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Prediction of Serum VEGFR-2 Concentration on the
Short-term Effects of TACE in Patients with Hepatocel-

lular Carcinoma
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Abstract; [ Purpose | To study the correlation between the changes of serum VEGFR-2 concentra-
tion and short-term effects of hepatocellular carcinoma after transcatheter arterial chemoemboliza-
tion. [ Methods] Serum VEGF-2 expression level,measured by quatitative sandwich enzyme-linked
immunosorbentassay (ELISA),was measured before TACE 1 day and 1 month after TACE in 24
patients with HCC and the correlation between the change of VEGFR-2 concentration and clinical
pathological characteristics of patients with advanced hepatocellular carcinoma was analyzed.
[Results ] The serum VEGFR-2 concentration was significantly correlated with the tumor size and
hepatic cirrhosis(P<0.05). The progress free survival(PFS) was significantly correlated with the tu-
mor size ,portal vein invasion,tumer number and hepatic cirrhosis (P<0.05). There were 5 patients
with partial response after one month of treatment, 14 patients with stable disease,5 patients with
progressive disease. The PFS was 7.84,4.71 and 3.68 months, respectively (P<0.05). [ Conclusion ]
The change of serum VEGFR-2 concentration in early stage is related to PFS and VEGFR-2 may
be a potential indicator for predicting the short-term effects of TACE in hepatocellular carcinoma.
Key words : hepatocellular neoplasms; TACE ; VEGFR-2; ELISA
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G310 6.98 A1 14.49 A (P=0.024) ; 1 Bifi T 8 Ak
45 T4 4l mPFS 43500 4.38 1~ H 6.43 4~ )]
(P=0.044) , 4 I TPk I8 240 5 TS 1Tk #2 41 mPFS 43
4 3.13 4~ H .5.63 4~ H (P=0.018) (Figure 1~4) M
mPFS 5 B4 M HBSAg R4 (ECOG -4 |
AFP /KF . ARHi VEGFR2 ¥k & JC % (P ¥5>0.05)
(Table 2), Z KR/, MiyE % H (P=0.006) .11 ik
JER (P=0.039), HFffifk (P=0.012) 5 mPFS A %
(Table 3),

2.3 & VEGFR-2 REZTE PFS X%

1 4~ A J5 L7 VEGFR-2 ¥k F& % 20% 1 i 34
mPFS % bR B AR 31 K 1 R # mPFS B i A8 K
PR .SD.PD &3 H 4 PFS 45l k 7.84 .4.78 .3.68 1~
H (P=0.008) (Figure 5.6) . H s 4% il (PR+SD)
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Table 1 Relation of clinical charcteristics with VEGFR-2

in HCC
. VEGFR-2
Characteristics N - P
High Low

Age(years)

<60 12 6(50.0%) 6(50.0%) 0,680

=60 12 4(33.3%) 8(66.7%)
Gender

Male 19  9(47.4%) 10(52.6%) 0252

Female 5 1(20.0%) 5(80.0%)
HBsAg

Positive 16 7(43.8%) 9(56.3%) 0774

Negative 8 3(37.5%) 5(67.5%)
Tumor size(cm)

<5 8 0 8(100.0%)

=5 16 10(67.5%) 6(37.5%) 0.006
Tumor number

1 9 5(55.6%) 4(44.4%) 0286

>1 15 5(33.3%) 15(66.7%)
ECOG PS

0~1 11 6(54.5%) 5(54.5%) 0238

2~3 13 4(30.8%) 9(69.2%)
AFP(ng/ml)

<400 10 5(50.0%) 5(50.0%) 0493

=400 14 5(35.7%) 9(64.3%)
Hepatic cirrhosis

Yes 13 9(69.2%) 4(30.8%)

0.004

No 11 1(9.1%) 10(90.9%)
Portal vein invasion

Yes 3 2(66.7%) 1(33.3%) 0,348

No 21  8(38.1%) 13(61.9%)
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Figure 1 Correlation of tumor number and PFS in
patients with HCC
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Figure 2 Correlation of tumor size and PFS
in patients with HCC

1.0 Hepatic cirrhosis
— Yes
— No
08T
06
0471
02
P=0.044
1 1 1
0 12

1
2 4 6 8 10

Survival time(months)

Figure 3 Correlation of hepatic cirrhosis and
PES in patients with HCC
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Table 2 Relation of clinical charcteristics with PFS in HCC
10 Portal vein invasion Characteristics mPFS 2 P
“Yes (months) X
=] I
% 08T No Age(years)
% <60 12 525 e 0680
< oor =60 12 5.38 ' '
g Gender
g 04T Male 19 5.13
=2 0.171  0.679
ki Female 5 6.02
=02
P=0.018 18R
Positive 16 5.64
0 1 1 1 1 L 1 . 0.665 0415
2 4 6 8 10 12 Negative 8 4.68
Survival time(months) Tumor size(cm)
<5 8 6.98
Figure 4 Correlation of portal vein invasion and =5 16 4.49 5128  0.024
PFS in patients with HCC - ’
Tumor number
1 9 8.80
8.52 0.004
300 = >1 15 4.16
~*-PD ECOG PS
N N 0-1 H 006 681 0102
S PR 2-3 13 4.58 ' '
o 1004
9& AFP(ng/ml)
3 <400 10 4.52
= 0.760  0.383
2 =400 14 5.89
Hepatic cirrhosis
Yes 13 4.38 4.058 0.044
20 ! ' No 1 643 '
1 day before surgery 1 month after surgery
Portal vein invasion
Figure 5 According to the change of VEGFR-2 Yes 3 3.13 5587 0018
concentration in patients one day before surgery No 21 5.63
and one month after surgery,the curative effect as VEGFR-2
divided into PR,SD,PD .
High 10 6.56
3.818  0.051
Low 14 5.04
1.0 Response . . . . s .
PR Table 3 Univariate and multivariate analysis of risk
- —ﬁlS)B factors of PFS
% 081 Univa- Multi- OR
£ Characteristics riate  variate
2 95%Cl
Ly () () %D
: Age(years)(=60) 0.680
L
“‘; 04 Gender(male) 0.679
'z; HBSAg(positive ) 0.415
= 02t ECOG PS(>1) 0.102
P=0.008 AFP(=400ng/ml) 0.383
0 2' - = = = 1'2 VEGFR-2(>4235.09ng/l.) 0.051
Survival time(months) Tumor size (=5cm) 0.024 0.104 2.573(0.803~8.248)
Tumor number(>1) 0.004  0.006 5.229(1.603~17.065)
Figure 6 Correlation of the curative effect and Hepatic cirrhosis 0.044  0.012 0.263(0.093~0.743)
PFS in patients with HCC Portal vein invasion 0.717  0.039 0.266(0.075~0.937)
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XFF I EATF AR VIR 09 98 B 5 45 T TACE 3R
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PR P TACE R J5 BUG A, VEGF B E Sk 10 i
I TACE ARJF97 800 S E Db &™), MiVEGFR-2
£ VEGF 15 51 5 i 48 9 2 A Kbl 32 S 1E
M, JEA 5 VEGF 12 I 4 A= sosi g 1) 32 22 57 {4k
VEGFR-2 2 5t e 45 A st 53 i B0

fits 5 P2 DS 9T W HCC 5 9F 2 RUIF R T 6
LB E 1) VEGFR-2 235 , Zheng 25 1OHJF 53 & BT
P2 VEGFR-2 1Y = e B2 5 g KN DBRPERR B |
AFP KV /NT 5 AR R BOEA DG . FEABESE
JIF 98 B % TACE 3897 BT VEGFR-2 = ¥ )% 5 iy &
BRTF Sem fEA FFREALAE G, 53CERBERAERL, 21
T2 RTINS TACE 3697 5 40 199 P9 g BH 5 2 & i
5 HIF-1a \VEGF /K-, {H Bifi %5 W JE REAIC, Ko 5
JT RO G o FEAHIFSE AL A7 43 45 R h R T VEGEFR-2
W B RS PFS Ak, &5 A 5 ol 45 10 5k
Wi, WA BISR B AR TR VEGFR-2 ¥ 58 3 Wi s Z 47
T VEGFR-2 ¥ /2%, {Hl T VEGFR-2 Wk i i
Bl KK (128.37~11 347.62ng/L), 7T HE & 5 2P
PEZE R A JE T X — & AT VEGFR-2 ¥ J& 47
BT, LRRT I VEGFR-2 #e Bl R 2k | 46 il
BHEARG 1AM VEGFR-2 ¥, % AVEG-
FR2>4+20% NIk 0EFE | +20%< AVEGFR-2<-20% M %<
JREE , AVEGFR-2<-20% J 3590 57 fift | 45 R R W —
A JE M VEGFR-2 ¥ B REAIK 20% 11 &3 PFS %
Fo R B AR B8 1 A0 8 PRS B B SE K, 13 VEG-
FR-2 ¥ J& A8 Ak 32 7 F8 % 3 197 3%, VEGFR-2 ¥ J&
e AT i B2 AR 0 7 S

H 9% VEGF 5 VEGFR-2 3h 75 48 1k 5 1 Y1 L 1
WANTEAE, R 1 5 R TS A G X — S5 Tk
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VEGF it} % ik 32 /5% Hi 5 ASAE  Tsuchiya 2514 18 i 0]
9 B E R PR R IR YT 8 JEJR 3K VEGF ¥ 4 U
KA RE U A F OS, AWFFEL R MG VEGFR-2 ¥
J A5 Ak 5 P9 5 % TACE 1697 5 PFS ELA #H X,
VEGFR-2 Ft = B #3197 A, VEGFR-2 47 H AL
Shy T JHT-9e S5 T BT RO AR A

EETAMREER B THERAGIS AL
. (D B i H H Y7 BTN J 2k RECISTI.1 b,
W i3 VEGFR-2 1) ik B A5 Ak g 45 1 — Fh o 19
JEROPPAG i, A EL R R A B M IR A HAT P
[ f 3 7 RAE AR I 223E 52, @17 VEGFR-2 ¥
JEE 0k S R Y R R, E R T o A T SR
VEGFR-2 ¥ 1 o W i S8, A< 0 2T X JH-68 f8
M3 VEGFR-2 V& B FE 47 R, 78 At 0% e v 2
T ELAG AR A P8O0 AN A5 0, (D83 B ik 45 20 5%
F WX F VEGFR IR £ 19 5 3 17 TACE 797 )5 4L
REGE, [F 478w 259 RBEAE IR IT R AR T
BHE TN L FEAHIF 5 vt UL 5% 135 RF (55 81, B0 FR 3
JEAR K, {H I3 VEGFR-2 ¥ AR MK , 4 TACE 677
B AR BARLE A 0T 54k VEGFR-2 7Ky
B AIE A TACE BEA B 8 A s [n) 25 W06 7 E
B 5T MR KA £ ol R 5T 2258
BeA X B LY VEGFR-2 ¥ B (1 v IR 8 47 0 12 , 4
AR BETT X I3 VEGFR-2 {1k B Y £ 3 it
FroivE , W VEGFR-2 IRy B £ 35 & 45 AT DAL I
EE R AR 45 B R RNEE R R AR AL
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