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Hepatic VX, tumor in rabbits: treatment with radio frequency ablation versus vascular

embolization

FAN Lin-jun, MA Kuan-sheng, HE Zhenpings FENG Xiao-bin, LIU Quan-da, ZHOU Dai-quan, DONG Jia-hong (Genera

Suigery Departmentt, Southwest Hospital, Third Military Medical University, Chongging 400038, China)

Abstract. Objective To compare the effect of radio frequency ablation (RFA ), transcatheter artery emboliza-
tion (TAE), selective portal vein embolization(SPVE) and TAE combined with SPVE in the treaiment of hepatic VX,
tumors. Methods The VX2 hepatoma model was replicated with the method of implantation in rabbits. The animals
were treated with RFA, TAE, SPVE and TAE plus SPVE. Experimental rabbits were divided into four groups: RFA,
TAE, SPVE, and TAE plus SPVE. Results (D After treatment, ALT increased most significantly on the first day
but decreased most slowly during 4th-7th days in TAE+SPVE gioup. In RFA group, however, ALT was the lowest
on the first day but decreased most rapidly during 4th-7th days. It was markedly lower on the 1st, 4th and 7th days
in SPVE group than that in SPVE+TAE goup. @ CT scans showed cumulation of lipiodol in the foci in all the 3

vascular embolization groups in the 2nd week. Macroscopic and microswpic obsewations revealed the tumors became

harder after embolization while biopsy demonstrated lamger necrotic scope of the foci and much more hyperplastic fi-

brous tissue in TAE group and TAE+SPVE group than those in SPVE group. However, the necrosis in the vascular

embolization groups was incomplete. (@ In the 2nd week after treatment, complete necrotic rate of the foci was signif-

icantly higher in RFA gwoup than that in SPVE group and in TAE group. The rate of metastases in lungs was signifi-

cantly lower in RFA group than that in TAE group. The survival rate was 50%} in 3 months in RFA group. Animals

in other 3 groups gradually died in 2 months. The average suwival time was significantly longer in RFA group than
that in other groups. Conclusion SPVE, TAE and SPVE combined with TAE have obvious effect on the vascular

embolism of hepatic VX, tumor. However, the vascular embolization can not lead to complete destruction of the tumor

and may bring about severer injury to the liver. Compared with the methods of vascular embolization, RFA is of better

effect and less injury in the treatment of hepatoma in rabbits.

Key words: radio-frequency ablation; transcatheter artery embolization; selective portal vein embolization;
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1 ALT (U/mk % £s)
Tab1 Changes of ALT in serum in experimental animals
after treatment(IU /mL X = s)

RFA SPVE TAE TAE+ SPVE
Day 1 12474271 23774613 * 3603032177  440.7450.8%
Day4  66.51420.3  168.013.4 ™  275.0140.97  295.2432.277
Day7  46.8+13.1 93.4+17.2% 4L 7+6227 160.6+51.9%7

*¥*, P<<0.05 vs RFA, SPVE; #,P<<0.05vs RFA, ## P<0.01
vs RFA, SWWE . P<<0.01 vs RFA. SPVE, TAE
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Fig3 CT scan of liver 2 weeks after TAE combined with SPVE
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Fig1 'The shape of hepatic VX, tumor cells under
microscope (HEX 200)

Tab 2 Complete necrosis rate of the focus and metastasis rate in the liver
2 weeks after treatment and survival time within 3 months

Campleted necrsis Metastasis rale Survival
RFA cT 5 4 Growp rate (%) o g (%) ime(d)
o1 - SPVE.TAE  TAE+ RFA 80 (4/5) 20 (1/5 66. 42220.9
SPVE 2 cr SPVE 00/ 60 (3/5) 46.7+6.6
> s 2,3, TAE 0(0/5 * 100 (5/5) * 0. 1+4.4
, \ SPVE+TAE 40 2/9) 60 (3/5) 40.748.1
) s *, P 0.065 **; P<0.01 v RFA
TAE TAE+ SPVE
. 3 . 2.4 P
RFA :3 RFA 10 5
) 2 ,
, ;3 5 3
5 4 s .1

SPVE. TAE TAE+SPVE s
s ; , SPVE+ TAE
1~2 3 s

3

3.1 RFA Zofn Btk EJ7 ik 3 ke 69 % vk

2 TAE 2 .CT
Fig 2 CT .scan of the tumor 2 weeks after TAE RFA s
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