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TENZE A A, U IR I AE iR AT 1
P AR DR S5 A QI 2, AR 4 B 7 & 2 A8
Jei B 5 R A AR B AR AR 3Rl S8 O A B
TR IE 40 PR A 99 28 248 Jf o 5L AT A=
KAAETE LS, SR 1 0 & R AU . [FIRE AR
B O I R FBUR AL E 2 24, —H L
AR B AT X SSRGS . AR RIFIY 2RI, 4
it PRI B 35 A b ki 28 5 | Ak A A1 e R R AR
AR B A 5% T HLAT 28 AR T A AL, AR LA
T AR o 4 A 1 5 bt 32 Bk AT S 1) 2 D)
S I RGP o BRI AL B 1 (phospho-
fructokinase-1, PFK-1) GE i {k F A -6- i fR 54 1k ly
Mi-1,6- 0, It 2 R hE-2, 6- BERR B ¥
PFK-1 J2 A P i o T2 1) = 22 B ok i, o 2 P At 2ok
TR B VR A S AN & A AR i R g R AT
AT T PFK-1, SR B A AR A, i g 4
it 38 2k VA T PRK-1 B4 36 1 8 3k il AR A = i
M TR A 5 725, D SRR P A R e Pt i - 4R
PEAGFIASTE] , PFK-1 43Ry 3 Ff I A . i I PFK 72 A
oA iz, AN B AU e LA R PRK =
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T3 A T LA B A T I s /N R PFK
(platelet isoform of PFK, PFKP) & H: 3= % i 1 i
B, A0 S I AR R A2 0 T BN, S A L R AR
(B . PFKP |2 A7 76 T 45 Rl 20 2120 i
A AC I L B R A | A A K R B S
KAFFE AR . IAEA , PFKP i A AR AT
B AR AT, B Rk 24 B2 A AT HE AR T
75 V2SR BK PRKP E R BT 58 8 5, i 1 i
AR HE PR A, B I XU AR 5 | A 4 Qi R
TR T 75| A 200 R AR A R AR X Y s | SR 3 i 4 22 b
PR H A o 25T PFKP 554 o g 5 ] B S5 1
ROASERR T PFKP A3 09 A1 5 g AR AL S 3L
T8 22 Rl vh i) SRR T, Sy BE Rl B 2 A 5 R
G RIRTF R HE S TR

1 Al EERENERE

RV, A0 2 25 A A A2 ATP Y
R A2« B I 7 i A2 RN = SR IR 1 2R (tricarboxylic
acid cycle, TCA) kAt . Wl T ffads 425 38 1o i Ak il (4
PFEKP) BT, 8 1 0 7 B A 2 01 N
Mg, = A 245 F ATPY . TR B R AE SR 19 it ik 42
R TE] =3, BE T 41 2 TR A S 5 SRR )
TCA, RSk FLIR , T LR 5 22 P g 1 )™
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FEEE RIS T % I AR OGS o TR, PR R Ay 2 ke
PRI 2 Fh 2 A i R ARk AR . BACk
PR AR FAAE T, YR R T 4 B R A S (pyru-
vate dehydrogenase, PDH ) fii: fk. 4= i, 2. BE 4 il A,
JE7= A 2 Bk VAT 2 5 ok IR i S L R 1k,
7 36401 ATP . SRTMT, 4 pHAA & TR it
ol SR B 4 R R B R AN L SR B AR A 4
SRy I IS AR Ak 2 ek A AR S DT F B
XTI R A5 oK X Bl ks 7 S AR Xy AR
R AR AR . — R UG, A0 & AR
o i o S 3 o A A AR AR rh SC B 1 3R 5K B
TP, BRI P kA A A RN
BRI IR A2, 3 O A AT = A A B A
85 1) T SR R 4R R AN R K AR R T A 1 5
Warburg &0z, Ferfr, AR P 45 4 0 | 2
FRR R 55 , AR 12 G0 FE W R M i 18 W 2 ff
WM TCARARSET  HIE R, B A LA
W R E RIS R, BIRA MR
JEL BT A B B i AT A TR IR AN R A
S ft ) FH HC A e o A 2 AR 0 R AR AR oK 5 R
A Ak 32 B ) AR AL R Ak AN S BRI B Y 2Rk,
% 4% 5 M T - 1a (hypoxia inducible factor-1«,
HIF-100) Al PFKP 4517 H %7 (X4 5 2 £ 3= 250
ik R T AR il 7 T P 3R R T AR A AR A
2, DT 9 42 40 X ol A 85 v AR 4 1 7 oK o
PRI, AR SCHR ST AR T il PFKP 2 5 &
o R AL B HL 5 0 ) 56 21 R 25 9 I 1) 36 97 1F

2 PFKPZ5RIHERENIF

PFKP 24 B (1 — KPRl 2 —  1F Z0F 5
FO, 3m 2 A PEKP 23k B0 M 52 i 248 B 0 5
SR, DTS5 X 2 R A IR 2 4 o
2.1 PFKPMZH5IhEE

ARG A R PFKP SR T 76tk E AT 2
o 0 R S AR 3R S g I B T PR R AR E
TOSRARGE M, A e R AR E S . BERE R,
PFKP Lk 5 1 C A1 5 20 20 2 1l Y 3R A, DA
e dE— o AP A LA 2 TCA TR IS . R,
38 2o 5% ) PEKP I SRR A8 s sl 25 4, 45 L7 1
TR AR AR X, R I S — B &4 T i it .
AR R 0 R PRK-2/5R -2, 6- — i i /il 3 (PFK-2/
fructose-2, 6-bisphosphatase 3, PFKFB3) 4 f] T
USRI 10120, SR, 2 48 i B A A B R A

ASARIT, Gk A i al PFKP 253635, 4t 23 & AR AR
I g AR, TP L DA TR A o E R AR . DAt
TR, KA R R R, B RiA 1 PFKP 7E454
AT B AR, S B A P R T R e
fif o DRI, 3 e el A PRKP 33 4 B 3 A ok 8 7 0 i
fiff S IR T BB — A SURTR T SRS
2.2 HIF @i PFKP N SR B EHR

TEACUH B S AR B v, 22 Fh PR 055 PR 3% AT 3 3 A
5 HIF 38 75 5 4 Mo A Qo J g, L rp S BRI
EFEEFEFHE ) HIF & RAEBEIH RN T, 0]
WA ZURAE T B AR . HIF 34 HIF-1
A HIF-2 A, HIF-1 X 43 & HIF-1o A1 HIF-1B
A, HIF-1o R ZEAEE T A ML, 5 40 M b T i A2tk
A, HIF-TocE A A0 MIA% T 58 A HIF-1B 45 5 TF
WE AW, BG5S 8 00 F & A HRE (WL
B A WO T e SR R SR, T PFKP i &g il e ia
A A 2020 A B R RN A P R AR R A
HIF-1o b il PFKPAERE R 1 363k , 51 40 K A= AR
AR A, VA Y 200 L D SR R R A 7 Sy LA I i
hE R AR

AR G 3 A 9T B O O O 2 Pk
Az ORI BE B I A SR I RE A A Y ik R A A TR
AR ESEU E R EERN R Mg
AP SRR 358 T8 AT 432 2 S B B2 - D76 41 i
T 28I 20 MO B A i A AR T I R A
(prolyl hydroxylase, PHD) % 3 b HIF - 1o, P 1o
2 R ACAE TN AR R A , 56 W HIF-1ac B A, 2
KRN ML N HIF-1oc 2l 214 o E e 240 L PN 355 3 1R
Jiii & ¥ (succinate dehydrogenase, SDH) 1] % /4
RAFN R BAMEATE P, TR IR MR i & 5
MR, fdt b 20 B N AR R OR R BE AR . R iR BT
K40, BE £ ¥ (lipopolysaccharide , LPS) ] i 5 7
BERR KA I - A B, XA AR R, AR
i & SDH 55 3a - PEA5 B, Rt 2 S 8O R 32
PRAR R o dmak DL 07 3K 0 N TR K E R 3R
IR PHD R0 , 5 M N HIF-1a0if5 3 2 A
Rk 5 R E g fe, A B IRES . X
T %) 72 A AT b 922 200 B O 2 ) P M 2 A A A AR
A2, TH AR K o 1 26 W T PR B DA A2 40 T T
Yy oK, 38 3 e 4 A bR A= K ATEG AR Y H Y
Q)24 B 722 i B J B[] P, I e 4 L 2 Ak T Pt 2
FECARAS M o o BRI A AR AR FE R A L, 2 U
BEACU B R I B =, 0 00 A T B L IE 1Y
IRECR S, I i — 25175 5 HIF 4% PFKP 78 i 8 41
MR B g e . T A 2R AR R, 8
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i B ) E E HIF-1 = PHD, ] i i ik 2 4 i A=
REBE AL

TEIX 2B B, A2 g 728 400 S0 A 90 B Ry R
A IR 3 BG4 30 B I AR R Sl War-
burg RN , BIVZE SR 78 R AT, W I g 44 i 4
Pz i AR BT SR S5 % 3 BR %) A SR e A X
—FBAR LTS v yeg 240 ) P A g R A A
3, w77 A ATP B2 DT 48 b 1l TR 1 7 AR T e
A TR JE [ B0 PR 3 5 R AR R A ok T
RN A R R P LR T AR e, K
ATP =i/ (HE EEP, o) 2 RE ok . R, 3
T Warburg %500 9 43~ 5 35 PR 7K - 308 45 Sy Jib 96 1)
BB IR YT PR AL TR SR MG . Warburg R0 AR A
PR i A AR AFAE 31 OB 1) PR Tl - WG . PFK-1
TR B 5% 3% i (pyruvate kinase, PK) , Y57 J2& b 1 fig
IRAR AN T 355 B N (A AR G, 45 A KOS bR
1A & A A I 2 AR A 1Y Warburg 2500 32 B
ok R T i P il ) SR B M MOGER O B
PG A JE A D0, 6 A2 P e 240 i 2B K 3 5 A
ZERE NGRS PRIk R 4 T i O ok il 2 R i
sl A B 1 BT R .

SN2 R AR A M AR S, AN HIF-158
1 VO A A% N A B S A HRE RO 2E R A B,
VRLL PRKP A A3 0B e i i DR 3R 3, 188 v 4
B T i e 0, 7 A At A0 o G e AR HARE X
AR R A5 10 S LIBE A R 32 19 Warburg 2%
N7, T FE 200 A A A BE A I A R RE (R R K
2.3 PFKP M SRR B ERER EH Al 2 FHLH

TEWE IR & 722, PEKP A A B 1 g H A R
R E AR . PF5R &I, BOE & A B
(protein kinase B, Akt) i {2 ik PFKP %3k, —4%
F 38 FE H 21 (tripartite motif-containing protein 21,
TRIM21) & E3 i #: il , 1] 5|5 PFKP iz R Ak, e ¢
SEaRRM RS . (B PFKP () S386 i/ & 75 ik
24T AT wE Akt B R A, B R fb PFKP G 1 %
TRIM21 iz 1k, i PFKP &&= Tt ™. 54, 1%t
T 3 Ao 97T M2 A5 D T 7 A P 3 ) 1 TR U
Pt X AT R R %) 7 A R HC L ) 1 Ak 5 SR -6 - 1R 7
5 AL T M2 AU P R R O S P . AL B R UL
M 3 % it} (phosphoinositide 3-kinase, PI3K)-Akt-
I FL sh W) B A & % 0 25 1 (mammalian target of
rapamycin, mTOR) {5 *5-38 #% 1 /2 28 1L (1) PFKP i
TG BILT , 3K — {5 80 B s T 30 o — A R R D 2 TR
5 HUR BRI 32 1R B 456 T , P15 AR s e
PRt , PEKP 238 13 I AT s et it A =X SR 2

W I i 34 425 RN 360 9 2 145 14 (pentose phos-
phate pathway, PPP) H i1 3¢ 5 B2 3 il 3% 4 , 40
PFKP, n] 9 i i & 11 A0 B./E FH 2 11 (thioredoxin-
interacting protein, TXNIP) i 75 i 24 35 21 ffd P4 B
HERF P RIS R, B AR B R AR D RE T
B TXNIP 6], A5 20 S0P Rz 38 A0 il 200 i 43 g
RN TS . e, PPP I I 8 A 5 A R
T e R W Sy A R Wl T S R/ S AL B 25 IO T
JUR 1 B A V8 49 S A AR T D RE A R0 3 o SR
(reactive oxygen species,ROS)., Hi, ik TXNIP
A SO AR 2 7R 1 1 mRNA FILEE FUKCOF B &
Ths , RV ARG = . f)m , PFKP PKAIZL
T Mo 20 Tt 0% P 4 v, AT 8 A 7 R 2L R A i
FETHAHML N ATP K- A SR AR A4S . DL E 37
AT [ 1 FH 2 2 A R =X

B el AR 8 KT 5 R AR 1 A8 1k, JE R 2
AR, PFKP SR (1) 1S 31 X AL AT
B HIF-1 G IR S5 G T 4% s K Krippel FE ]
T 4(Krippel-like factor 4, KLF4) a§ & FE 45 45 14 1Y
e SRR I GATAA 455 JF 0 i AH JC L R i S
ik, oA A E g R ST A )
g5 PFKPEER A 8l 107 55, & A A2 2 sl kil 4 A
S — PO AR AR 1) S s

AL, Y PFKP 1% 32 38 500 P 4 40 1] i
2 PV AR ML . Kim 2525758 K1, PFKP
T MR AT b 2 - ) 5 J5 2 A 1 O S e S 4 o) R 5
Snail ], AT I8 5 53 P A a0 £, o T 22 A 2
AZ|PPP, I3 47 NADPH Fa 2, Hp 5l 2 78 W U A BR
(1) 53 ff AR PR BE A B B . Snail 1, w40 4 SR -
1, 6- W R IR B (PFK-1 84k 520 A4 300 52 1 A Ak
filg ) , OB R BOR I . S350 TEDN R, o
P A K - (nerve growth factor, NGF) 43 5 #fi 4
RS2 R A R I 1 (NGF 155 26 1 77 3244 &%
A DT I 35 IS PP 7L IR 0t S0 A 11 5 it A
i":éii[z“o

3 PFKP WM &R BIERESER

LRI b, AIEEAE A 2R e , PFKP 4
SR E gAY B EE AR . AERE
o 2 o PEKP A5 19 4 2 g B AS A 4E 35 F
PR iR A0 A Y A B B AR 28, LR e A1 A
PFKP [k ol G . teah , A T HAb AR R 58,
TE WU 22 G859, 40 A 1 2 A 30 A9 52 o) T
Fo P, P AR e 1 BO AR TR
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HE, EHABR MM D, W IO R AR S ]
e PFKP A AR g FE 19 & A=
3.1 pihyg

A SRR T i XTI e 240 e B A o S, N
A G AL BE |, iR BE 7 A S AR, S M A
BB A 2R R AL R B AN o DR

TEZ T I 80U 1 % B PFKP & 335, 46
FLNR S 9 AR IR 58 e 45 . Cardim 458 B
5% P, PFKP ] 435 P44/42 22 28 55 AL 2 1
(P44/42 mitogen-activated protein kinase, P44/42
MAPK) i % 155 % 5 B R B AR . miBR
PFKP £: T i P44/42 MAPK 253 , [R] s fit 38 40 ffd
Pt IR 245 ) S a2 15 T PRKP 3Rk 3 =i
i 240 %o e R 245 0 () TS 7 1 S S S R L A,
S ¥y 4 1% i A 1 (isocitrate dehydrogenase 1,
IDH-1) % A 2845 ] 3 PFKP F k34, 51 b i
iy o AR R o &A= DL S A SRR T
fifi BT R 25 Wit T LA PRKP A S A AR ) 5 4
S RS AR ST K

LTI A0 Y 7K 5 A2 L (ataxia-telan-
giectasia mutated kinase, ATM) J& 4/t DNA i {7 fi¥
PR SR FEAR SR, 4 25 42 1 5 DNA
B0 T B E AL ATM, 0 HIF-1a 2545 HRE, |
5 PFKP 235 58 5 OE [ A, £ 2 2L 1t g 4 A A AN
EERSET . [RI, E aek A  4fE ATM R 4% PFKP
TP FLIR R . Ak, S R i Ak T LR
AR, PEKP 26 25 B 0 390, 3 25 018 0 1 e ik . 4
ONEN U M o I B Wi iR L AN W 3 R e VST
JRER DRI iR AN e R RO B R A AR AT, 208
1 PR PRKP Y 335 5 1A QI o 4 722, 35 1 A 58 44
SR

WAk, PEKP ZE40 il e 77 Tt A 4 AR .
WS A0 Y WAP 4- Ak a0 5808 11 21 (4%
FE A (WAP four-disulfide core domain 21 pseudo-
gene,WFDC21P, —fKfE 4t RNA) i 5 PFKP
B ) 25, BELAS: D SR AR 4 TR 3 7 41 sl EC 4, DA A7
] A4 A0 ) 3 5 AR K AR 281, WFDC21P h
Al 5 M2 AU iR R 5 (M2 type pyruvate kinase,
PKM2) 254, BH 1E PKM2 #5645, 34l HIF =104 AH
FeFER FEIRAIHFENE ] . WFDC21P 1E45H4 |- £ 7E
B A X 4 R 4, WFDC21P 4 4h i 1 3 (421 -
621nt) i 7% 5 PFKP A B.1E H , ifi b i T 2(272-
420nt) 1 57 5 PKM2 A1 B AE o iR A58 0
WFDC21P i i 4% PFKP (435 P4 G4 i i 2 72

ALY IR AW e

ZBTB7A#E H, X Fx POKEMON, J& T A\ POZ/
BTB #il Kruppel (POK) #% s 41l il Kl 1~ 5 1k , 72425 B
2 Jf M B A A v n] B S PFKP RS 3+ X
SEEE A IE 7 A A R DA 0 o] e g A R0
AN AEFLIR I 40, PFKP 23536 /0 5 WNT5A
(—Fh 3 0 WS 2 (1) {7 5 38 #% A OG0 HAR Sk
Ui, WNTSA i 2400 i i S0 5 - ] 5 2 1 i 1/2
(extracellular regulated protein kinases1/2, ERK1/2)
55, M ERK1/2 Al TS B iE R E H IR S
PFKP ik, Atk , L W% 98 40 Al 1) WNTBA = Rk
Al PEKP , DT 0 g e . DL B BF AN
M2 I, P UE ) 5T e 2 ) PRKP 1Y 2R3k 1 5 &2 A
I g AR A AR 2 1 A2 4k, PR, AR kb 72
BT T — R IR 3R T SR o
3.2 MR RG &R

IR S R 28 70 25 B0 R R 255 | kS 2 PR i3 4
(acute lung injury, ALI) Jili sl Jbk =5 F | Jili £ 4 4k %5
WP R G0 . 9T R B0, AQI g A 5 1R 2 I
FR GG 0 PR A PR R R UIAE G .

LPS 1] 38 7% fili 5l £F 4 21 g PISK-Akt-mTOR {5
S, 5 PFKP 7 S 0 AC I 8 dn B2, 00 IR
i T 2 4 A R A R B K e D, B 5
HIFLF4EAL' . Gong 45 i 5% 45 2 W 7w , PFKP
2 5 WA PT 2 AL e Bt 72 . R 2 Uik
i I R v BB A B I Y v FLRR VR 2 S T
L WU R 2z R Ay e L. 78
Wang % i 42 18 H o SRR LR A 5 25 51, S
B R (POBE A 7 AR 2o A FLIR O NF-«B 5 5
B, X 23 A I BRI 4 R R B R F Rn AR A
T4, 51 A0 SR AR IR T 1G5 N K A i
PR, S 304 i D) BE 25 AL L ARAE A K b 4 e 4F
ALl HE— B WF 5 £ B, PFKP & Rk &5 RN
R A0 O P i 2 0, TS NF-kB 38 i, £ 3 48 4 DX
FRIR RAE R A B AT A5 S i A R 2 R
i, IF 51 Il A8 WA, T8 S 101 AT s N R A
A, 51 MIRGE A I B B0 ik & He o 783X i 2
FAFT 40 M LUE i Ay 32 2R 07 =, i — 25
SR PG AL B OB R o ok DL B AL T
FER I, PEKP A S A o g e e 28 A i A8 X 7R
W RGP e AR B R OU O 2, L,
e R 3 52 X A A A 2 VR T T I R BRI 1Y R AT
PESRWE .

3.3 HttEmw

I3 Jie 8 R 2 2R 8 50 b, PEKP A5 14 4R 5

AR 2 5 A 1 LA B R e 2R K
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T ET % (rheumatoid arthritis, RA) & BAY 261k
RA FE T I N B A R i R, o 722 5 4 e BT
Ab T IR IR IR AR AL AR 1 41 il & 2 PFKP A3
PRI E 4 A 12 RA R AR b BRI 1
IAIE v 2 B A R AR AV R L R vk B T s L T AT 4R
OAEE . TEX T ZEE T, A= A HIF 5 5 9%
RN, 175 AL PFKP 76 N (3L R 35 . R, 41
I BEAE Bl PEKP A5 0 4R 151 5 4 At 7 AIG ST A o5
A2 AR R TH . SR A o 4 A2 I 1 A2 2
PEB P20 10 oAb 72 ot 25 1 BRI R g
i R F L N AW B eB o i B i E RS G B e )
BOE PFKP i3 B T A 15 588 5 J= 30 23R o B, At
B R A A s A AT R -1 R B A 12
FL[EAE FH 9E i 280 e dE R e

4 E-T PFKP 5> FHIZ5MEL i TT SR g

YT PFKP 78 Z Fhyg s v B F 28R R H
PRI, 56T PEKP /S A0 5 g 72 19 48 [ 96 97 5 s
ORISR . B 200 T 25 T R A R R EERY
Fimg 2z — , Spitz FFTWF G R I, B A DAL A
il R U BT R S5 A% S8 1) 24 B 1 8 7T LA o
A 7 =l A PEKP 11U 28 {45 447 1 5 2104500 11 41 i
WEEERR 0 H 0. A, 58k (clotrimazole) fr H AT
00 ) T 200 B P 5 i A R i A gt ek R 1 4
b, 3 A 3 52k 5 B W] DC AR BLE A T BL I X PFKP
FEAE IR RIOCR S, FEAE b R 25 g v, A
FACE P e 2 %7 Z2 R B R AT, ANLAT
i 29 BRI R -3 58 |, i BB IR A 4544 ROS
A, T OR3P b AR AR E HIF-1oc SR, Bl
IFFE A IR i e 22 0 AT TR 42240 ) PP, i 7 I 41
e T L RE X LR R R B R AR O BRAMIE
Yo 6 T7 R W, i JUAFR A B, it 26 P I ) S xof
PFKP WREB B BUEH . —MIE T, R-2-F58 4k
1% — 1% ( R-2-hydroxyglutarate , R-2HG ) i 54715812
It SR AL 7 A SMIEE S in R-2HG AT 141 s
KB A I P B PRKP & 32 1515 O , 3k 23 il A
OB 0 H A9, AN, HMG-CoA i 5 A i 1
(HMG-CoA reductase degradation protein 1,HRD1)
TEAEBAM T TS PRKP 454, A1z R e it
PFKP [, WA £F PFKP 22 . 76 7L AR & 40 i
H 2T —E 4 1 HRD1, AT &A% PFKP & (& &
FIE 00 2L g A A R AL | o L R B A
PR IT SR o BRATE S W I A 3 A28 v 1% B 3 i
Sh, PFKP S RERE MR 1L 2, 5-I K H @& 2k i 2, 5-Mi

K -D-H B -1, 6- WERR . 1 A 40 M 8 R T
HERAN AR N 2, 5- i K - D-H % B E-1, 6- iR Al
I8 B 55 AP ) PEKP 3308 R 1R 9 F B, DA i 41
il PFKP 758l I A% b B AR T2 o 2% 1 i ad 40 1)
PFKP 222 4 Jif g BEAR 25 T A9 AU AR 0 —Fh s
RORTT R MG . B X PFKP /5 1R 15 5 4 2 7F 96
i AL TR AR I, R A 25T PFKP
O B2 R 1 IR SR B

5 &iE

VAR R SE T ASAURRE |, 76 17 22 A xE
w9 (AN P 2R e s il 42 3R A7 1 5 9 Al
B PRI 55 ) ot e 30T AR i G B R S A SRR R 3K
bl S PEKP XA e A 0 VR s VR o X
Jpa kB, A g R T R A S el A — R
SR A ATOCTE R FE AL, b, DCHHM 19 A i PFKP 2
AT 2R B L ARk B X PFKP A 5
AR 2 AR A BIL TR R RO B ZR A, PFKP 3 1]
YRGB 22 . OIS 2500 Rt & S L iR
S S AP MR A BIF 9 BE 2R , R AE AN DRI 1y X e AR 24
G AR AR AR TR YT AR, S B 1) 25 ) ) I R R A
B BIE . W58 B A T g AR 25 4 1Y )
B, Bk 2 M) PRKP A 32 20 S AL AT 5540
o, 8 7 FRORE I irf 22 A1 1 HC Al i o AR B A2 0T IR A
W9, B 25008 & 4 A o AT 58 145 8 B T4 ol
e T BIFTE A
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Platelet isoform of phosphofructokinase-mediated metabolic
reprogramming and roles in diseases: research progress

WANG Dao-hui'?, LIU Feng-ying?, LUO Yuan®, WANG Tian', WANG Yong-an®
(1. Key Laboratory of Molecular Pharmacology and Drug Evaluation of Ministry of Education, School of
Pharmacy, Yantai University, Yantai 264005, China; 2. State Key Laboratory of Toxicology
and Medical Countermeasures, Institute of Pharmacology and Toxicology, Academy of
Military Medical Sciences, Beijing 100850, China)

Abstract: The platelet isoform of phosphofructokinase (PFKP) is a key rate-limiting enzyme during
glycolysis. It is stably expressed in cells and controls biosynthesis and energy metabolism. Consistently,
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PFKP has been a focus of study in metabolic diseases and cancer. On the one hand, when the cellular
microenvironment changes, such as insufficient oxygen, metabolic substrate deprivation or cancera-
tion, PFKP-mediated metabolic reprogramming will occur by changing metabolic patterns to ameliorate
the negative effects. Furthermore, PFKP plays an important role in regulating the metabolic mode domi-
nated by the Warburg effect, which shifts the metabolic mode to glycolysis and intensifies aerobic glycolysis.
This review focuses on the mechanism by which PFKP mediates metabolic reprogramming and gets
involved in the pathophysiology of diseases, such as cancer and respiratory diseases, while outlining
the research progress in targeted therapy strategies.

Key words: platelet isoform of phosphofructokinase; metabolic reprogramming; tumor; glycolysis;
cellular energy metabolism
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