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o5 TG P B B AR DIE TR DI PLGF I
A Ko B3 ERK A%t i F 40 o R it s

OB WL R EA
LA A B = E B P2 B T dE A3 FE 050091 2.9 Jb 48X B N R E B =R, i db #X B 051530)

[(BZE] BH HERB&4EKET (placental growth factor, PLGF) i i3 4l Jil #M M5 5 94 ¥4 34 B (extracellular
signal-regulated kinases, ERK) ¥ 53 42 %5 i 5 30 58 3 90 7% 40 0 2 656 0 00 28 S AR ML . 5% Ul dE 2022 4F 9
H—2024 4 2 H b AE 5 A7 B2 B 7= BRSO 09 6 W00 R B 155 5 D R 4, O 8 4 ) 01 i e 2 4 60 451) Sy Xt IR
W AT EVE TR IRAS A £ 20 ORI R A T8 B0 A 95 W B 1 R B 328 2R Ak 2 R U 8 PLGF RIA K, % A4l
B3 Z 4 HTR-8/SVneo 43 B IE # % B CR S AR L3 HTR-8/SVneo 4 i) | BH4: %t B 41 G Ak A 4b
) PLGF %5 3 4 (JU & 41 PLGF B B (1% 30 % 5% i 7 B ¢ HTR-8/SVneo 4 1, fif H i 3 3k PLGF) il PLGF-
shRNA J% 8 40 H & 7 £F %t PLGF 3£ (9 shRNA #9336 5% 5% 55 28 8 4 HTR-8/SVneo 4li il , (i H PLGF S LEL .
CCK-8 1 1l 5 £ 20 4 il 43 i 175 50 o Lo (5 356 00 o % 20 & 8 4 Ak B A T 0 P 1% 5+, Transwell 350 5 4 40 20 fifd
IERHCEE U A SO A% 2H 48 it R T4 B, PCR A 8 45 40 48 I8 PLGF Al ERK mRNA £ k1§ 0, Western
blot B E & 40 i PLGF 1 ERK F 5@ HE A KRB HFH. R HEHAME PLGF KF I AL T X A
[(1.214+0.40) ng/L ws. (1.6740.33) ng/L,t=7.922,P<C0.001],PLGF 7E Ji§ £ 1% 7% )22 240 i B 32 2 DL 40 i 3 B 38
R, 2 B R B L B AR R NVRCR Y, TE W IR AL PR X IR 41 PLGF % % 41 Fl PLGF-shRNA R 41
21 b 35 5 15 50 3 2 3 0 A B L TR G R 4 A0 AR A 2 B B T PLGF % 8 41 B M X B4R PLGE-shRNA
R TR AL, AL SR AL o B AR AE BLAE T 22 A Ge it o (P <C0. 001) . TE B X B4 B M ] R 41\ PLGF 9%
T4 M PLGF-shRNA 5 7% 41 %% 3% 40 it MDA[(3.71 £ 0.73) nmol/mg prot ws. (12.89 % 3.65) nmol/mg prot wvs.
(5.0940.40) nmol/mg prot ws. (15.20+ 3.00) nmol/mg prot, F=33.594, P<C0.001],SOD[(13.89+4.53)U/mg
prot vs.(2.76+0.72 YU/mg prot ws. (8.55£1.20)U/mg prot vs. (1.2940.63)U/mg prot,F =34.931,P<C0. 001,
5 IR AN MRS AN K [((148.15+£32.77) 4 wvs. (53.49+13.65) 4 0s.(98.22+8.44) 4 wvs. (35.28+5.92) 4, F=
44.621,P<C0. 001 ] TR [(4.9540.67) % ws. (18.55+4.73) % ws. (10.23+4.44) % wvs. (25.11+4.33) % . F=
31.089,P<C0.001],PLGF mRNA(1.29+0.34 vs. 0.55+0.13 vs. 1.11£0.19 vs. 0.31£0.09, F=28.887, P<<
0.001) \ERK mRNA(1.8740.42 vs. 0.610.10 vs. 1.2940.47 vs. 0.4140.13,F =22.887,P<C0. 001) \PLGF & 1
(1.484+0.10 ws. 0.5540.11 vs. 1.12+0.31 ws. 0.334+0.10,F=51.707, P<C0. 001) \ERK & H £ ik (1.69+0.17 ws.
0.47420.19 ws. 1.2140.32 wvs. 0.2940.09,F =58.179,P<<0. 00D ZFAHHIH ¥ E X, &t TRITMARA LB
5 PLGF R F A A&, Hom Rk v o35 HTR-8/SVneo 4 it 04k [0 380 52 1, 11 32 40 i 3 B8 66 7, bl /N A M 0 7= 3%,
FE s LA MG A K, 5 ERK 55l iRk 6.
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[Abstract] Objective To explore the regulation of placental growth factor (PLGF) on
trophoblast function in patients with preeclampsia via the extracellular signal-regulated kinases
(ERK) transduction pathway and its mechanism. Methods A total of 155 patients with
preeclampsia who were admitted to the Department of Obstetrics and Gynecology, Hebei
Reproductive and Obstetrics Hospital from September 2022 to February 2024 were collected as
the disease group, and 60 healthy pregnant women during the same period were selected as the
control group. All patients underwent cesarean section. Placental tissue and blood samples were
obtained, and PLGF expression levels were determined by enzyme-linked immunosorbent assay
(ELISA) and immunohistochemistry (IHC). Human chorionic trophoblastic cells HTR-8/SVneo
were divided into normal control group (untreated HTR-8/SVneo cells), positive control group
(hydrogen peroxide-treated HTR-8/SVneo cells), PLGF virus group ( HTR-8/SVneo cells
infected with retrovirus containing PLGF gene to induce PLGF overexpression) and PIGF-shRNA
virus group (HTR-8/SVneo cells infected with retrovirus containing shRNA against PLGF gene
to silence PLGF gene). The cell proliferation was detected by CCK-8 method, the content of
superoxide dismutase and malondialdehyde was detected by colorimetry, and the number of cell
migration was detected by Transwell method. The cell apoptosis was detected by flow cytometry,
and the expression of PLGF and ERK mRNA was detected by PCR. Western blot was used to
measure the protein expression of PLGF and ERK signaling pathway in each group. Results The
serum PLGF level in the disease group was significantly lower than that in the control group
[(1.2140.40) ng/L wvs. (1.67%+0.33) ng/L, t=7.922, P<(0.001). PLGF was mainly expressed
in the cytoplasm of placental trophoblast cells, showing light yellow or brown to tan granular
staining. The cell proliferation of normal control group, positive control group, PLGF virus
group and PIGF-shRNA virus group were significantly increased, and the cell proliferation of
normal control group was significantly higher than that of PLGF virus group, positive control
group and PIGF-shRNA virus group. There were significant differences in the interaction between
groups, time points, and time points between groups (P<C0.001). MDA in trophoblast cells of
normal control group, positive control group, PLGF virus group and PIGF-shRNA virus group
[(3.714£0.73) nmol/mg prot vs. (12.89+3.65) nmol/mg prot vs. (5.0940.40) nmol/mg prot
vs. (15.2043.00) nmol/mg prot, F=233.594,P<C0.001], SOD [(13.89+4.53) U/mg prot wvs.
(2.764+0.72) U/mg prot vs. (8.554+1.20) U/mg prot vs. (1.294+0.63) U/mg prot, F=34.931,
P<C0.001], the number of trophoblast migration cells [ (148.15+32.77) ws. (53.49413.65) wvs.
(98.2248.44) ws. (35.284£5.92), F=44.621, P<C0.001], apoptosis rate [ (4.9540.67) % wvs.
(18.55£4.73) ¥ wvs. (10.23£4.44) %5 ws. (25.1144.33) %, F=31.089, P<<0.001], PLGF
mRNA (1.29£0.34 vs. 0.5540.13 ws. 1.11£0.19 vs. 0.31£0.09, F=28.887, P<{0.001), ERK
mRNA (1.87£0.42 vs. 0.6130.10 ws. 1.29+0.47 vs. 0.414+0.13, F=22.887, P<C0.001),
PLGF protein (1.48£0.10 vs. 0.5540.11 wvs. 1.12£0.31 ws. 0.33£0.10, F=51.707, P<<
0.001), and ERK protein expression (1.6940.17 wvs. 0.4740.19 wvs. 1.2140.32 ws. 0.2940.09,
F=58.179,P<C0.001). Conclusion The occurrence and development of preeclampsia are related
to the low expression of PLGF. The high expression of PLGF can improve oxidative stress
response, promote cell migration ability, reduce cell apoptosis rate and enhance cell proliferation
in HTR-8/SVneo cells, which is related to the expression of ERK signaling pathway.

[Key words] eclampsia; placenta growth factor; extracellular signal-regulated kinase
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A B 15 1 JHF 200 68 57 5 1009 XUR: o 1T EL X i LA 4 ok A

oo, AL R N AR KR g2 B RNE A BE T
S RE TR R I R R E O A
1Z N AH H T T8 5T X iR e R T O i ARE
b SO ot s A I U % B 24 W A Ty XA TR
i HERRY BT IR TR R A A L
U R AT B TOT OB BRI R AR 2 R AR
TR, G £ 4 K I F (placental growth factor,
PLGF) J2& 48 N Bz A= K X 7 S8 6 B BE R Ot , 3 AE
Jif v 3R 3K L A2 HE AR Ak 0 10488 LR 43 Ak DL DR iR
JLARAS 78 R 138 7 IR B4 DD AT A AR A
SRR SRR SR R IRT L A M AN E S R 4
(extracellular signal-regulated kinases, ERK) {g %
T G T YT 22 A ) ek R A4 A0 M 4 A L o0 Ak T
B AETEFIA 1255, 550 I A8 90 | 2 E i e 5 AR
KB g F 3R, Anis S5 &I, ERK # 3k 3% m wf
FIE 300 ek 2] 950 200 i, 5 5 0 S A T ke Mk 0 K o s 10
Joi LA AH 2L A 5 28 0T 1) 5 F 50 AH X D AR SR
TEARVT PLGF il id ERK # 5 38 42 % 7 1 1 18 %
3 240 1 2 R Y A A K AR FHAIL RS Ay e DA 428 11
BT T I A SR A

1 ®#HBEF &

1.1 — %R BEE 2022 48 9 2024 4F 2 A i
() 7T b A= 58 1 7 B B B O A S Y B A A )
(i 13 22 80 155 B4 S B 5 % 4, 2 1A AR R
23~35 %, (27.49 +2.10) % ; F ¥ FH
(36.211.26) J& , F= AR 5 7 rf, DG 48 B 44 1w v e
DI 29 1 em® ZH 21, 7™ A% A0 3k 43 15 5 S 8 20 241
X8, $5 A 2 SURE AR 28 4 B R K 3 5 S B B T
WA ORAE . [FIEF 9 AR ZE 10 60 24 4 IR A,
AR 23~34 B, F1(26.94 £2.13) % F 2
(37.05+1.18) J& . XF B& 4l 2l ZURE AR Bk 5 285 19
ATALL PR R — 3. AbRHE : QIR IR A RS
R, JCAE IR I A5 I Can e M v i B IR e 45 ) K
IE R AT s @0 B A E SR AR T RE IE R T AR B
PR ORI =, AR, HEBRAn . OF
T s LR 80U B S s © 22 A W sk B
2 Z R RGN YIRTT s OB IR RGN
PE IR 45 42 B PR .

AHIE S 48 5 B A0 3 22 D 43 W A GE o (LR
20220013) , i A BF 58 2 5 35 ¥ € 58 40 F4% JF 238 A1
(GRSt
1.2 AL AR
1.2.1 5 PLGF #8452 .PLGF-shRNA T-#t i

B (b 5 L R 2 2 B e A BRA ®DD s HTRS/
SVneo #FRANME(ATCC H 4015 ; PLGF #4i
(Ab 3 SN BB B 43 A7 PR3 7D s ERK BT (X
DU S 3 5 A W) B B2 I A BR A W) 5 Trizol 2 5l
(bt i SRR A BR 2 WD 5 A AR ) L Ak
( superoxide SOb)Y) H5 W — &
(malondialdehyd, MDA) i 7 & (3 & R 47 A7 B
ZvED s N PLGE il & (LG & AR YR A R
A
1.2.2 AY#F  UV2450 B A3 6 BE 1 (5 i
#]) ; Heraeus Fresco 21 BB .LHL (TR K /R BB
A s Multiskan FC BUEGAR (L (FEER CHH RBHEL A
Al s 98 i PCR AU A2 FD
1.3 HLFEACRE  HIE7HT, 400 R 5 A 2 iR
H KN 5 mL (28 & Af Rl =8 h), £ g0 Ab #E
(3 000 r/min,10 min) J54r 514, & T —80 CAk
Tt VKA PRAT 95

XPHRZH R A NGB SURE TER A ARG LG
0.5 h PN, TG 48 B (A T 4 % 2 m S G B S 22 1]
X3 #2401 om® (g e 2 40 (7™ 4% st T A5 5T L 451k
I K 5 241X e . 40 A B3R K P b vk R B
T—80 C BRI AF, I T J5 2245 11 BT B 3l 5L 5%,
P 2L EB Ay B B e H IR S N 4% 2 R [
A TRl 2 F e R, X B2 4 O L 4
LA R A AR IO A B 2 R R RS 2 1k 4T R 1Y
fa e A 221 (228 6~10 D & B A S s e
AR BRI i £ ok B LREA . WO J5 Sz RV A=
PRER K vl Pk 2 BR AR B v S R W A E T
450 2R [ 2, 4y L AUGE R AE T — 80 C Ik
R A A 35 55 A 18 BB R I & 0F o8 X 4 A
=g
1.4 e 20 800k 5 e 6k 1 I iR 2 241 4 PLGEF R
ko ONT G 4% 2 5 AL B ) if A A 2P ogR
WUREAS , 22 55 0 47 br M 19 A1 W 4 AL DD B R B R
4 pm) LSS FI K AL AL B SR T RS Y 0 Ak
YT I PE AR ATE 350 1 XU K T P R 1k
10 min, BJ5 .8 H 0.01 mmol/L WI#7 & L 40 2% vh
W (pH 6.0) & W 20 min LIEIEHR., @ EE T
1 2 1M 3 AL B 15 min J5 , 30 PLGF $ik (6 B
R 1:2000 I07F 4 C FWfb e . 7255 2 KL
T8 2 5 2 PR RV R A L S N Ll 3 X B b (R B L
121 000) JRAE S IR T AL 1 by fe 2R — 2 BBk
AR AT B A IR IR AR Qe it R gy, PR
07 3 IR Ao i R A B P RS R A P T N B TR
P LUREAS ; [R]B , A FH X 8 2 10T 9 4T B ) 00 g6 6 Ji

dismutase,
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FRO B A U IE A R TG B BUE S AR X
B, T X BECA A 5 U0 38 ol S B 9 i RS 1T 4
fit,

1.5 il HK B0 38 W B9 000 5 13 PLGF 3Ris i Ai
AR TS AR A IR AE 4 °C T UE 4 hs
3500 r/min F&FF B0 10 min, /5 2 W&,
BiJ5 . W F PLGF (%) ELISA 3R 57 & il % 1 7 o %
PLGF k.

1.6 SCHorH AR R MG HTR8/SVneo
W% A A CHP N &% 6 %% 57 )2 4l il HTR8/SVneo)
AR HE I8 BR S L B E AE RPMI 1649 557
B IR IR 100 B MR 4 v 100 kU/L 3
BRI 100 mg/L 6% FK; b5 K H A — 4
37 °C 5% CO, FI4= 1R /) 40 i b 77 3085 b iE 1707
Ak, 2 40 B Y A R RE AE 80 %6 ~ 90 % = Al i, AT
MM, N—70 CHR K& &l PLGF
# 5 PLGF-shRNA Ji§ 8 . il & T 4 ‘C T #1TE I,
B DB 535 £ v BCHE 85 35 P R i M L 24 4k K
R IR S50 . R RS VR T LN A UM v B
FARHE , L2 501, 4555 U IN K IR0, JF A 3 o
R EE AR YL BE ST 51 A 5 mg/L WEEM ., SEE P, 40
JL 5 23 g DL R JUEH < 0F 8 6 BB 4 (6 B 15 352 20 D
FHPE X B8 20 (JH 250 pmol/L B9 H, O, 43 24 h) |
PLGF %5 % 41 (f£ 250 pmol/L B H,O, YEJH 24 h
5 e g PLGFE 189 88, ¥ 56 44 24 h) DL N PLGF-
shRNA i #41 (7£ 250 pmol/L B H,O, fEH 24 h
J& -5l PLGF UUBREE AR M 75 356 9% 24 ),

1.7 CCK-8 75 22 45 41 40 M 4% i 18 0 45 4
HTR-8/SVneo 40, ¥ H I %E 2 5 000 40 /L1
WL IR H AT 96 FLARIN. ZJE.7E 37 C K
5% CO, MIBE A7 5%, i B £h 22 vh i 1R
(phosphate buffer saline, PBS)#F47 w5 . %% £ 5
A B4 M7 (fetal bovine serum, FBS) fff DMEM-
F12 Bk, 7R 3% 48 h Je, BU b 75 W, 5 0 et
B2 A 10 pL B9 40 M 32057 Ccell counting kit-
8.CCK-)WMWIE A . &, 78 96 fLA P Efk 2 h,
I F B AR IO 5E 450 nm ARG .

1.8 A ZENE & 440 SOD ft MDA & it 1%
7% HTR-8/SVneo 4 2 3 24 19 A4 K By B, Wi 4 41
L5 FH PBS bk, FHAE 24 ) 92 o v 24 £ 40 i 5 745 5]
20 00 284 ot Y T 1 M A I S B AR O
4381 HTR-8/SVneo 4 ffl 1 1) SOD F1 MDA 1 ¥
B

1.9 Transwell LM ESHMMTHREE MN&S4H
PEEL 5 X 10" 40 ML IFF HE VR AE 200 pL & 2%

FBS 1y K5 3% 2 . SR 5. B % & % WA
Transwell N, 37E 37 C I 5% CO, BT 5
F%. 12 h J5, i [} PBS ¥#§ ¥k Transwell &, Jf 1 £
F HEE 2 20 min, FH 0.5 %45 YL {4 5 min,
ZRIR K Ph Uk JE R S R B T RS B0 1 A e AR AT
T

110 FaAdn i e & 4l g ol K4
HTR-8/SVneo 4 il % % 2 10° /mL By JiE , 3
FIARTE 6 fLAR . AR 645 4E 45 B9, 1] PBS wp ik
HTR-8/SVneo 4 ffl, SX J5 ¥ Il AnnexinV 45 & Wi
HirEE, HEFR.NMA 0.4 pL 17 RNase, # /i1 A
10 pL 9 Annexin V-FITC 1 10 pL 8L 7 0E 5 £
Je 00 P i X200 L ASOR 3 240 L ) 9 T 1 O

1.11 PCR il PLGF il ERK mRNA %3k Xf
%4 HTR-8/SVneo 4l il , { F1 0.25 % [ g it 17 11
AL FE L S AN 1 mL Trizol LLEEBUME RNA, #
W RNA [ 26 B J5 , 32847 36 5% 5245 3] cDNA, i H
SCAF PCR J7 3k ok 43 # PLGF fl ERK %) & ik,
PLGF W 1E 18 51 % M. 5'-CTTCTCCGTTACTA-
CTACGACAGG-3", ) 1 51 ¥ . 5'-TTCTATCC-
TCCAGCAAGCATCG-3";ERK (I E MBI 4 K .5~
CAGAGATCGTCAACACCCTGGA-3', 2 ] 51 ¥
H:5-ACGGTGGTAAAGGCCGTGAA-3'; B-actin
h Z F K W, HOE m o5 % kN 5-
ACCGAGCGCGGCTACAG-3', & i1 81 ¥ K. 5~
CTTAATGTCACGCACGATTTCC-3', PCR Ay i
R LR FLUN 25 pl, R 25 A0 46 . T 95 °C
30 5,95 ‘C7AEPE 5 5,60 CiB Kk 30 s, 68 °C ZE i
1 min, B3t 40 MEH, R 27220 ik k&
PLGF Al ERK ) mRNA Xt ik,

1.12  Western blot 3l % 4 20 40 il PLGF Fil ERK
FoEmlErRBEN IEA4 HTR-8/SVneo
WSR2 AN, RIPA 22 v 30 47 40 it 282 g7 9 2 B
B FI BCA J5 vk K Wl & A v ity 85 1 o ik e
P25 BN I VK B b 1T SDS-PAGE HL ¥k, HL Tk
S B EAERE PYDF B, ZEMH 5%
(R G 4= W5 UE AT B AL B, 3235, M PLGF(1:
1 5000 F1 ERK(1:1 000) By —$i » F- 76 & 9k 25 1 T %
1k 24 h, {1} PBST ¥k ¥ 5, 15 9% 16 AH B 09 — 41
60 min, XA PBST i ¥EJE . b H ECL iR #E17
fb2F B 52, IR IRIE S g5 R . e, i A Image ]
1. 47 B X 45 SR A7 0 e PEAl .

113 Gitrik W SPSS 25.0 S8t it 15
Bl abr. tHERRILECRH ¢ K B R 2=
G3HT SNK-g K 35 Fi 8 &2 0 & 19 T 2 4 B, P<<
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0.05 WERAGITFE XL,
2 % R

2.1 PRORALANS PR AL — BN DL LL B e AL W e
H FVET 5 He i 35 i T BRZEL L BT AR L R A A RN G

FEEYEZFRTIRA. ZRAGRITEEL(P<
0.05) ;2 A A4S 22 B BMIT K2 28 30 4 8 48 i
PR B 22 R ST X (P>0.05), WL
#F 1,

1 ERAMMNBA-—RBELILR

Table 1 Comparison of general conditions between the disease group and the control group
(x*5)
i Z PR R W i # 5Kk E B A L AR e f 45 o
w5 ol R CH) Z%) BMI )
(kg) (mmHg) (mmHg) (kg) (g)

95 5 41 155 27.49+2.10 22.50+£2.41 15.21+1.54 134.5143.41 101.71+2.28 2.98+0.19 515.334+24.98
X 2 60 26.8442.13 22.4142.09 15.50£2.03  121.10%+3.29 78.0543.05 3.43+£0.20  571.02421.87
t {8 1.716 0.255 1.001 26.115 54.484 15.349 15.161

P 1y 0.088 0.799 0.320 <20.001 <0.001 <0.001 <20.001

1 mmHg=0.133 kPa

2.2 Y LH R XT BRIV FNR B 40 b PLGEF 1)
RIBWH B H M PLGF /KF B AR T X 18
ZH[(1.21+£0.40) ng/L wvs. (1.67+0.33) ng/L.t=
7.922,P<C0. 001].PLGF 7& i £ /9 % 5% 12 4 i v LA
N0 N TG o g R s e | X RTINS TR TN
e D,

2.3 CCK-8 MLl 25 4 4 e WG 5 1 50 4 4H 40 e
TR 05 2 B B N )  Fe, E T R 2 4 i
P H ] R T PLGE R #8240 BH M X B2 F1 PLGE-
shRNA 5 5 21 , 41 (8] | I 50 8] 2 R] « B 0 1) 28 B AR
FH2E A it L (P <C0. 001) , T B AS ] 41 91 78
AN T 5] [ A5 1 J2 % 200 i 185 58 A8 Ab e 3 A7 A 10 3 22

o-‘e[ﬂ

> 04

o7
e7y. ¥

1 RFAMMBAKREAR PLGF RiX (RBHLALE
% x200)
Figure 1 PLGF expression in placental tissue of disease group

and control group (immunohistochemistry X200)

®2 FBAHMEEBRLER

Table 2 Comparison of cell proliferation among groups

(n=6,x *s)
21531 0h 24 h 48 h 72 h 96 h
IE % B2 0.69+0.08 0.9840.11 1.434+0.28 1.65+0.40 1.934+0.41
FH 4 6] BR 20 0.6540.10 0.94+0.12 0.90+0.11 1.21£0.19 1.43+0.37
PLGF JK 8 41 0.6240.11 1.01£0.10 1.21£0.32 1.3440.38 1.6420.39
PLGF-shRNA % # 41 0.71+0.12 0.91-+0.13 0.75+0.13 1.07+0.33 1.164+0.45
2H [ F {§=24.155 P {£<C0.001
i £ [ F (i =89.467 P {<C0.001
2 [A] « B 3 [E] F {H=5.612 P {5<C0.001

2.4 EENIE 4 A4 SOD f1 MDA & # 4
SR SOD il MDA #3445 it 58 L (P<
0. 001) 5 9 19 Lb 45 o BH 1 X6 B 4 3% 3% 41 ik SOD Ik F
1EH O HR AL, MDA & T 1E % X R 41 PLGF Ji # 4l
IR SOD Ik T 1E % % B8 21, & T BH v % iR 4
MDA & T 1E % B2, IR T FBH PR X5 B8 41 ; PLGE-
shRNA SR #4172 40 e SOD i T 1 % X B 41 L FH
PEXS R ZH A PLGF 8220, MDA 5 T 1F % % BR 40 |
FHPEXS B ZH fl PLGF W41, Z R A S it ¥ & X
(P<<0.001), WL 3,

25 Transwell I EAHAMIT B E  EH X
WEZH | BH M XT B8 41 L PLGF J% 2 41 fil PLGF-shRNA
o3 75 4 1 % A M AT A% A MR B 43 i) Dl (148.15 &
32.77 )AL (53.49 +13.65) 4>, (98.22 £ 8.44) 4>,
(35.28 592>, 4 4[] 4% 7 4 Jfd 1F 7% 240 A 4 ot 22
SAEGIFE X (F=144.621, P<<0.001); B ¥ L
s FH M BECZH % 57 240 M S 7% 4 A R IR T OE T
HRZH , PLGF 955 5 21 2 37 41 M 3 B 40 Jif 85 s I F 1
O IR AL, & T BH M XS B4, PLGF-shRNA 5 5 41
V5 3% A0 N 3 P A 50 A T X BRI o) B
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0 3

H .PLGF e 40 . 2 5 A1 S8 it B L (P<<0.05),
W 3,

2.6 WaANANACI e A A A T IR R
WEZH | PBH M X B8 4 PLGF J% 5 41 Al PLGF-shRNA
9o B 2L V2% % 40 LU TR 4 ) Ol (4,95 £ 0.67) %6,
(18.55+4.73) %, (10.23 = 4.44) %, (25.11 +
4.33) % .4 ARG FRAMMI TR 22 R A G 2E R L
(F=31.089,P<C0.001) ; ¥4 4 Hb %5, B 1 ok R 4 3%
FEANA I T % 5 1E 8 X AL PLGF 9 5 417 9%
i M TR T IR H R MR AL, KT BH M X B AL
PLGF-shRNA J # 41 % 3% 401 il 08 1- % 5 F 1F % it
M PHPEXT R \PLGF & 4dl. 2R A St &

BRI X

IEHF ST RA
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Table 3 Comparison of SOD and MDA contents

in cells among groups

(n=6,7 +s)

21 51 SOD(U/mg prot) MDA (nmol/mg prot)
1E # X B 4 13.8944.53 3.7140.73
SR P4 Xof i 2 2.7640.72" 12.8943.65"
PLGF ## 4 8.55+1.20" 7 5.0940.40" 7
PLGF-shRNA #5341 1.2940.63* 4 15.20+3.00* #4

F i 34.931 33.594

P4 <0.001 <0.001

* P{H<C0.05 SIEW X M4 lLE £ P {5<C0.05 5 FHExt B 4 1
B AP {E<0.05 5 PLGF 58 4 HL 48 (SNK-¢ #:56)

PLGFJR#41 PLGF-shRNAJ 240

Figure 3 Transwell method to determine the number of cell migration in each group
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Figure 4 Flow cytometry to measure cell apoptosis in each group
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mRNA Z746 G i 8 L (P<<0.01); M HL#L,
PH M X B8 41 9% %% 40 0 PLGF mRNA il ERK
mRNA It F 1E % X B 41, PLGF 5 3 41 7% 7% 40 i
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Table 4 Comparison of PLGF and ERK mRNA

expressions among groups

(n=6,x *s)
215 PLGF mRNA ERK mRNA
1EH %t AR 4l 1.2940.34 1.8740.42
A P4 o) R 2 0.55+0.13" 0.614+0.10"
PLGF Ji &4l 1.11£0.19* % 1.2940.47% %
PLGF-shRNA 5 # 41 0.31+0.09" 4 0.41+0.13*#4
F i 28.880 22.887
P4 <0.001 <0.001

x PAH<C0.05 5IE® X AL 2 P {H<C0.05 5P 141 1
B APAE<<0.05 5 PLGF #5841 L (SNK-¢ £ 5)

2.8 Western blot 3%l %€ #% 20 40t PLGF Al ERK
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Table 5 Comparison of PLGF and ERK signaling

pathway proteins among groups

(n=6,7 +s)
28 51 PLGF EH ERK % 1
TE % B2 1.48+0.10 1.6940.17
FH P %o R 2 0.5540.11" 0.4740.19"
PLGF R &4 1.1240.31* # 1.2140.32* #
PLGF-shRNA 5 % 41 0.334+0.10" 4 0.2940.09" 4
F i 51.707 58.179
Py <0.001 <<0.001

* PAE<C0.05 SIEH X Atk # P {H<C0.05 5 BHMEX 4]t
B AP E<0.05 5 PLGF % 2H I 4 (SNK-¢ K36
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Figure 5 Western blot method to determine the expression of

PLGF and ERK proteins in cells in each group
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