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Effects of Plasma Vitamin B9 and Vitamin B12 Levels on p53 Expression
in Bone Marrow Tissues in Patients with Megaloblastic Anemia
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Abstract: Objective To explore the effect of plasma vitamin B9(VB9) and vitamin B12(VB12) levels on p53 expression in
patients with megaloblastic anemia (MBA) Methods From March 2015 to May 2018, 68 MBA patients in Xi’an High Tech
Hospital were selected as the case group, and 68 healthy patients in the same period were selected as the control group. The
distribution of VB9 and VB12 was compared, the expression level of p53 in the distribution of VB9 and VB12 was compared,
the content and distribution of homocysteine ( Hcy ) between the two groups were compared, and the correlation between the
content of Hey and the expression of p53 in MBA patients with low VB9 and VB12 was analyzed. Results The average levels
of VB9 and VB12 m the case group were 5.28 = 0.36 ng/ml and 144.51 = 28.17pg/ml, respectively, and significantly lower than
that in the control group ( 5.73 +0.45ng/ml, 176.33 +31.54pg/ml ) , the difference was statisticall significant ( 7=—-6.44, —6.20,
all P<0.001 ) . When the contents of VB9 and VB12 were both low, the distribution frequency of patients in the case group was
significantly higher than that in the control group(/=4.847, P<0.05). When the content of VB9 and VB12 were both low. the
proportion of moderate and severe staining of p53 expression was the highest in the case group and the difference between the
other two groups was statistically significant (/=7.551, P < 0.05). The content of Hcy in the case group was 43.2 mol/L and the
distribution proportion of Hcy was 80%, which was significantly higher than that in the control group (7=4.226, P < 0.05). There
was a positive linear association between Hcy content and p53 expression in patients with low levels of both VB9 and VB12
(¥=0.655X+12.42, =0.661).Conclusion The high expression of p53 may serve as a marker for the induction of MBA with low
VB9 and VB12 levels, providing an effective reference for the diagnosis of MBA.
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