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Research progress of the placental growth factor

in blood system diseases
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Placenta growth factor (PLGF) is a kind of factor that produced by placental trophoblast cells and umbilical vein
endothelial cells. It can be widely expressed in ischemic or damaged tissues and play an important role in tumor
and inflammatory evolution. Recent studies have shown that PLGF is an important factor in hemoglobinopathy,
leukemia, lymphoma and other blood diseases. In this paper, the clinical significance and value of PLGF in
hematological diseases were analyzed, which aims to establish the new target for the study of the pathogenesis of
hematological diseases and the development of clinical therapeutic drugs.
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A, A SC F B AHE Y WA JEPLGF-1, PLGF-14&
NI W R, =5 A i 25 R 5 i 2 2

IR, ELAE N B A0 R AT A 0 i P
M ECK - ik, BLAh, PLGFE-10] 78 Z Fl i
HeihEE Y, PLGEMVEGE-A{LA 42% 14
[ 28 JE R Sy 51, P 2 25 [ 25/ ALl , PLGE-17]
DL 5 VEGFR-1 (MR N FMSHEE % 2 R 4 il - 1 8 FLT 1)
Zh4  PLGFIYZZKVEGFER- il 3 5 VEGF/AKT
15 5 38 1% 4 Fr 1 P9 B S8 % . VEGFR-134 1l il
it VR VR M I A R A A O LA R ofn
A, VEGER- U5 5 it A& 6 28 v LIl PLGF i
SEBBEHY . Al M, PLGFAE ML R 4%
I 2 9 AL AIE 58 LG R VR 97 25 W ik 9 vh B A T

1 PLGF ZE I 4 B s o 91 A R Bl IR

1.1 PLGF AI{E AR R MR EEENIREY

IR AN NE (sickle cell disease, SCD)HEFHH
Z9H 5%~30% AJ & A Jifi 3 ik 5 Fe (pulmonary arterial
hypertension, PH), W SCDRAEPHRYIH Z A
5 N 2 Ty e IR A L A5 WS R R A, X S R
F 5 SOk I N TR S A 6. sep
BE AT R, RN A L B A A N N B
20 M S TG A s 3 S TR Dy R I T R T 4 2R A
Pevm, AU AR BE TS R, i /AR T AR 3
hn, 53 AMESCD A T Z R S AE A B K- d AT 1
m7. SR IRA L, fESCDEE T, Bkt T
(CD40, ICAM-1), &AM H T [Ang-1. ZL40J
"% (erythrogenin, EPO). AJ ¥4 A HE N K2 3%
it 2 (sTIE2) ] Fl 4 S 40 Jifd Kl F- (TNF-«, IL-8, IL-17)
Y MLV 7K, X 8 R ER ) s AT RE 5 SCD AR
P s PLGF A 3 48 5 F1IMLAE 4 £E N2 SCD I A0k [ £
5 P AE M B (FUIE RSP, PH) I AE
FAAES,

1.2 PLGF A[8£2 SCD EEH IR E =

Xt SCD H B 5 1 BF 5% VORI . 5 OE
MM, SCDBEPLGEU B AH, HalEH A
PHTHISCDEH , MK TPLGF/KTBEF S, H
o 5 0 P ZE PR AR R ARG . PLGFHIR
JIC A P £ 240 R TS I PN B 4 R A A
1@W§%—l(endothelin—l, ET—I)[“]\ W EBZ K
(ET-BR)IH 1., #4755 H + 1a(hypoxia-inducible
factor-la, HIF-1la)f= At .0 = KT E

&0l SEPH, RAMEE R PLGE N i i
17 AT 45 SR BT 1D BRI A PN B 4 A R
SCDAH X PHM G H A P h R #EA/EH . ET-1/2&—
ol 280 il il 0 4 70, R R HTE-1a /) S5 B
P, HanZ UG RS2 56 45 R & BLET- 1K F 5
A FE S A A O F AR REA G . R,
FHWTPLGEA RS 515 R AT REXTSCD B & A 45 -
Selvaraj % F 55 & L. 7ESCD, PLGFAY %40
Ji 6 {0 VEGFR-140 %, 3 250 i 1F & K 5
K% 40 B 0 BRL A 40 L 22 THP- 1389 0 48 M 20 i P
B F I mRNASE 5%, fEJFIL-16, IL-8, Hi%
o0 Rk L B (- LR R, Bl R L R Y £ R R B
ik AR AR TS ) PI3 l / ART & T I B A
MEK-12FIERK-1/2 7] LYk 55 PLGE A 3 19 4 Jifd [X 5
M H FmRNAE L, DL RS R B, PLGFA]
AEJESCD AR M EZ RSN &K .

1.3 PLGFIESH=ZFMWERHF N F SCD 2ES
B RN

H= et M e, E9lk
SR g DA S A T R M R R I T T L
B RHEAEHY, Patel®E"HIEWA K { SCD H # HY 4k
JE I B A% 2l MY (mononuclear cell, MNC) i /n 25
F =R 0 1 [S- IR %A & 1 (S-lipoxygenase,
5-LOX) F1s-B5 & & B % fL & 1 (FLAP) ] mRNA
KR ERI, PLGEE S MNCs M 40 i i)
Ui B — 475 4= L JF H PLGF AT R U FLAP mRNAME fill 6
JePI3 UG | A ok i Ao R 4 — A% 1 PR W 2 (NADPH)
AALEEFIHIF- 1a 305 . fEPLGF Bk FE /) R AY
o, PLGF#k = Bt 575 S i =Tl & e by Pk LA
KA 20 = AR G AL . FPT-PLGFHUIRIA YT Bk
T3 BRAT DABH 1k 2 5 St i) A e e iR, A s-LOoX
PHIFNEYY o XELE R PLGF ] DLid i 15
PEREAN T (AN 7 =45 ) 75 SCD A 1Y 185 B g P & s L
HrhEE EEAER

i

2 PLGF EFHMFEHFHIERAREIRAREX

4

2.1 PLGF AJEEX B MLm= £ R Z1ER

P 9 % AR L R s K 1 i s 40 5 R
TR S b i P B AN T 40 55 A ) 4 i =2 1) Y
HHEAERM . VEGF X HAZ{K(VEGFR-1, VEGFR-2)
TE2PEREME LS (acute myeloid leukemia,
AML) . 12 PEfEPE A M55 (chronic myelogenous
leukemia, CML)F1EPE K 40 B 1 L9 (acute
lymphoblastic leukemia, ALL) " 9 AH ¢ M & B IE
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5%, FragosoZ5!"!JE 3 #| VEGFR- 152 1A 4 38 % 4
VEGFMIPLGF# 3k, PLGFM) ¥ ALL 4 78 {4 41
B 345 AT A% . VEGER- AR #F 11 1l 20 e 0 7= 7]
B 98 /0 I 40 B 0 JELIE 38 5 JFFs ., CML
FTAML Jir A 2 S 0 248 if 32 40 7= FE R IAVEGFR- 1,
Pizzo %198 I PLGFAEVE SAMLAN LT # , 34
VEGFR-1JE AL I . PLGFIIRERK-1/2 (40l
AT R R1/2, extracellular regulated protein
kinase-1/2) . p38[W &ML {L J2 Rho-GTPHfF (=B 2
) 51k . FHPLGEAL B AMLAN i 2 B e s
REXE M ALBh & 1456 & A T 22 V) 8 H (cofilin) UG
b BREEMIE B . FH IS 4N AT B R A . X s
45 R PLGE AT BB A3 I 5 WL 30 2 3 40 i 2 0K
HE5RAMLAN L B 3 55 AL RS . it — 2B 1 2 PLGE
TEFTA A= 2 AN AF 5 B9 VE T, Theai S5 PO
RT-PCRM B-ALL & & 19 i 4i i % S PLGF Y &
ik, éﬁ%‘ﬁ%ﬁ%@ﬁi(philadelphia chromosome,
Ph) B I REA AR L, PhIHPEALL B 3% 0k & h
PLGFF kK W EW AN (VEGFR AR KM ER) .,
ZEPhFHPE R PR B PR ALL AN i 28 10 40 L 35 2 W b
PLGF b DL (] 55 551 a2 4RO 19 77 =X 3% 455 7 i 14 o
Ph+4i il R A, X FhAE A 42 it AVEGFR1/Fc
M bR (25 A BERHL IEPLGERYZNAE) . X sbgb | R
W] PLGFAEPhFH M B9 ALL Y5 vh B AT W A6 O VE T
B LA i W 55 43 WA i A% I Ph FH P A ALL
ML A

K TPLGFEH [ =z [\ 1) % U1k R,
Schmidt%5 ' Yfi FiT A7+ 5 25 J@ Tiif 257 BCR-ABLFH M 119
/N R R R T PLGEIECML P B VE T . 5 g
B sl B P 5% S 1 /N RO L, oML/ BT R BE R Y
PLGF mRNA%% 5K S F 40 JE 1 PLGE Ifil 3 7K SF %5
o AN, FHCD45-K: 7% CML/N B B 3 5 40
i (bone marrow stromal cells, BMSCs)th g H £
PLGF# 5% . 76 F N F Il 905 240 A/ ERBM S Cs iy A
it &4, ELISAUIE 5 APLGF, LK
o B PLGE LANFE-« B 7 40 35 n . H R
A ZECMLAH L fE 313/ B BMSCs 7 #E PLGE™ ., B
TS 25 2301 A S YA S 3 I BMIS Cs 5 41 J 1f 24>
ﬁéﬂﬂﬂﬂ(peripheral blood mononuclear cell, PBMC)
FEARSN 3 54 1: 1018 & 2L 05 97, Kl PBMCHE 4 1Y
WS B R W P Ay WAL -6, IL-8MIPGE2/KF,
25 BMSC 5 PBMC AL 5 4 (1 PBM C 1 5H 5 B il
/> (P<0.01), #IHIRE@iEs0%, (fHHIPLGE
PR GE P R AE R 1 I R DL R E R ML/ B
B A AF A . S AL R e, BT IS 4 R &
I MR PLGE/KF B 3 T 5 X2 B 12 v 1

CMLAEW EHE, SCMLEMENIHREARMEL, TES
P HE R R E I K PLGE/AK P B s . L b
WEHE 2 W] . PLGFXTCMLAY & 9% il BEAFAE & — E Y
12 2 B o

2.2 $BE# PLGF ER MK BT PRI =
PLGFTE 2 . 8% A s A& 5 ALl o i ke A
AR VE T, (T I A A S m T PLGEYR
57 A RIS 0B A o PU I A AR BR YT B BT
EAEMIE T RE T R 2 —, Ho s — R e
[ VEGE Y B se B HT iR Y, B R 1958 A0 it
FEVEGFAZ A Y 52 1A% - i 2 19 ik I 400 o 590 o o 4
A B2 1 1 I R 36 45 SRR R X R i A R
o At it 45 A B PR B 1) 9 T AT AR S MR R T
() 5 A1 K W o PLPLGE YR YT BE 4 il 22 Fh i e 455 751
AR RN A%, () s 400 ] ek 988 P I s 4 L 92 0
Py ER, EEM R, PIPIGFR
ST (PLGFAN IR A 5 hu i 8 2E ik ik, JF B
RS2 et X R HEIR, Bt
PLGFTE H ML iR Y7 H R4 14 g A5

3 PLGF ER MR EM FHEBEDRIE
A5HRIEKREX

3.1 PLGF 715 Il T 2 B 7% 48 #93E M X #5308

ML T 40 M F # (hematopoietic cell
transplantation, HCT )2 Fffa Fe {4 4 M A A 5 &
FIR < LA 2 3 I A S T RE L, R e KA
i Y B IR LA K e e mOME i P L 9 1 e R
MV ESA T vk . TE 9 HFsE > %M. PLGE AT fiE
Z 55 1T 40l (hematopoietic stem cell, HSC)3Zf]
POR4ERFHSCHM & £ 45, PLGFRE Y 98 ook 41 i 42
7% il 3% [X F (granulocyte colony-stimulating factor,
G-CSF) 55 3 if 4 40 i 35 51 o Hattori%F 4
Wi . PLGFif i 2 /0P Fp AL 76 B #6305 % 2
WIMIIRE, w5, MR R AR /N TP PLGF
i1 # 3k WK B GE VEGFR-1+HS C AL 41 i 19 #4 1k
P, S EUX S8 A0 i AR A R R R 2045 . HPLGF
3l A Y HSCHRE WS B 48 2 B M S /R P, IXR
WIPLGF A] 1 it R 4 B HS C 3l 5% /Y ¥ e ¥6 97 il B
A, BHET, W40 F A G-CSFEHIrHSC /X
J5 AR BAE FH A6 97 50 035 AR YD 48 (plerixafor) Af Pp
BGIT o AW R/ BUREE N R K& Wy b ) i oF
Fi7I, PLGEYE 3l Bl FUHSC15 G- CSE i/ I [7l 4
A, HORRINEETE . PLGE AT AE 3 5% i 1 1 FH A9 26
R AL A A A 7 R GO B P X HS CH R B AR
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1. HattoriZ P42 i PLGF# it MMPORY | i 45 it
A=K R P15 5 VR T 40 43 A6 5 s g 390 36 il ik
I, Bl — A g0 M A K R RO AT
Kitfig AR B B . 5 B8 H PLGF I £ B p ok i
X BE N A, X BEFEBMSCIN B KR B |14
PR B HS CSAE ML P20 A o MRS oe e
PLGE IR ] g 55 4 1 20 B R 410 461 21 40 it A9 A= Bl
YRR, 1 3 a3 % 15 A2 40 0 i 2 384 5 ot /N A %) A
W, A& ARV ZHCT (A I B 10/ B s
DHEY B R RWIPLGEAEHCT W R 5 % 1 Il %
L

3.2 PLGFE HCT B EYWH EBARE
R AER

JUE 5T P RIE SEPLGEL A A TR SR HCT Ji
HBEE I, {H 5 A5 P R B PLG R T BE A AL
HCTJG RAE R o I A 552 36 A58 B O 2 22 iE Y
R 7 k7 2 TAE I HCT B9 35 59 — Rl =X
REMG TN I 2K PLGF . Hlr 7E G K H g ke . S fik
FRALAFE L, ZHCTIRYT G MK PLGEF =, Hoik
TR M S ARECT A E MK PLGF /KB IEH &
Hoft, meAh, FER L b E @*ﬂﬁ%hfﬁ
T (graft versus host disease, GVHD)iAJ7ikH"™
2k GVHD B E K HAE Ak GVHD B[R] Fp S 4
HCTAZ R B AT B 3 i G PR PLGEUR B . 1T I
M ZE, WERIT T ENRE . 2 EGVHD™H
BEARRERESS52%GVHD, B R &AM
SO 3k sl gt SRR B Y [] B S A HCT BA S AT
FPARR TUES, ZikES 5T 2 GVHD B
FFEMBEYLZ LR, S%A KA 2 EGVHD
B FE AL, 2EGVHD B 1E 5 0K (B AR AT )
MHCTJF100 d, PLGE/KV-BH B TH&E, XEETE T
PIGFI A MR H AT AR A . 54h, 597 b %
2AMEGVHDIHCT A H A 2 EGVHDIHCT £ %
FEE . JAI7 METE PE 20 GVHD (461 4 25 [ s it 24 1
Z P GVHD) FHCT & % M PLGE/K B i 57 252
XU EE LR . PLGFAU] IAE N & EGVHD 4
HCTIRYT G RAE R B ARE Y, 38 AT /R iR y7 il
BRI FE by, #HE—2RPPLGFA B T A GVHD
K IRAIL T B 7T 5 16 RIE ST BT

4 PLGFERBK THRHEBRERARE
R E X

ML A A T O R SR iR AR K R RS 2 1Y
Wh AR B B BR . AL AE B KT 40 M ik L

(cutaneous T-cell lymphoma, CTCL)7E P A2 F IfiL
TR iR v B A LGS A B, — S AR 1 A
A R AR A AR NS R A KT, VEGEHK
AR Ry A B 55 08 B R Rt A A R A R R
BN R AR I A AR B 2 — o KA G
FEPYE IR . BEICTCLE M7 PLGEH A K
BETED, cTCLB &RHLEIAM, HATA 4%
AN T /LN 725 TRR LR, X
S2BGPYHIE S PLGF mRNA S5 PLGF# 4 /ECTCLH %
ik FiM, Jf HPLGF mRNAZE A& 5CCL27#K kK
S5 A OG, CCL27/R F IR L R CTCLY —
AT B TR S bR LA, PLGEFRIAKF-
HIL-40FRBK BB EMK, JHPLGEFRIEK
5 0 kA R R EVIMI G . [ B PLGE AT L il
ﬁiﬁuﬂ*ﬁmﬁ@%éﬁﬂéiﬁﬁiﬁﬂ‘iﬁﬁﬁééﬂiﬂ’ﬂ%ﬁz
Kfe ), Xess B RMHPLGEX CTCLHEA M & 1
Mo Hk, 1ERIKE R F, PLGERAT
ﬁE?JEECTCLIé.‘TE’J%HEIE HF % PLGFHM i 3 AT
BE N CTCLIAYY B dhinl .

5 45

PLGFAE M I A8 A R F R — R, RO
WL AE A= B . S koA AR 1k . Wi RE | G A e
Wig MO PR DS L e IROR AE N 1Y R
KR B EEAER, A OB I 58 1 B 4 A
AT 0B 40 5 . o sE Y% W], PIGFAE
SCD A KL ML Y3 90 TP IS« Bz R bk EEL 98 45 0%
PRIV 2 0% 2 AL T B AT WK VEH, BEA
AUA S 95 1% sl ™ SRR B A A bR B, B
25 T REA =R . WK RSN LAML
R AR I R R K A MR IR AT MR, T )
IEH R LIRS . 1ML 40 A B R A5 1 R R A 4%
T PR DA 1F I B . FE X 2B ZE i, PLGE
PGSR Y R AN I A 3G L AT RS RN A Ak o O B4
FH o BB P9 B2 A0 R R R i A K PR T A A B
0 A PE N F-, IL-6FIIL-10%% . (HA3 W
B, R A OC B AT 4 40 i EL A PIGF IR 43 W g
FIHBUPIGE Y i o [ o A Fe A 28 i 5 Fp B A v
R A A PR A R VE R, A R R IR R
NG5 . FEARPLGEZR 35 1] DL RRAR 98 5 S0
) s el 0o AL L A9 0 B2 R L B b EEL R A I
PSS I A B S B A . H i, 4t
I 58 A BT PLGFBH T AT Sk R4 R 1 I YR 2 %
i (S HCT I 9 & RE FAH Y GVHD) #2418 134
IT R -
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