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[Abstract] Objective

malformation hemorrhage. Methods

To observe the intervention effect of thalidomide on patients with intestinal vascular
According to the random indicator method, 84 cases of patients with intestinal
vascular malformation were divided into control group and thalidomide groups from January,2010 to December,2010
in our hospital. 36 cases patients of control group were not treated with thalidomide but with general infusion, while
38 cases patients of thalidomide group were treated with thalidomide, 100 mg per day by oral, for four months. The
changes of clinical efficacy score, blood transfusion amount, quantity of hemoglobin, VEGF, TNF-a, Ang-2, HIF-1
level in serum were detected between the pre-therapy and post-therapy. Results The scores of dizziness anaemic con-
dition and its duration,the average number of bleeding and its duration pre-therapy were (3. 1440. 37),(2. 99+
0.41),(5.9040.83),(3.10%0. 90) scores. The scores post-therapy were (0. 7130. 42), (0. 68=+0. 86), (2. 02+
0.79),(0.0320. 81)scores, the differences were statistically significant (P<C0. 05). The amount of blood transfusion
of thalidomide group post-therapy were decreased than those pre-therapy[ (139. 22 +153. 60) pg/mlL, (113. 00+
161. 26) pg/mL,P<C0. 05]. The quantity of hemoglo-bin of thalidomide group post-therapy were increased than those
pre-therapy[ (51. 204 18. 36) pg/mL, (90. 09+ 21, 63) pg/mlL, P< 0. 05]. Serum concertration of VEGF, TNF-a,
HIF-1. Ang-2 in thalidomide groups post-therapy[ (0. 68+0. 86)pg/mL,(1.03=40.81) pg/mL,(63.01+21.28)ng/
mL, (233. 75454, 90)ng/mL] were decreased than those pre-therapy[ (1. 99+0. 41) pg/mL, (2. 1040. 90) pg/mL,
(105.67+15.47) ng/mL, (616. 70 == 93. 72) ng/mL ]. Conclusion
vascular malfor-mation hemorrhage.
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