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Influence of Bifidobacterium on expression of HIF-1ax and VEGF in rabbit VX2
tumor
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[ Abstract ] Objective: To investigate the influence of Bifidobacterium adolescence on the expression of HIF-1o and
VEGF in rabbit VX2 tumor. Methods: Rabbit VX2 tumor models were established and were divided into two groups ( n =
10 ). Animals in the experimental group were injected with Bifidobacterium adolescence and those in the control group re-
ceived normal saline via ear vein. Animals were sacrificed and the liver, kidney, spleen, heart, lung and tumor tissues
were removed , cultured and Gram stained. The changes of tumor tissue were observed by H-E staining; immunohistochem-
istry was used to detect the expression of HIF-1a and VEGF in tumor tissues. Results: Bifidobacterium adolescence could
target the tumor tissue. H-E staining showed the necrotic area was obviously enlarged after treatment with Bifidobacterium.
Immunohistochemistry demonstrated that the positive rates of HIF-1ow and VEGF in the experimental group were signifi-
cantly lower than those of the control group( P <0.05 ), and the expression of the HIF-1o and VEGF in two groups was
positively correlated ( r = 0. 86 ). Conclusion: Bifidobacterium adolescence can specifically target rabbit VX2 tumors
tissues, and decrease the expression of HIF-1a and VEGF.

[ Key words ] Bifidobacterium adolescence; rabbit VX2 tumor; hypoxia-inducible factor-1a( HIF-1o ); VEGF; immu-
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Fig.1 Gram staining results of tumor tissue

after treatment with Bifidobacterium
A : Tumor tissue cultured and observed with oil lens( x1 000 ),

B: Paraffin section of tumor tissue ( x 400 )
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Fig.2 Pathological morphology of tumor tissues
after treatment with Bifidobacterium ( x 400 )
A: Without Bifidobacterium treatment,

B: With Bifidobacterium treatment
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Fig.3 Effect of Bifidobacterium on expression of
HIF-1c: and VEGF in tumor tissue{ x400 )
A Expression of HIF-1a in tumor tissue after Bifidobacterium

treatment; B: Expression of HIF-1a in tumor tissue without
Bifidobacterium treatment; C: Expression of VEGF in
tumor tissues after treatment with Bifidobacterium
D: Expression of VEGF in tumor tissue without

Bifidobacterium treatment
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Inhibitory effect of Bifidobacterium on expression
of HIF-1« and VEGF in tumor tissue

Tab. 1

Positive cells Positive cells

Group
of HIF-1a of VEGF
Control group 135.5+£9.0 147.9 £13.6
Experimental group 90.6 £9.1° 92.2 +10.2"

" P <0.05 vs control group
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