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Abstract: Objective
(HUVEC) in high glucose environment. Methods

To investigate the effects of rosiglitazone on proangiogenesis function of human umbilical vein endothelial cells
HUVECs were cultured in high glucose environment and stimulated by rosiglitazone.
MTT, cell scratch test and Transwell assay were used to detect HUVEC proliferation and migration. The concentration of VEGF, SDF-1 was
also detected in the supernatant. Results Rosiglitazone could effectively promote HUVEC proliferation and migration. The concentration of

VEGF and SDF-1 in rosiglitazone stimulated supernatant was higher than that in high glucose group. The inhibition of AKT signal could block

the promotion of rosiglitazone on the HUVEC proliferation, migration and secretion. Conclusion

Rosiglitazone could significantly promote

HUVEC secretion, proliferation and migration in high glucose environment. AKT signal played an important role in this process.
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Clinical curative effect of laparoscopic left hepatectomy for primary hepatic carcinoma in 47 cases
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Abstract: Objective To evaluate the safety and feasibility of laparoscopic left hepatectomy in patients with primary hepatic carcinoma.
Methods Retrospective analysis was conducted in clinical data of left hepatectomy from 2007 to 2014, including 47 cases of laparoscopic
hepatectomy and 46 cases of open hepatectomy. The intraoperative and postoperative data of the two surgical methods were compared to evalu-
ate whether laparoscopic left hepatectomy is safe and feasible. Results The tumor size were bigger in the open hepatectomy [ (56.57 +
24.56) mm vs. (64.11 £33.39) mm, P =0.218]. The laparoscopic left hepatectomy resulted in shorter operation time [ (217.53 +60.
22) min vs. (306.80 £119.91) min ], and there was a significantly difference (P <0.05). The intraoperative blood loss were lesser in the
laparoscopic left hepatectomy [ (350.21 +197.98) mL vs. (556.74 +471.41) mL], and there was a significantly difference (P <0.05).
The laparoscopic left hepatectomy had a smaller intraoperative blood transfusion rate (12.8% vs. 32.6% ,P <0.05). The length of ICU
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