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Abstract

Methods

Objective To explore the association between the PNPLA3 polymorphism and Hepatocellular carcinoma susceptibility.

Data bases were comprehensively searched to retrace all the related studies on the associations between PNPLA3 polymorphis-
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mand hepatocellular carcinoma susceptibility in European population. The pooled odds ratios (ORs) with 95% confidence intervals (95%
Cls) of the association between PNPLA3 polymorphism and hepatocellular carcinoma susceptibility were performed in different genetic
model comparison. Publication bias was detected by symmetry of funnel plot. Results Eight original studies with a total of 4795 subjects
(1266 patients and 3529 controls) were entered the final data combination. The results of Meta — analyses showed that there were no sig-

nificant associations between PNPLA3 polymorphism and hepatocellular carcinoma susceptibility [ GG vs CC: OR = 3. 05,95% CI.
2.424 -3.86;CG vs CC:OR=1.30,95% CI:1.13 -1.50;CG/GG vs CC:0R =1.39, 95% CI: 1.23 -1.57; GG vs CG/CC:OR =

2.90,95%CI: 2.32 -3.63].
ymorphism and hepatocellular carcinoma susceptibility.
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cal University , Zhejiang 316021 , China

Abstract Objective To construct and identify a hsa — micorRNA —96 down lentivirus expression vector. Methods According to
the gene sequence of hsa — microRNA - 96, we designed and synthesized two pairs of single stranded oligonucleotides hsa — microRAN -
96 —5p — inhibition — a and hsa - miR - 96 -5 p — inhibition — b. The powder of primers was then dissolved in the annealing buffer and to
be annealed. The double enzyme digested GV280 lentivirus vectors were linked to the annealing double — stranded DNA via T4 DNA lig-
ase. The constructed recombinant vectors were identified by single colony PCR and DNA sequencing after the colony isolation. The con-
centration of lentivirus was detected by the fluorescence and drug screening method. Results The single colony PCR and DNA sequen-

cing confirmed that the purpose anti — hsa — microRNA - 96 oligonucleotide was correctly inserted into the lentivirus vectors. The concen-
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