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Abstract: Phosphoglycerate kinase 1 (PGK1) is a key metabolic enzyme in the glycolysis pathway, which
catalyzes the transfer of 1,3-bisphosphoglycerate (1,3-BPG) to 3-phosphoglycerate (3-PG) with ATP production.
Over-expression of PGK1 has been observed in many types of malignance. Besides as a metabolic enzyme, PGK1
can also act as a protein kinase, which promotes the development and progression of tumors and correlates with
chemoradiotherapy resistance and poor survival of cancer patients by regulating tumor cell metabolism. Functions
of PGK1 were summarized in this article to provide theoretical basis for PGK 1-targeting drug development.
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PGK1 & 417 N2 35 BR 4 1 1) A4 B, HH C-3ify W N-ify
T AR ) ) 3% 5 5 M Ak 2 s, R NI R LLGE B R
1,3- R H MR (1,3-BP) 5k 3-BFE H i #2 (3-PGA),
C-Jii 7] LA&5 & ADP B ATP, C- it A1 N-3i 9 AN 45 ¥y ek 2.
B AT LS BT I (opened) F12CH (closed) PR FIARAS (1)
Y. KSR PGK A FIFHCIRE, 24 PGK1 5
HAR IR 256 5 BT T80 A28 R S8 A 4, AN
WR SRR R A Y, F R IR A A, KRS
PER3, PGKI 7E B B2 fif 11 1 72 o 4k 1,3-BP A1 ADP
AR 3-PGA 1 14> 11 ATP, 4 B3R5 1 1F 3 3E 4T
SR P 7 B R AN BE B, PGK AL X — 2 S A2 AT
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(PDHK1), 52 g i) & A2 K it #2067
2 PGKI5MERXR
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2.1 PGKI1 PB4 KB MR A&
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45 & % Beclinl S30 fi7 5 & A= 5 B2 6, PGK1 A 3 1
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K[ B A, 10 PGK 1 42 S-catenin [ _E iR 5 K7, B
PLPGK1 7] LLIE IS 52 B-catenin 52 fRE 1 4 K0 &
JEE, B AU S AR TR (1 90 (Hsp90) A& — Rl 4 7 fF
18, 5 Z Flom 5 0 IR 3T S AAR e A 0%, X e B
TRy FIE LR FR TR o F 70 R B, R i e i ] LA
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AR 53 Jir B3 40 PR 3T #% . Ahmad 2581 % 30 5 R R AR HE RS 1
45 e AH B, 72 R AR 3 7 1 45 i v PGKL B B sy R
ik, BE— BRI, — 75 T R IA I PGK AT LA F i
R ML HI R T EGRI R IE, M HRE, 57—
J5 18, #% 5% [N -7 FOS A1 JUN A] LI R VR — Ak, 5
PG 1 (AP-1) 454, 1T FH G RE R I e 5%, Aifi2
HEMRE 72, X — Rt FE TR 2L CYR61 195 S, PGK1 7] LA
IS I A 45 CYR61 T 3k 45 e e # . 5i4b, il
F1) Ji g v PR A Sk 98 48 AR — 28 AT AR N IR A R

Gy RAY BORIE AR 1 R A, 50 4 R R B HORT
BE UG A R A, 1078 X Fh i 8 76 2 48 B+ PGK 1
TR, S i AT M 1R W I A KT, SN R B R A
DAY 7 40 M 7% 77, Xt E — 20 3R 8] PGK1 1T LAE A BT
H1 e 1 7% B AE RS 1RO Xu BEROUR N, IR
7L AR 2R L, PGK 742 28 1) 5 5 7L A b s 3R
15, (H EARMLE] A IH, G fpidk— 2B A
23 PGKISWMERTREBZELEGFHNXE &S
00 1) 5 A 2> ATP 3 I 2 6t Bt 22 ol P 8 T 245 1)
BT E, AR IR IT B IR 1) — M AU F B . PGKI
A b8 T g 1) — A B 1 e e g, 3 3 52 o) i 9 200 i
AR T 532 0 400 PR ) 20 A AN A B A B 3 o e 4
S8 TR R LIRS AV K1) FE LR, Schneider
EBUR PUK PGKI siRNA 516 G 7 25 Bk &6,
SEVR T ALFE B TE N 2 B SRR (A 80 1, AT R
i A R T A T 24, DR AT IR R .
T XoF NGV i 24 1 B9 5598 40 i b PGKL B 2 s 3R 08, T+
Pt st R 240 L ) PG L ] LA i B9 88 41 A %o M1 £
TR, AT RS BT T PG S R DL 1 2 it 4
75 4 M kAR R A BRI, S 00 B R4, 34 i
TR, SR TR, 5 OE B LR 44U L,
PGK1 7£ 7L IR 7 mRNA /KA1 [H /K T4 &1 E
W, 0 H 5 7L R A TS A R A % 4, PGKIL ik
57 B B B REALIT T 256 5%, T8 2 R WAL
7 I FU IR B R, R A 40 PGKI I Rk Bl R
) AEAT AR, BRI A PGKL AT LA T 2 52
LASTEIRIT I B DR TT RPN B TR 40 e & —
b L B PPN R, YR T TR IE R R TR A 0T, B
JETEIRYT IR P K ) SO HE T . Yan ZEB40
Il PR b1 552 2 70T P A AN AR OTT HE B 4L, R
PGK 1 7£ J8UTT #EPT 1) 2 T2 20 M 9 A A v B B i 3R 08
1% B PGK1 7] 68 1] LLAE 0T #EPL i A= b ic 4,
B 1) e AT LB VR T AR A A A . Ak,
PGK1 1= 7238 5 N\ i JI52 Joit 989 114 7350 S 0 J ek B AR A oK
iR 2% I8 PGK i e i 98 8 3 = B E UG, IR
JIJRE FEIYR T S P S VP4 B AR 7 43 B A5 s

Chen SRS} ifi i H 8 AF AR HEAT B A B 0 A R
I, PGK1 IR E &5 B35 AR 2 A, i —20
X 2 I 3R ) PGK L 3 B AT Rl & B0, PGK1 & &
PS5 RENTEARA K. FFEH, Ameis 52058
REAEFL PGK 1 5 R 28 41 B K83 10 A A7 B 2 A ) %
AR, HICRIE R EH M, 76 PGK 1 3R (1 il 4
20 R R R S B TS AR A 4R A . [ AE L, Hu
SEI61 9 I AE e F b PGK 7R 2L 4 RIS B iR
fer T 1E BT 4 2R 55 20 41, it B BT 9 2H 2R PGK
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[ 2% 3 RE % 58 N A R0 DR Al TR N R R R B TR
JEU2, PGK1 X} 2 Fi Sz Jag k3 A6 A7 BT ) 47 1 2 1 F
A8 T PGK1 25 (A 16 W % A2 110 38 Jin 384 558 17 e
PRI T SRR B (1038 N BE 77, AT FRAIG T 78 3 1R AR A7 1,
T A PGK 1 RIAE A T 58 25 T /s 45 SR 1 A= b 540

3 PGKI1RNE/EA

PGK1 & B A {29 1F FH LN, A I 1 #0091 42
ZHE IR . B4, PGKI A58 1 AR BILAE & ) i
B A R IR R . — T R 4T AR 4 i B AR A
PGKI1 H A W ALYE R B 1 Th g, R8I0 JE 6
B, 5] SR B K AR BT V), (3 i 27 4 B A ) I
N E R EE AR, F0 R I R, T HLAE A A
H R IA I PGK I 2 0 i & j A K I FRTA A &
8 1 433, 388 0 i A 4 2R 1) 7 AR, DTG BRARG /) BRURS A R
TR o g 0 AR D B Ak, PGKL 3 AT DA A1 A i
A K T (VEGF), #8727 e v, KBEdE
it RNA-MVIH {12 3k il 87 37 25 1 (19 7 B, AT (i 32k
i g8 (0 A= K AN B2 T MIVIH G I8 AR 5 e 164 P
JE I I PGK [ 43 WA SE I )BT fir BA PGK 1 Jd i
0 ) 02 A A ) e P R R A P

WA A -2 (COX-2) 7E Ml H Rk 5 e
FIFUE AS BAT 9%, R Frb g I/ A= Bz, 48 i ik 8 1 1R 2%
RE 1, T AE R Pt 2R IA B PGKI MR R 45 & X 7]
LAFI COX-2 [ 5 (R &5 B, B 225 [R] 1 26 i e 1 A
T30 COX-2 35, COX-2 #4101 ] J5 4 5 Wi B 471 Jigt
F E, (PGE,) 3R, M A 44 401 il [ Jed 40 A 1= 28 F0 ifi.
EAERIAE L AL, TR Rk 1) PGKL & H] A
T A0 ) PR U R ATV I R TS ) 2 R (UPAR) IR
TR A1 T e 240 L DS R 08

T4k, 5 2 B R 4 2 PGK 1) R IE 1 A [H]
), Lu S04 % 30 55 I8 5% 6 15 AH b, IE 98 g 1 A
PGK1 3R 15 & W] %~ i, 1 HOBALFE B &, PGK
1) 2% IA B BRI, 1T FLAIC R0 (19 PGK I 5 H 3% 98 41 g
PIER K BB TR AR R A XK.

Bk Ik 2 4b, 166 B 9T 2% B PGK 1 75 38 56 Jif 8 11 46
FEVRIT WOAE I, 76/ B 40 i b 3 3R 3% PGKAL, i ik
T bk B2 40 B 43 4 TRN -y 1) [R] ), 34 e 6 3 1) TL-10 (1) 7=
Az, B9 G VR TT AP, Shichijo %4 R HLTE HLA-
A2+BH I 45 g v, PGKA AT LLAE 9 20 i 75 T ok E2 21
P A S5 e R0 P P R R DT i, 38 e IR T T Ak
440 A H TFN-y (3R IA, 42 = T-0bk C 4t B ) R A 1R
BT LA, PGK1 AT LI i 100 i e 89 1fL A5 119 2 i, 38 58 4 058

1 6 oF fiek 98 140 7 493 E FH 58 2R 30 TR A R 1)
HOHIAEF o
4 NG

R T A 2 e 980 St DA A= A7 1 47 J0 D i 2 ) 3R Ui
18, PGK1 /2 WH % Ik 7% rh 1 — AN OGS (10 i A0 Blg, LA
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MR N KB, PGK 1 TE 2 Ft R o s 08, B T R 35 M
IS, 12 5 2 Pl B Rk 5 I, 50 g
Hh BB B R A SR I 1E S B, Xof PR 4 B ) B B L A K
LR R0 B R HEE A . BT R, PGKI A& M8
YT I — ANV TE RO A, R IR IR 7 B 0 10— NS
. MWHATHIBE RS, ArAR St 40 PGK 1 B A T
BTG S IRE IR A2 T 24 F 2L P A5 S e o g
AT R, IO B A G R T 45 SRR B, 751X L g
B R PGK AR5 B 10 IE R A . B
J&, PGK1 7EAN 6] g v R A AR A B A AL, T Re S
PGK 1 1) 2H 245 7 VA0 AS [R] 2H 23 b (1 3R 08 /KSR,
XA PGK TR 2590 A S FH T g i 7 I 912 2%
FE e ARSCLRR BN R B B TE B N AR )
PGK1 [k A1, TF R 1697 3 A S8 A 250 10 405 34k 24 ) 42
BT 0 LR AT B A
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