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ABSTRACT Objective: To evaluate the inhibitory effect of pirarubicine (THP) combined with suramin on T24 bladder carcinoma in
nude mices. Methods: 24 BALB/c nude mice with T24 tumor cells inoculation were randomly divided into control group, THP group,
suramin group, THP and suramin group (combined treatment group) (all n=6). The changes of growth curve were measured. After four
weeks, observation, the mice were sacrificed and the tumors were dissected to measure size, weight and tumor inhibition rate. The
microvessel density (MVD) were analysed by using CD34 immunohistochemistry and cell apoptosis were detected by using flow
cytometry. Finally, the expression of basic fibroblast growth factor (bFGF) and vascular endothelial growth factor (VEGF) were measured
by reverse transcription-polymerase chain reaction (RT-PCR). Results: Tumor growth curve of combined treatment group was obviously
slower than that of the other groups. The tumor inhibition rate of combined treatment group was 56.03% , which was significant
significance than that in THP group (30.12%) and suramin group (35.32% )(P<0.05). The MVD in THP, suramin and combination
groups were 13.01+ 2,98, 11.32+ 2.11, and 8.82+ 0.77, respectively, which was decreased compared to that in the control group
(19.88+ 2.62) (P<0.05). The apoptosis rate in combination group (38.57+ 3.98) was significantly higher than that in THP group
(14.78 % 2.95), suramin group (20.92% 3.67), and control group (10.03% 1.34) (P<0.05). The expression of bFGF and VEGF in
combined treatment group was decreased than in other groups. Conclusions: THP combined with suramin could inhibit the tumor growth,
induce tumor cell apoptosis and suppress angiogenesis in nude mice.
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Fig. 1 Tumor growth curve changes of different group
Note:* P<0.05 compared with control group; a,b,c P<0.05 compared with

control group, THP group and suramin group, respectively.
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Table 1 Changes of tumor weight and tumor inhibition rate in different group(n=6)

Group n Tumor Quality of transplanted tumoweight(g) Tumor inhibition rate(%)
Control group 6 1.32+ 0.08 0
THP group 6 0.92+ 0.05* 30.12
Suramin group 6 0.85+ 0.07* 3532
THP and suramin group 6 0.58+ 0.09** 56.03"

iE* P<0.05 5XTHRALLEE;P<0.05 SIRRIAAHES THP Lo

Note:* P<0.05 compared with control group, * P<0.05 compared with suramin group or THP group.

SPLH AT UL AR, AR AR DL 2 B R R RE IR 7,
ENIE)5 R IN= 97950 0/ Ao
2.3 RENATT B MVD 4L

MR EA . Fhi A KBRS IR A e,
MVD [ i 3 (P<0.05)  BRAIRYT 4 SR b 2 4L X b A 20
AL, MVD #4781 8/ P<0.05) (L3 2),

3 2 REAYTHBRE MVD 4L (n=6)
Table 2 Changes of tumor MVD in different group(n=6)

Group

n

MVD(per unit area)

The control group
THP group
Suramin group

THP and suramin group

6

6

6

6

19.88+ 2.62
13.01+ 2.98*
11.32+ 2.11*

8.82+ 0.77*

iE* P<0.05 5XTERALLES ;7 P<0.05 57Rh AAATFE THP b,

Note:* P<0.05 compared with control group, * P<0.05 compared with suramin group or THP group.
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JAT I 3G (P<0.05) BEATRYT A M T- 2845 THP 20 K onhr Y]
HA G225 (P <0.05) (WA 2),

>

VEFG mRNA
bFGF mRNA

2 RERYT AR HAARE
Fig. 2 Flow cytometry plot of different treatment
i¥: AXTEBZH,B THP 4H, C suramin ZH,D THP+ suramin 28
Note: A Control group, B THP group, C Suramin group, D THP+suramin
group
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Fig. 3 Relative expression of VEGF and bFGF mRNA in different group
i * P<0.05 5XtERAMELL

Note: *P<0.05 compared with control group.
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