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Efficacy of Recombinant Human Endostatin in Postoperative Chemotherapy
for Osteosarcoma and Its Effects on VEGF, PCNA, PTEN*
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ABSTRACT Objective: To study efficacy of recombinant human endostatin in postoperative chemotherapy for osteosarcoma and its
effects on vascular endothelial growth factor (VEGF), pr oliferating cell nuclear antigen(PCNA), phosphatase and tensin homolog deleted
in chromosome10 (PTEN). Methods: 220 patients of osteosarcoma who received therapy from March 2014 to March 2016 in our hospital
were selected as research objects. According to the draw method divided into control group and experimental group, all the 110 cases.
The control group was treated with DIA chemotherapy regimen, Intravenous infusion of cisplatin, ifosfamide, adriamycin. while the ob-
servation group was based on the control group, treated with endostatin, Intravenous infusion of 15mg each time. The two groups were
treated for 2 courses. Then The curative effect, limb function evaluation, VEGF and PTEN levels, the positive rate of PCNA, the inci-
dence of adverse reactions of two groups were compared. Results: The total effective rate of the experimental group was significantly
higher than that of the control group [81.81%(90/110)vs65.45%(72/110)](P<<0.05)(P<<0.05); The excellent rate of limb function in
the experimental group was significantly higher than that in the control group [79.09% (87/110)vs63.63% (70/110)](P <<0.05); The
PTEN levels in the two groups were significantly higher than those before treatment, but no difference was found (P>0.05), The VEGF
levels of the two groups were significantly lower than those before treatment (P<<0.05), the experimental group was lower than the con-
trol group(P<<0.05); The positive rate of PCNA in the two groups was significantly lower than that before treatment(P<<0.05), the ex-
perimental group was lower than the control group (P<C0.05); There was no difference in the incidence of adverse reactions between the
two groups(P>>0.05). Conclusion: rh-endostatin is well for osteosarcoma, which can adjust the balance of vascular endothelial cells, de-
crease the level of VEGF and the rate of PCNA positive expression, decrease the proliferation of cells, increase the level of PTEN, and
inhibit the action of malignant tumor cells.
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Table 1 Comparison of the therapeutic effect of two groups[(n)%]

Groups CR PR SD PD RR
Experimental group(n=110) 50(45.45) 40(36.36) 11(10.00) 9(8.18) 90(81.81)*
Control group(n=110) 41(37.27) 31(28.18) 18(16.36) 20(18.18) 72(65.45)

Note: vs the control group, P<<0.05.
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Table 2 Comparison of the limb function evaluation of two groups(x+ s,%)

Groups Excellent Good Can Poor Excellent rate
Experimental group(n=110) 63(57.27) 27(24.54) 13(11.81) 10(9.09) 87(79.09)#
Control group(n=110) 45(40.90) 25(22.72) 19(17.27) 21(19.09) 70(63.63)

Note: vs the control group, P<<0.05.

% 3 W4 VEGF .PTEN 7K E3FbL(x+ s)
Table 3 Comparison levels of the VEGF, PTEN of two groups(xt s)

Groups VEGF(pg/mL) PTEN(ng/mL)
Before treatment 704.29+ 103.72 13.08+ 2.01
Experimental group(n=110)
After treatment 208.47+ 50.25%* 23.29+ 2.08*
Before treatment 703.86x 104.08 12.83+ 2.05
Control group(n=110)
After treatment 389.80+ 69.93* 24.07+ 3.09*

Note: vs before treatment, *P<C0.05; vs the control group after treatment, “P<<0.05.

2.4 W£H PCNA PRIMREZEXTLE J&i ,PCNA [HPERR R B F AL, I BI04 PR RRE B 5
BRI HT PCNA BHPERIARY L E F(P>0.05),1697 BE(P<0.05), WK 4,
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Table 4 Comparison of the positive expression rate of PCNA of two groups(xz s, %)

Groups PCNA
Before treatment 103(93.63)
Experimental group(n=110)
After treatment 35(31.81)*#
Before treatment 105(95.45)
Control group(n=110)
After treatment 52(47.27)*

Note: vs before treatment, *P<<0.05; vs the control group, P<<0.05.

2.5 MBATRRRN & EEXFLE IR 37.27%, AT EHF(P>0.05), L 5,
SLUS AN BN A R 33.63%, X HRALN B W kA
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Table 5 Comparison of the Incidence of adverse reaction of two groups[(n)%]

Gastroin- Peripheral
) WBC Thrombocy- Liver Renal Myelosup- Total
Groups testinal . nerve . ) ) Fever o
) decrease topenia o function function pression incidence
reaction toxicity
Experimen-
tal group 8(7.27) 4(3.63) 5(4.54) 5(4.54) 5(4.54) 3(2.72) 4(3.63) 3(2.72) 37(33.63)*
(n=110)
Control
group 9(8.18) 5(4.54) 6(5.45) 4(3.63) 5(4.54) 5(4.54) 3(2.72) 4(3.63) 41(37.27)
(n=110)

Note: vs the control group, P<<0.05.
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