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ABSTRACT Objective: To investigate effects of inner hyperoxia on the growth and HIF-1 a expression of androgen sensitive
prostatic cancer cell transplantation tumor. Methods: Prostate cancer LNCaP cells were inoculated in the bilateral abdomen of 36 Foxnl
mice, which were placed randomly in the air chamber with disparate oxygen content, including hypoxia group with 11, normoxia group
with 16 and hyperoxia group with 9. Mice were weighed and then killed by anaesthesia for blood in left ventricular after 28 days. The
transplantation tumor was isolated and weighed as well. The transplantation tumor growth, angiogenesis and vascularization, HIF-1 o
expression and cell signal transduction factors of each group were tested by western blotting, immunofluorescence and hemoglobin
detection. Results: The transplantation tumor of hypoxia group developed more rapidly than the normoxia group (P<0.05). The showed
no statistical difference was found in the growth of transplantation tumor between nomoroxia and hyperoxia group (P>0.05); the HIF-1a,
VEGF and VEGF-R2 expressions of transplantation tumor in the hyperoxia group were higher than those of the normoxia group(P<0.05).
However, the HIF-1a expression of transplantation tumor in hypoxia group was similar to that of the normoxia group. The hemoglobin
growth rate (175%) of transplantation tumor in hypoxia group was higher than that of the normoxia group (45%). The Nrf2 expression of
hyperoxia group was overtly higher than that of the normoxia group (P<0.05). Conclusions: High expression level of HIF-1a was induced
by inner hyperoxia, but it could not simultaneously accelerate the tumor growth.
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Table 1 Comparison of the weight gain and successful rate of transplantation among different groups of mice

Groups Number(n) Weight augmenter(g) Successful transplant(n) Rate of Successful transplant(%)
Hypoxia group 11 0.14+ 0.39 8 72.7
Normoxia group 16 2.82+ 0.48 14 87.5
Hyperoxia group 9 2.56% 0.46* 6 66.7
Fla? - 119.164 1.734
P - 0.000 0.420

E:5ESEMEE, *P=0.186>0.05,
Note: compared with the normoxia group, *P=0.186>0.05.
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Fig.1 Comparison of the xenografts growth among three groups
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Note: compared with normoxia group, #P<<0.05.
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Fig.2 Comparison with the expression of VEGF and VEGF-R2 in the xenografts among three groups
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