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Research progress of PITPNCI in regulating Lipid metabolism and
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Abstract Lipid metabolism-mediated ferroptosis plays a crucial role in the initiation and progression of tumors,
making it a focal point and challenge in current cancer research. The key regulatory molecules involved
in controlling lipid metabolism and ferroptosis in tumors remain not fully understood. Studies have
indicated that phosphatidylinositol transfer protein cytoplasmic 1 (PITPNCI1), a member of the
phosphatidylinositol transfer protein family, specifically binds and transfers phosphatidylinositol and
phosphatidic acid, facilitating the transfer of lipids across cell membranes and mediating lipid
metabolism. Recently, it has been found that PITPNCI is a lipid metabolism-related oncogene, highly
expressed in various cancers such as breast, liver, gastric, colorectal, lung, and pancreatic cancers, and
participates in regulating the growth, migration, and invasion processes of tumor cells. Here, the authors
provide a review of the potential regulatory mechanisms of PITPNC-mediated lipid metabolism-related
signaling pathways on ferroptosis in tumor cells, so as to deepen our understanding of tumor cell

ferroptosis and lipid metabolism, offers new perspectives for the development of targeted therapies in
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BRAET: (ferroptosis) S — it LLBR B 14K 31 1
AR AR . BRBT EALM R . BEEE AN
FEAE ()8 K B0 2 PR Al AE TV BiE SR
W1, BRatT S e B VARG, fE MR R Ak
Jo v e A AR . e S A R g R 2 i
JeA 200 i L X A3 L 38 R T 7 P R B Bk
FE T AE Sy i Jg A 1) T BRI, S s s AR
o A2 HE B ) BRAE TG T MR L A B B
HIIB T J7 V5 NSRS Sl I 8 1Y B i g 4 1) R 97
G AR AL TR R T, I R AR B Ak e T
9SG B Y o> AR A s A, MR AU S Bk
FET A 25 i e AIF 5 A R

W I8 Mt WL B 5% #% 5 H (phosphatidylinositol/
phosphatidylcholine transfer proteins , PITP) Z % I 1%,
SUOBEONR OME UL OBE B odz oM o4 ML BTl
(phosphatidylinositol transfer protein cytoplasmic 1,
PITPNC1) & — Fift 5 A1) 41 0 B8 s Jiy s e iz 211
HEE 5 9 1 40 N B 2R AR RN S B = SR 2 R T
AEZ 5 40 0 A 3 3 g B B oF s R W,
PITPNC1 J& — il Jig 5 A 36§ A OC £ 988 B H1, PITPNCI
fEZ R b B Rk, HSMWRNEER
JEm UM G, mARFLIRED . B H .
FHEIEEU Mt g RN R e Y. AR SCZE IR PITPNCT 7] fg
A R A MR SE TSR AR OGRS IR AT R i
IR AU PITPNC Y SE Rl P50 SR (T2 R

1 PITPEBRKM I K INEE

PITP X W 51 35 3k A7 75 LA A il v, i kA
HEA GG Mo IR R RE T, 1640 ML
JI% 2 5t (0] % 32 W B 5 JULEE. (phosphatidylinositol, PI)
oft B i 0 AR A6l 1w S8 o e B AR PITP 8 H K
BB B AL 5 A LB, g3 il & PITPa, PITPR.
PITPNC1 . PITPNM1 F11 PITPNM2 . PITP K J% fif A il
OGS H AL T N I, BT A 0 R AR S DR R L Sk
BEWIMEE G0, 4D AR SR ZHER, &
M7 BT 24 BEE, N 02 %51 PITP 28 M A b
A ELT A Y PITP & 14 2 35 6 2 /57 iyl
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PITP 25 [ AR5 A2 38 2o g 0 38 e 4 I 97 1 5 P
MR AL, ¥ 5 o 1% 28 B 45 e 1Y IR % lE i 4 ok A 5T
T Y 3% R U8 T W B2 UL BE (phosphoinositides ,
PPIs) WG MG, T EEARMN AR, ARG
SRS UM S AN AN AR Bl T

2 PITP ZEBEXKKM ZRIEEZER K IR

PPIs 1Y 7K - F1 % Ak 52 31 K st g J5 5% it A i 1R
ity LA Bz i N Tt C %) 7™ A& A5 U, H i A BB IR il C
FEZMPL (4, 5) P, JFAbFTEHAEN TN G
B PL, Jf HOAT LA i 5% 6 0 I 2 o 75 A AL 6 o] AN
W) 20 Jf 2% 5¢ B PPIs %32 . Wi P1 (4, 5) P,AY P&
B LW R Ak B A DA S gk AT, i 0R R UE(E
AN . PI3Ks . PLC 3R A2 4%, (] 422 9 455 1l /I R 1Y
WAk EWE AN R A, R L g A i KO
Gt R, W T PITP 8 (A K% AR 53 10 45 #4 3 A7 7 22
5, 5 PITP 58 16 B 51 B A AN [a] 09 A= 9 2 D) g
PITPo A 5 B /Nl 1 22 B AT PEAE L B b R 40 i N
JIg I S R LR R 0 AR DL AR M B 5 PITPa 5
PITPB £ 77% {1 IR U5 AH B HE , J2 w5 2K A 3] P o
MmizMBAUREANE SIS R
FRUT,

W 5% & B PITPNM3 J2& 4 Jfd [ + CCL18 1) 1) fig
PEZ K, 258 8O 5 550 T 1Y i 4 Ml = 28
R, IR MR BUE . FURER . HE
BEAE FHAIL T8 o 3 58 40 B BT Ca™ Wk B2, 2 i FLAR R
R LI . R IRZERE S LT AOR R I
PEVE /N o3 F 1057 34 3% &R Ge 0 W) PITPNM3 , AW &
0 ) L R 9 A0 B A B FE 1 Garner SEPUIF 5E KT,
PITP AR A G RN, H gy
(14 B 115 A A R I A5 R, T EL B P 4 R B
BAHFEENIRE, EMERERE TEREZEEN,

3 PITPNCI1IhEES FEMA R LY F INEE

PITPNC1 J& K A7 F AR IL 4 1Y 13 5 YL A fk
F (20q13.2), JEHZAINE T R AN N & T
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K A, <5 PITPNCI 3 35 B8 40 UG PR 5 SR AL T Al S 9t R 133

W, BEHEZNTEPREZITH, HKELE
O~10 B e X Z 8] A8 4k, H 4K R 2 402 A4~ Bk &R
X, Gt 467 N EERMEAT, T RN
25.5 kDa. PITPNCI & [ ] 73 F A5 Bl : N-KR
Uiy 45 R 38 A C— K i 45 M B8 o N-OK i 45 4 2
PITPNCI H3& PRy, L5 T FOS $r 55 45+ F i A
SEE B . SRR TR B 22 K S R R Ak A 2H A,
MFERENE SRRt Ea R, MEER. 7
5EOE R AR A IR o 3K R RE E Y 45 A Bl B A il
PITPNC1 5 W JIg AH B /E R 9T ag , DT o 49 B g 19
Bz TR o C— 2K I 45 14 B2 PITPNC 19 2) fig IX
Wz —, Wy T mEmgmaER (Fex), HILA
RN MR R I B, X LS5 2 5 T PITPNCI
ZAE S MBI, AN UE T . 40 A 3G 5E D
A0 g i A5 4>, PITPNCI 2 i oA Hifth — 2L &
BERASRRAE o BRGE . B TS RN R AL I A
I LE S5 R AE R T T PITPNC 25 M B B A B4 2 2k A
ZeME, H AT LUGE NS [F] 4 SR B RS S A .

WEFE I, PITPNC JE K (1) )3 8 F X S f 75
BTSN TG00 5, X PITPNCT 56 [ (1) 3% 5%
5 EE A E, Wi SP1. AP-1 F1 NF-«B %,
X S R F 1 45 A R 08 412 1 PITPNCT 2 [ 1 7% 5%
W ME L, #F 8% 0 PITPNC1 & A 0 % 35 K F .
PITPNC1 3£ 5 )7 2l T X S8 3 775 5 24~ F 3R A4 5
VLA B AL A, 33X 2457 53 AT BB X PITPNC 1Y &
K PEAT A, JE X PITPNCI & % 3 fig 5% i 8 K .
PITPNC1 F 222 o7 T 40 ML P9 ffL i vf ., {H PITPNC1 7]
DL i 5 40 M B PT R A R 2R M EAEH, —
5 T 5T B A AR NS L O A 40 R Y
SECASPERTNRE ;53— J T A 45 HLAE A D 1 B is
MorAn, S5 5 8L 0, J5 152 w4
MR AR A BB T 45 A A i B

4 PITPNC1 5iyEE&##%

i 96 15 28 e A% 2 52 i) I DR N R TS ik ST S B
WK, BAARZERE 00— A £ 2R 2
EATTRE 0% 38 43 W PR B R TR i e TR £ A B op
() 45 A B 2 AL, SR E R R BL IS R o2 4
T Halberg%lxjﬁﬁ%ﬁ}%, PITPNC1 TE 12 28 5 %
BB R azmam ., L& . 2w,
PITPNCI1 & 7 40 il 9 & R JE 4K, 5 1433 R A
BARLL X RAIB A AR, AR 3 T 95 240 M 55

WA EE RSN, M H A5 R i#4rF MMP1, HTR1 .,
FAM33 . ADAMI0 Fil PdgFA fi& 2 145 A= i . BB HIE
S, VR IE A M R T N A K T B A e TR
()20 B AS 5 A% S5 JH v 9 40 B R 45 b b g8 A oG 3%
JoT A0 L A T K R TE R (ROS) R ZE/E
L, PITPNCT 2470 g ) 7 0 0
41 PITPNC1 5% %E

Ren SR AR LW AR (BSA) & BUE S
P Z D BE I DR AR A7 (AgNCs) , il
AN TE) 26 B ROS, AT LG 0 i 987 400 Bt 3T 7% B
20 L R B AN L R —E] 72 3% Ak (epithelial-mesenchymal
transition, EMT) . Tan ZEUNHFST & B0, R 45 W 96
PITPNC1 J&, 40/ ROS B @14 % | 1455 1 b 41 g
XY A0, DL B F 5 3 7R PITPNC AT B8 52 i
i g8 0 B B v ) IR G E L AL R T
{H H [ A4 1k PITPNCT A 5 ROS £ I8 2 78 1 7% (1)
A AL ) 36 15 5 1F 9 i 3
4.2 PITPNC1 5fERRE

Entrialgo-Cadierno LB F KRASG12C 28 725 #1 i)
F 5% F Bt & 8L PITPNCI1 i i fl Bk KRAS FIMYC, FH
B | o e | O A = I R O -
MEK1/2 F1 JNK1/2 {5 5 i #% fi oF bhogs A4 K 56 %
PITPNC1 # % 5 7 8 19 KRAS M S 25 4 . H AR
b e 440 L 1 1 412 98 A P A R A A2 B 4L
F I 7 i 96 A 5 40 AT AR A A2 G DY, an AR
FAFET L SER L BRI B AR Bk A
T RFEE U T R S B VA YT P T T
4.3 PITPNC1 58%E

Tan ZFUVF 58 & B, PITPNC1 78 B 9 4l 41 b 36
R T AR ALY, K B 7 4 L PITPNC 3%
KA TR DT R A g R, AR AR S
PIPNC1 %3k J& 3 i AKT #0061, 5 80 S o 5
T 9 AN 1R 28 e A% L) B A R A B T 2 Pk . BE
FEMF TR % B AKT 2 9 4 it vh I8 7 40 1t 3500% /32
TS5 F2Z—. Seki V5T & B, PITPNCI i
FREL (PITPNC1™) fE SR A RE T, LPi{k
2 B A B B SRR R B S B S AR A
7, PEUERE @R A LU P A i, & AR FER
ZAE T A5 b 2 AN RS AR i R A R 1 iR A
A G R, AL 5 A e 20 2 7 R AR
AL XM kB R, FER IR BT M
PITPNC1 A] BB &6 7 I I8 10 35 32 A28 SR s
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4.4 PITPNC1 551&E

PITPNC1 & —Fh B fg iz 8, HAE AN
R A I R A 2 T SR BREIE Y BB,
PITPNC1 25 [ 1 ¢35 5 98 09 b g R/ o Il %5 3% 11
TR A 8 bR &t 0E AH O o HF — 2D Y i 2R 8 s IK
PITPNC1 & [H ) Dy REAF 52 45 = B, PITPNC1 ik
A v 14 b 98 Mg o AR 2R3 . KEGG 3 % 43 B #1 GO
WA RK B, PITPNCI i ik ¥ K& B R B S
& i . PPAR 5 5 il % . Al & M0 . AR [ EE AR
. BRI A A L XS SR A SRR OR T
PITPNC1 75 JHF 46 40 Jf A 57 A 35 v ke i 3 254 11 .
PITPNC1 & [A 53 3K 5 52 )7 1) (9 £7 76 [ 153 PITPNC1 %
WIEEARF AR Z AR 250, ATie 5z N
F49 Ty fi TR 5 LA A R 6 40 e 98 B % ) 22 5 A
Ko HHEIM Ik PITPNCI 4 5 158 BT A5 9 20 5 BIL i v
AJEARWEHE, PITPNCI £ HoAth 52 4 o 8 g Jo 4 € 3 o
WA 8 A 1 R B 58 1 DA IESE .

5 PITPNC1 B FiAEHLE

Kuo %58 FH 34 J5 36 1F 37 B 198 40 3k 0 7 R 4 3 ]
41 DNA WAL LA i r ik, WRIEERE KT
JEWi 4 20k B, PITPNC1 FI SLITRK4 J2& 3 [H] J38 §% 5%
L RNA (HOTAIR) HI BB ARG L, I H
PITPNC1 FI HOTAIR 2 5 T Jg Bt . HOTAIR J&—
Fi e 98 K B JE 40 % RNA, fEMR AL RE AT
sy, B e RN Mt 45
FE L RFE™ . HOTAIR 7] RLAE K 5 4+ 1 P4 I RNA
(competing endogenous RNAs, ceRNA) , i i fif /)
RNA (microRNAs, miRNA) # H 1/E F K 56 4 1 45
HHL S5 PR g R R A KR,
Xu 254 % B HOTAIR 4 45 miR-330/618/126 1) £ 3k ,
A 5 9 40 M b PIBK/AKT {5 5 3l B8 9 5 7 5 Yang
ST B E 1Y CD63 . SNAP23 . RAB35., VAMP3,
SNAP23 fig # [ g A W AR o A8 B HiF I8 B A B 58 4
i& PITPNC1 FI HOTAIR & 15 Z 5 Wi A ot AR i) .
Sk £ BYAIEHE R W], HOTAIR 1E K 56 4 ceRNA 43+
45 PITPNC1 K ik /G = 5 g B oo AC .
Potolitsyna 25 % B, HOTAIR ¥ 5 i i 20 At B 22 5
41, NI 52 W B 20 i 17 400 B B 0% 7 6% BE 5 Pang
UV B, HOTAIR 38 2o 7 4 /N BB A% 1 W 4 Jifd
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(Raw264.7) NF-kBf55# %, it ERKF (114
MIIL-10) 435 Erdos ZEF% % B, HOTAIR 3 ik 4%
5P NN TR M T 40 ML (adipose stem cells,
ASC) ; Guo™ 4§ & B, HOTAIR 4§ miR-130b-3p/
ROCK1 15541, 25 6105 A5 1 g 107t 199 g 2 bt
I, Chu™45 % 91, miR-126 301 7L b 57 20 i 35 34
BE Wi & WL B FSAN. ASLSI F1 INSII 4 /K °F .
PITPNC1 J& miR-126 # 3& [A] £ 28 43 21 3E 5205, Ry
SRS W, HOTAIR J& miR-126 #5458 i
miR-126/CXCR4 5 5 il F1 T i 388 % 412 32F 15 98 %) 34 9
A 5L F2Y ) HOTAIR #% 35 18 i miR-126/EGFLT {5 5
il A B R R R A i A AR Y. IR, B )
PITPNC1 F1 HOTAIR 4 3 (1) i 928 40 B B A 365, ek
A5 b SRS 4 P miR-126 S5 R K A 0] fE R OB A
B7 N T2

6 PITPNC1RZ5#ET

BRAET- 28 R R R e Ml i se T, L L
S5 R R AR R R B SRR IS TH 2% L IR BRI o
R, HEESBRMT o (1) f5 % A A ROS
A AL AN B RS W5 R (PL-PUFA) 5 (2) &k B T i 4k
ERTE, B3 [ 25 A0 A s R 02 ik g ot it
Ay (PL-PUFA-OOH) ¥4k WA BEMIAR T ; (3) 40
i S A 40 e A AR AE T . FELLa AR, BRRAE
AR e i 2 BOd AR B AR R, IR I AE A L Y
KB H K (glutathione, GSH), ;=428 Z )i
AALRE A AR AT, T L AT B A e KA 4 ik
Y4 (GPX4) ., BRIET-MHIHE T 1 (FSP1) . —H
FLIE R W A B (DHODH) Al Fas #H ¢ [ F 1
(FAF1). HHETCAMFFPNUEST, BRAET-BR 32 08 i
RFE Y, 3852 ] HE 95 % RNA[miRNA 1K &5 3 4
%% 2 (long non-coding RNAs, IncRNA) A4 45
T . Cao Z5EFR B, HOTAIR 25850 T,
HOTAIR & G i 9% 715 miR-106b-5p/ACSLA4 3% % H,0,
75 5 1Y HTR-8/SVneo 41 fii Bk 3E.T- . HOTAIR £ & 5
BRAET VR Y B AL R R T RE s HE— 2R
e 41 ] % ZE T2 AH O IH Y 4r 7 (ACSL4, GPX4,
FTH1) ik, % T HHEC %16 PITPNC1 A1 HOTAIR
(551 55, PITPNCI ik 0l 8 A H 2 5 g fg i
AR, T EL AT RE 2 5 R BR AR TR AR
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7 REEING

PTARR , BRIET-AE S — ok iy 40 i 28 T U5 X
SR Tz, JF HAEMIE R IT G R 1
TEAE RN FRA(ERY . H AT PITPNC £ i g8 45 358 i)
FEIMARI, HREA) W= BARFHRE. K
5 [ B PITPNC1 A1 HOTAIR ¥ 75 (4§ 5 A8 351 F1 42k 48

o AL, A B O B P A
A Bk IAGEAFAREER G T,
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