UL IBE 22 1 1
S-TEER I, fra39R 78 S EF-WLB &R A 44 R 7, $2
T T e LA I (A ) F - L 2 B [ 2H 2R A ke B L
YEH .
2.4 SaclFZMmAg FRACIH

Saclfk 7 Z 5PIPsHIR i 2 4b, i85 HAth )1
iR AR Y . Esacl RAZMMH R IH 75
(F1fi B3 1R, RV I (sphingolipids, SPYfRH I Ei A5,
1 S B AE B (phosphatidylcholine, PC) & 1 O
Tole i Tk 22 2R (P S ) 7K ~F- B BRI

sacl [ 2R 52 41 L N 22 Fh iR 28 166 B 4
fio Sacl SHSNRIAYE A K. TIRER A1)
Ae bR Z R, fEANMO T R Y A s
B A RPN I AR DA R A DRy 2 i S 435 A S 4
A B REEMEN. WIEEDE ERIFE, i
A K B 2 (long-chain bases, LCB)®”. LCBH 2%
PR A eI I 5 72 W A B, LCB W] LR AEN-TE A B 52 3
AT IR A TE RSP 22 I i, b 20 19 frig i ot v A 3
Mz i 2 Golgi, 7EGolgith it — A LLAE BT A4 1)
BilG. 5L, Sacl HH 1T 22 SRR A MR Ik 4 7 g )y
RE. Sacl & 22 I K HE 19 4% 7% il 52 & Y (serine pal-
mitoyltransferase, SPOT, i #50rm1/2. Tsc3. Sacl)
(1 3, 12 A 45 A Leb1/29F 5 TTERHLCB
BIr=4 . MormE R SRR, Sacl 6k k2 F RS
BCEBEVE, Hsacl 578 Bk X Leb 1240 il 771 2 £k 52 16
RN 2™ R, fEREREH, Sacl LT 2 #5E A
I E RN T R, fEsacl BRI, H
PI4P £ PR AL 7= A PII & i /b, S8 T & 241
NEAEAD & R PLE 98 /D84 0] fig 3 B Sac 1Bk 4%
A B AR K B R B H AT M ANTE 2 Sacl 2
372 AL FLE AN N SR AE A 1R 22 4 B A=) () R 1
HORIEIER . TEBERE, sacl B AN 520 T PS
1K, 2 PLELPSH 73 A 1EH HIPIPsARE X 241
FIPS ) 44k 45 2 T L)1), B 5T R I, PIAPAIPSTE 4
PR L AR Ik PR S RN 4 R 7K ST, I B iR i
A B 75 AT e & AR FEER A5 i (plasma membrane,

B B IR g R Aa S, PS SPIAPH FF 4258 4, LA
JPSTEPMAL (1) 4R, #75 SEPIAP/Kfif . 1E1% A Sacl
A FHIPIAPAR I 15 L T, PSASBE B i 72 2IPM, 1
FRAEERPA R, WML IEPSH it — 7=, HHK
72, B E I Sac 1 R BES 1 T PSS . 4ERHPS
K-8 I B, PSS Sacl 25 i 2 AL PI4P, A\ 1T 7 ¥
PSHPMI 5. #H %, 4PSHELZ I, Sacl A2 #¥Ek
T, MPI4P/KF2 3. Ritk, PSH] BL@E IS 5 PIPsAR
WHE L, B80S Sac I R AT B & 78 40 f 1 4 A
MFFE. Br 7 PIFIPS/KV AR A AN, sacl RAZAAIL
RILHPCE SR IN(10% 138 ). X FHPCH)
180 a] B R LIRS PSRN AR I 1, TR X i
15 22 AR AT RS04 B, Sacl & R AN G 1
41 i N PIAP AP 7K, Ty G AR R I s, R 2
PS. PCHIE G HHmENE A 2 52 .
2.5 SaclMnfa R BE(ER

21 i P 2 S AR ) A 3 1K B VA T A 2
P R G % B AZ O AL, BY5RTE 32 7 R SRR 5 I e
JIE—FIRA A M. wA bRk, |
W AR 45 T 5ER. GolgifIER-Golgi ™[] 55 #H 5% [ 45
R X3RO0, R — PR R I 5 . 1 WA 5
(FE R 7L 20 470 248 i ) B0 EL (FE T BE R )ik
I A P R AR FURR G A AUE 5 A B R R
PR e F I, & BILES IR P14 P FR B Sac 1 2 H W 1K)
BRI T, AEERER I LA V) 40 L, SaclfE H
W FF PR Ih B R B AR S . Atg9/NI B A N & E WA
) ER P2, PidkAISac 7] RE I T 1 42 PI4PHE 45 2
Atg9FE I, 78 I [A] A/ek 2 8] B E 2 5 E e
FE. PidkAISacl#3 % {7 T Golgi, Pidk’E FPI14P, H %
A B AtgOTEY L, (e HIR H il i Golgiffiz . SR
M, 7£ Atg9 /N B FF GolgiZ Bif, Sacl 7] PAF#{EPI4PI)
K, AE Atg9/IN LA T I 24 1R I o 21 [ W AR T B
frE. Hsaclh R, &6 B &K KIPI4PH Atg9
MBS EBG I AWAT . S PI4APH H WA K GE
TR BTV PHEN- £ T SR I . frig R i B 1 O
% H 5% {&(soluble N-ethylmaleimide-sensitive fusion
protein attachment protein receptors, SNARE), JG 12
5iE R A, 2% S50 wR I R R P, Sacl
AL SZ 45 40 M A B A R R A W, T
AR 2 565 40 P P 9 i A I R P 1 ATL 1 % A
FEAR LA T IR AR A L PN AR, AR
xenophagy, #&— il 85 ZL 1) 56 K B B2, b7 IR
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BRI A2 &) 523X A B AL S R A B A v . VD] IG A
I3 U R BN TR T Ste A, 8 43 b 5 0 1) 1 W A
| HIPI4APL, &, DA #F 4 R A7 15T 7E Sacl Bl 2K (1)
LR, PIAPTE H Wi A4 5 _E R R I 14 5 Ste A 1 E
B L7 Bl A 75 S 388 o 41 4 52161

3 SaclfEfm /R EE P HILNEE
Sacl 1 2L T 9 19F 50 F il 35 2 4 v £ A

TR PR B I BT, W BRTE . AR KA
AR SR IR D o T T CLRTE 9 )R L
tiSacl IR FLIHAT 4704
3.1 BEIXTREFSac1FIINEE

Sacl# @& A FE NS 1 58 30 R 1T 4
L, Bl U B, WLshE B4 280 5 7 A
LR 1 ) 400 i 43 4 R0 T 2 T A K ) 2 AL FER,
X S Bk B FBE 5 R A, sacl AR R B H 4 B
A ERA IS & E 5 A0 LA S Hwp LER 4R 8
A, B 5 T 22 BB IR 4659, Hwp & — P2 i 22 T H
BR[O, THRE TR, 'R B 2 AR KRNI ks
A pr L TR ST, R 22 R B AR, AR AR
& T B0 T Hwpl )31k, A5, Hwpl ZEERH
WAL, Rl R R i R Y. Lk
S WA 0, W BRI E M s B OO0
B R, Wlsh & B Dh RS v] Be £ Hwpl fEsacl 58
A A R AR e A IR LR, AT 5 B 42 AR KR AR )
JEETE IR o B S R B P Sac LIS AE 40 i iR 3 2451
Hrrh RAEEIEAEH . sacl S FEPIAP M N i 3
PMIP) KB 53 3 o0 A, XM i it — 2 28T
PM 1t # HEL 37 1) T SR ATPL(4,5) P, ¥ 57 3 B R 29 A, IX
SEAR A T T B 22 AR PR AR K PR E R E T, g0
EE 5 B VL (cell wall integrity, CWI)XT T 41 o 7 4 /2
AN AE A SR B R Dsac IR K 22
T ECWIBRRE, 33k 1 A F 0T 14 25 R0 4 2y 3 174 Rk
PEXEIN, HESEOGLPHR R SR MN. XrRE 2
CWI IR F 25 R, CWLE % SO R ECWLA 12,
SEHFEREARIGIN. FECWLE MBS 1) 57—
ML AT BEVE T 400 N PIPs /K T 1284k . — THIF S0
B, BRIZTE B R PL(4,5)P, 1 2l 5 C WL % (1) 5 8 L
A RO, S BR B H InpS LE T 1 5 PI(4,5)P7K
ST R B 22 1 R R 4 B 5 B i A, IR B T i i
P PIPs/K F- ] 52 CWICY, [, CWIFIBAFICWI
R (0 S 8 O VT BE S sac I RATAR IRV ED & 1 DI fig

B i PR F AR A K.
3.2 WHEAE HSaclITIEE

AR ZH WY B TR I, M B sac I B R Rk
5Iife sz 3 17— KR i 5 5K E 2 51 Afutd 1)
190, Sacl 2 Aftud 7 41 1) 5 B AH S8 T UiF A 7, 24
Afutd 4 H B E HS-LTRIX f BRI, SaclFik W 8T
W5 J35k, Xsac IEMESET 245 o BT AE A FTRI 90 B,
sacl ()i B o 10 BB SR 25 W 25 . X
52 1 LE B il R IR IR B Sac L FE /i TR
it it BA EEAE . LI R K, sacl i)
I FRIEAMARE = T h 6 AR 37 FE M (voriconazole,
VRC)( M 0.5 mg/L F]2.0 mg/L)F1JH 7> FEM: (posacon-
azole, POS)(M\0.125 mg/LF0.500 mg/L)f Ft PE, ifi H
W E 1 HGH il FE R (Ttraconazole, ITC)(M0.5 mg/L
F12.0 mg/L) P E; I 55 BRIP 9 B Sac 1 502K
e, Bllsacl 5822 W fie 5 Wil HH i 25 0k i 258 24 1) 1) Uk
PO,

4 RE

2% FFTR, Sacl TEMIH 2 5 2 ML Wt ),
TEAMEI AR AR, RS h RIE R . R
ELEF YRR Sacl & FIZERF A1) AHMLE o A T
RS (1, AR E AR R PR R Sac L 2R 1 T )
KIS . JEAEK, Sacl (AN T A MBI 98 32
4 e AR L0 0 L% SRR 20 M 5 22
e (FHC7E 7 B PRI B A S B R, TE i
i IS W3 e LTI L O S R 0 1 7K e e
T AR SARE > . BT L2 G
BT Z 6, SRR LU R NG T
F SRR, 50 5% TR R A SRR b7, T LR 247 81
iR 0T EH B, 800 7 I PR IA T MR . SR T BT
T, PN T Sacl ZEM B ECB R I R DA,
FOTEANMOBE R I T 22 R 7 LA 2 L) e o
PR FE, 46 49 6 N A 22 R AL A - 2395 )
A2 KA — 5 B SR
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