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Serum PLGF and VEGFR -1 Level in Ulcerative Colitis. Feng Yuliang ,Dai Yiyang ,Zheng Peifen et al. Zhejiang Hospital , Zhejiang

310013, China

Abstract Objective To evaluate serum PLGF and VEGFR -1 level in ulcerative colitis( UC) and investigate the role of PLGF

and VEGFR -1 in the pathogenesis of UC. Methods We used enzyme — linked immune sorbent assays method to examine the serum lev-

el of PLGF and VEGFR -1, and compare the difference between UC and control, and the difference between each disease course. Re-
sults Serum PLGF level increased significantly in UC than control(35.32 +3.66 vs 23.05 +1.81pg/ml,P <0.001). It also increased

more significantly in active group than in remission group (36.34 £3.21 vs 33.94 +3.86pg/ml,P <0.05). No difference was found be-

tween each disease severity group. The level of serum VEGFR -1 increased significantly in UC than in control (2.00 0. 15 vs 1.05 +
0. 11ng/ml,P <0.001) ; it also increased in active group than remission group (2.04 +0.15 vs 1.94 £0. 12ng/ml,P <0.05). No differ-

ence was found between each disease severity group. Conclusion

of UC, and angiogenesis plays a complicated role in UC.

PLGF/VEGFR -1 system plays an important part in the pathogenesis
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