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An Analysis of Serum Homocysteine, Folate and Vitamin B,, Levels in Seventy Two Patients with Crohn’s Disease from Southeast China.
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Abstract Objective To investigate the associations of Crohn’s disease (CD) with serum homocysteine (Hcy) , folate and vitamin
B,, levels in Chinese patients. Methods A total of 72 patients with CD and 128 healthy controls were recruited. The simplified Crohn's
disease activity index (CDAI) was used to assess the activity of disease in CD patients. Serum Hcy, folate and vitamin B, levels were de-
termined by enzymatic cycling assay and chemiluminescence immunoassay, respectively. Pearson correlation analysis and multiple linear
regression analysis were applied to analyze the associations of Hey level with CDAI and several laboratory parameters of CD patients, such
as folate, vitamin B, and albumin (Alb). In addition, Logistic regression analysis was employed to evaluate the independent risk factors
for CD. Results As compared to controls, average Hcy level was significantly enhanced in CD patients (P =0.002), whereas average
folate and vitamin B, levels were significantly decreased in CD patients ( both P = 0. 000). The ratios of hyperhomocysteinemia
( >15.0pmol/L), folate deficiency ( <4.0ng/ml) and vitamin B,, deficiency ( <203.0pg/ml) were significantly higher in CD patients
than in controls (all P <0.01). Compared to patients with remission stage, average Hecy level was markedly increased in patients with ac-
tive stage (P =0.001), while average levels of folate and vitamin B, were significantly decreased in patients with active stage (both P =
0.000). After the adjustment of age and gender, multiple linear regression analysis showed that Hey level was negatively correlated with
folate and vitamin B, levels in patients with CD (8= -0.262, P=0.037; 8= -0.293, P =0.020, respectively). Furthermore, logis-
tic regression analysis indicated that both folate deficiency and vitamin B,, deficiency were the independent risk factors for CD (OR =
4.421, P=0.006; OR =9.036, P =0.000, respectively). Conclusion Hyperhomocysteinemia, folate deficiency and vitamin B,, defi-

ciency might be common phenomena in CD patients from Zhejiang province, China. Moreover, serum levels of Hey, folate and vitamin B,
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were significantly correlated with the activity of CD in this cohort of Chinese patients. Both folate deficiency and vitamin B, deficiency

were the independent risk factors for CD.
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