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Abstract

Phosphoglycerate kinase 1 (PGK1) is the first key metabolic enzyme to produce ATP during glyco-
lysis and is involved in the glycolysis pathway of tumors. PGK1 can not only affect tumor growth as
a metabolic enzyme, but also affect gene expression, energy metabolism, molecular regulation and
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other processes of tumor cells through its non-metabolic enzyme function, thus mediating tumor
growth, migration and invasion, and exacerbating the biological characteristics of malignant can-
cer cells. In this paper, the structure, function and relationship between PGK1 and tumor were re-
viewed to clarify the important role of PGK1 in tumor progression and provide theoretical basis
for drug development targeting PGK1.
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e S — M ARERIAT N, 2020 EERTTEHT A RE R 14 19,292,789 4], R WA 247.5/10 J5; Tl
BT R FET R 15 9,958,133 4, FHAET- 3 127.8/10 J5[1]. AU 5 g R A0 2 35 A% 2 o4 28 2 b oRd 1) K
HEAHE, S5IEWACHIARE, PR A e R R o, B ECIRS T, AR AL ek b
B AL FLR IR, AR LR FL IR I IR 7R IKEL ATP g, IXFPELRMFR N Warburg 25 .
WL H MRS 1 (phosphoglycerate kinase 1, PGK1) & #1215t B, 2 SRS ENE —
ATP P22, DRGSR (0 R A R B DIRE G o WACAR SCAUU M P8 A0 i 2 2 P2 A 2 11 R ) IR PGIKL 7E g
A R R RE R AR

2. 4k
2.1. PGK1 By&#3

TR H I B2 % (phosphoglycerate Kinase, PGK) & —F HL A AU f XU B 25 i Bt 1) B4 il I i
FPAE TAERAN A R o B R SR SF YR BT A LR R . PGKHI /N R/ INAH A 1 - W e 46 P 4k 2
%[2]. N-Braitiis 5 3-PG 8 1,3-bpg 454, C-ii 45 #1855 MgADP 5 MgATP 454, 3-Bfle HlE M mg-
HEMZEFRIBEIEES N WS C unsktis, BT 28Rtz 3] N-iing ke C-
Uiy 45 R P AR ] 5] R PRI I A . PGK A WA E T2 PGK1 #1 PGK2, HERAHMAE, HE 6
G AR R S (1) PGK2 AN FERE TR A RR P RIA, 1T B XOEBE H ufid i) PGKYL 7E AT 40 A - i
KiL[4], XN PGKL BN 1GIT hrEESR Mt 1 AT RE: .

2.2. PGK1 BYIhRE

2.2.1. PGK1 B{X st EETh &k

Jir IR P R A R J TR L) TR R B, W TR AT A 1 2 PR 1 — AN B R AR R AE . RO SRS T
RE AR ML eIk PR = A FLIR M I8 1%, PGKYL 2 AE N bEm T 72 7= A2 ATP BRI 2 —[5]. 1EH]
TEMEREMR AR EE 20, Mk 13- IR H IR b oy 3-8 HIMIR, B 1 01 ATP. IXJ2& R NER,
FR[6]4E R ATP IS — B R, [FIRF, RV S e R IL g %2 2 ADP I, 724 ATP. XX T-7EHkE
ZAF AR AL R RS AR R BB U [7]. PGKL A A 2 5 H I o i 88 40t i 2 K A B 4
FREE AR . A OCHRRIA[8], ARHE PGKL 1E AR EE VA 42 MR 4l i (A E AL, mIo5 el LR igfe
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HEATF: 1) BLIRURER P RO OB 2) WebbAS LR AR R RO 3) FLISZN
BA R S5 S L G 4) HESPERIRIA SO0 28 s PETT R RO SR T A, Jice
W BT R T A

2.2.2. PGK1 {EAE R HiEs

A A 15 S Sl B N, SR E AR, SdRdK. R, .
RGP IZ B AIBE T3 VIR O . PGKL A 2 G IR A4 LR 47) Beclind 1A P R i S0 BEHRS 1 (PDHKL),
S g (1) 2 A2 FE 9] Li X ZE[10]R B PGKL 7E SR AN I R Je A K F 7 52 7 (EGFR) LS B U K-Ras
G12V 5 B-Raf V600E TR IA N o] LA G A Bt o i3 NZRRLAAR ¥ PGKL AE 2 B R 1L
PDHK1 ) Thr338 {7 s, #IfilZ kit A ALBERR Ak, 3 I p oM AL FI LR (1 26 R [11], AT (2 32 e Jgd 11
Ao Qian X FE[12] kIR 2 4 K A2 PTEN DhReshA, S PGKL ABEFRIL. WEREARF] ATP ARk
0, (i dE A A G AT R R A . Ak, R PR AR K S B I TE R AR KRR Py B, R R
AR R, TS E R 4ERP A IR AR S . EBVA B G AE T, 23 mTOP A F 1) LBt
F i ARD1S228 77 s R 1k, 18 ARDI 4 #8if) PGK1 K388 17 5 Z. ik ik, , Z.BEAL ) PGK1 i Beclinl 7£ Ser30
P RUBERRAY, AT T T 4H PR P9 s A0 B W/ MA T B[ 10] [13], fR3E T R i R AR R R o B U AE ik
R TNAREH IR R FE P REAE PGKL RN TG E IR 16T 1 — /N A S A A

2.3. PGKL{EAEREFHEHFEEF

B-catenin & —Fh SR AHSC IR, S 54008 R28. A B E B 25 PE 70§ . PGKL
J& p-catenin (1) i RE R, AT LAZME B-catenin HITNREE, AT sZmA fifRg A A2 K J[13] [14]. HHAEKK
R EGRL R 7R 5 PGKL AH9E, Li X Z5[15] & Bl PGK1 7E S256 i i # EGFR-F1 ERK-JIE 1 Ik &2 1
WAl 2a (CK2a) Rk, SO 5 B0 i 2> 24 )5 301 7 (CDCT)AH HAE T, K ADP %4k ATP.PGK1 S256A
TE TR 40 B R R K BEIBT T EGFR FUBLS, f23E T CDC7-ASK [11i% 1. DNA fiiZ el i 41%: . DNA &
Hil AU AR R A, BEAh, PGKL HT LAY Hsp90 fUJLAEAE, Bl 5 ZMEARMITE. Mk
xR g, S5 MR R [16] [17]. R PGKL Ao P 5 AT A b i it iy 1 vk v — 2
{H PGKY [Pk% % Avr % B FLAE 54 R 4 M b A Sy e S DRl I 3R 30 DR 7 1) AR L RY 5 £ [15] [18]. PRIt PGK1
VE 9 s IR 1 () L0 R 1

2.4. PGK1 {EA#a L B F 4 B9 X3 T e $R4R

PGK1 FKIAIEH Z MR A F A K R 7555 5@ B S . I8 NSRS ZE IR &k 98k, U7 i
it HEEA, Pang Y SE[19] & B8 P S AT 5 RS T K 7 (Hypoxia inducible factors, HIF)#E -
TE G 5% 2 YB3 N 1) ok 201598 (1) I TR A i i AR U, BEJE DR HIF-1a A1 HIF-200 $380E, 7R R +7]
il PGKL HI3RIE, HESmpEREAR KT, (AR AN i3 aE[20]. S54b, #5%F MYC trlid it PGK1
MR SR (IERIE, FMmgNiAE K, Tang SW ZE[210 R, 7EiEW40M B 4ififE s, MYC BB,
75 PGKL KI& L1, feikmanfr b, BrutCAoh, FLARE A0 - E A SR 1 i i S A P ek 1
FABE 52K y (PPARy) T PGKL Rk, fi ATP /KF FRE. UM T, #sl4nfuigsE22]. &b T 4/
# R F(nucler factor of Activated T cells) NFAT s&—2K B £ MR Thae 6 36 R F 0%, B NFATcL.
NFATc2. NFATc3. NFATc4 Hil NFAT5 4. HHr, PGK1 2 NFATS M EEASLILR, Bk m[23],
NFATS J8 i 145 PGKL 2 R 52 b 8g () 3445 A= K A Warburg 208, M2t i & 4=. Moeller BJ %5
N[24TWFFE R B, S BRI 1) ks> 5 B0 e 40 M A 438 2 0 T VR 7 I BBURR I AR . AICAURE HIF, HIF 3
T IR PGKL AN P B2 A= KK (vascular endothelial growth factor, VEGF) LA Kz HoAth ifi 5 4= sl 4
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JH DR R, (g AR A K, BB T R A S O VR T IR T 71[20]. 5 B 178-F% KU B AU
(17B-HSD5) 52 iz M M Jaehe v 5 1 B8 AR AR AR DG I — Fh B 22086 . Xu D S5 [22) AR, 178-HSDS W] LA fit
AT PGKL MFRIA, AT S8 I ieg S A1 AR A7 Re 71, AEFLIE T, S22 175-HSD5 ik # i
T IR R, MEBER 2RV 5 178-HSD5 ik e ila 22, SRR & . mifR 178-HSDS 1] LA
I PGKL [1)3R35, PGKL T BRI 1 it y8g 240 ff Fr) 5 PRl 1k 7K PRI 22

[FFE, PGKL BIT/EH FHBMCH T, MR amiuiEs. RESRMET RN, RN E A
FE I 06 LR 4% R 7 [18] 0 FE AN AT A IR TF-(CXCL12) e He Az Ak #afb IR - (CXCR4) 5 i 1 4 A & A 9%
PGK1 5 CXCR4/CXCL12 W& AHHEAEH, EMETT, 25 CXCR4/CXCL12-PGK1 15 T i@ #4[25], {2k
R . BEFR £ BI[26], PGKL SRT%I%HE 1 Gleason FE4>. TNM 233, JS iR . B #6H#2 X I3 PSA
RILWFEMK, PGKL i[ENRTFIRYE B FH UG R EY . Ahmad SS %5 A [13VRIAE K A5 (1 45 e
H, PGK1 R E#IL, BT T LA EIRFER A G F EGRL ik b, &0 LLIER % CYR61, CYR61
HE— B F ST FOS AT JUN 5EUE R AAP-D)IE S, RS, Rt . PGKLEAN
LR TRl DGR U SERR, R A T O B B

2.5. PGK B8R &1

HHPF 5 181 (post-translational modification, PTMs) X FR AFLAMEM, /&5 H FiAE RNA B 5 52 31
— RN EEE R B . X B AR AL L. 2R HE. OB SR KRS . PGKL
(1) PTMs 7EAR R AWk fe v R s e, 5 R R AR R SR 2 DDA %

2.5.1. PGK1 HyR4ER 1L

EGFR 3% 5k K-Ras/B-Raf 528 #4175 5 1 ERK 0% 5 2 PGK1Ser203 f g1k . PGK1 iz 1k 311k
i PDHKL, ‘53 PDH &R AL A CIE, S0 2R R R ER R, 2 —D3b b iz fde, (et frigg
RAEKRE[LL]. AWFERI27ES R B T, ERA M@ A 2-6 (1L-6)38 52 opg 4 i b 3- g L
AR 6 2 NG 1 (PDPKL) ™51 PGK1Thr243 HIER AL, 3E 1M 38 ISR AN ) RAR 3 PGKL A4k (1) BT
RN, bR PGKL &R, B MG M o) it 8g 240 B s 02 1 4 FHVE B o 487 1 W 4 e 8 1 iR 24 e i i
T PGKYL B R AL KA A 6 200 B 0 e A 2 TA) 42 PR, PGIKLT243 B R 1k nT fE S 4 iR i
UG AR bR Y, i NISRRE 2 WAy T 32 b4y T 560E, #2787 PGKL 5 2 (8] (iR
R VIR
2.5.2. PGK1 B Z Bifk

WFFE R WI[28], EBEAERIZF R T mter N5 1) ZBESEF5F2H ARDL S228 IkiRIL, S5
ARD1 5 PGK1 454, fii PGK1K388 {755 Z Bk, Z b PGK1 5 BeclinlS30 45 & -l H kR ik, M
M0 Beclinl-VPS34-ATGL4L, JEf% F Wk, #00 JIR A2 4 - Wang S Z5[29] & 31 PGK1 £ #i 2 & 220 (K220)
Wbl Ak, A TTEIE R IR 5 LR Y ADP (45 G40 PGKYL &1, semafiig K. [RInF, FHmEE,
P00/ B R Mg 1 N e A4 45 & B AR < [T (PCAF) A Sirtuin7 (SIRT7)/2 % PGK1K323 i £ XU 1] 2.1k
LIS . K323 ZBEAL P LA SR B PGKL 1, 36 PGKY B vi% MR 40 BRI [5], AFF AR &R
Wi PGKL MJ8UT SE B 54 5E 1 LA

2.5.3. PGK1 Bz #E1k

KAEJESTS RNA (INCRNA) Metalnc9 5 PGK1 AH B FH 3 FELIE FLAE it 40 M b (10032 &= A4, 3080
AKT/MTOR 15 538 % (105 [30] . £ Wb 75 2 1 [31] [32] [33] [34], Rabll-FIP2 5 PGK1 MHHAEH, B
PGK1 fEAEANTZ 24k, FEI AKT/mTOR WBR I /KT, B Rabl1-FIP2 98 L e /& #| PGK1 4
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. Cai Q Z5[35]KPI{EHEEN+, GBCDRIncl M IHFEREANM PGKL iz ZALME/, Sl H W E )T
ATG5-ATG12 E &I i, M S350 A g s, e g0t 253 0. Chu Z S5 [36] N\ & ILAE FL I &
#H, IncRNA LINC00926 ifiish E3 i%EHz[E STUBL /T 1) PGKL 72 R ALIG 5% T il PGKL [Rik. TEE 3
JE R, PGKL ) A7 BT (2 3k b 8s 40 i 5 S8 B2 A, HPVA6EG/ET i@t /b PGKY & I 2 iz F4b ok
FaE PGKL & E, ATl s i 4R K RE[37]. A5 H BT MGt 700 e V2 3R B i RIEER 28 PGK1
(1032 ZEAAB AL RURT RE A IR ) VR 9 R BT SR 2 —

2.5.4. PGK1 RU¥EE L

O- Z. Bt FE 75 % B (O-linked beta-N-acetylglucosamine, O-GICNAC)&1fif& —Fh i A 7 42 S B AN 5 5 R
BREE R TS 5 B, O-GICNAC B TE R, 3¢ BIPE AWM B g iE M s i AL it R I 2 00 &
BAEF . Nie H %5 [38]7E 45 I h KB, PGKL RJ7E T255 £ s1i#E4T O-GIcNAc &1, 381 PGK1 [ 14,
REARP &, [FN %S PGKL #iz B &hifk, S8 PDH EEWKTE, FARLRA AR L, 3
TFEREME, k58 TCA IR, (REMRIEK, AL ARR LR IA T IR AL 1S LA

2.5.5. PGK1 BYIEIAEE{L

5K 9 SCEE[BI] N K IAE B A AL(RCC)H,  SIRTS AT REAE 4l 25k [R5 ik 1 42 3% 1k Ak A& 1 1) o7 X
A1 PGKL IR EEfFEYE, SIRTS M RIS AT KM, PGKL HIM 2 R 5% B A AB M /K P BEAR, 328 17 5l
g RIS AT S o (H 2 BARAE AL RUE T — DU B

2.6. PGK1 ISR REH MM ELE X R

E- 552 22 — R AR (R 2R AN RS (RRG PR 231, FLARIK IR T IR 15 i 88 (0 SRR R R R R R A 5
PGK1 MR 2R R ik, fERISIIEANNT, kil PGKL IR MAHCE I E-AS R R RIL, K
i e 240 M T FRD G B, (b2 B Y B RS AR 28401 BRILLASEL, 7E SMADA [ e e i i o, 2 5 or
{1 PGK1 12 5 PERA ML IG5, TAZ P ) PGKL R AHE RS HE T, 1] -5 52K 10
Rik, LR B 0 E R [41]. ML ERTEAE H, PGKY B maRIA 5 i 41 i A R TS S35 AR 5k
R LAE SR 51 B B TS bR 54 [42]

2.7. PGK1 TR ZE AR R ER B B RO TS BR

IR AR 8 T R R e, (RHEIR R . PGKL 5 IR IR S (1 S RE T A, IR S v i —
B T PR T 1 B AR . EFLIRIE IR T, PGKL 5 CD8' T 4 ANE Ak ity NI 2 i &5 firt g 95 i 4
PEAE R IEARDS, PGKL A Bh T SCRHEAE S HAE IR Z [ (0 /E I, 0T BETE LA H R R 8 R B2 1) 9%
FEFN[43]. Wang J ZE[44] ANTE TSI BIE th R B, PGKL 7E175 5 £ 25 40 1] v 83 SCER 15 v () CAF 2
T REE T AR . RN BN T ik PGKL, R T WIR4HMI40 6 IFN-y RIS, B RS0
i 1IL-10 (774, 1L-10 RO &P A S UM A S I g 4], PGKL i Rk & S5 IL-10 RIE T F4,
B SRR AN e B B, IR E K . Shichijo S ZE[45) K ILE HLAA2+FAPEI S e, PGKL 1]
DA IFN-y (724, 3 T-iR A p A Ve A, a3 i 4o s et A= K
3. Wig

IEAESR, AT T Big AR B g AR -5 R B = 2B M ) 38 SR AN e #8 AT T B K . i B
R, PGKL A —FETEE, 2 5Mpmani i fe R aRmG 16 nT LLR s FL AR 2 B 75 40 At e B w1
H, Bl aEgshee. SN FHEEEM mani K s Simes . @l | S s E sy
Wi JIRE ) R AR R S . TR, PGKL S MRya YT I — N E B R T, X — vl 1T PGKL R RIT . #H
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REGIT R TSR 45 T BAh, PGKL (57 H RIEAM AT LA SR AL ZA A 21, 38 W] LA R A1
Je R M A I, s PGKY AT RERCA A LR S T T (8 AR 5. A, PG £E MR U5 T
HA MRS, & EZ8NE 2R ST 3 — PR R .
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