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Meta — analysis of MTHFR Genetic Polymorphisms and Pediatric Acute Lymphocytic Leukemia in Chinese. Ma Limin,Zhao Xiaoqiang,
Liv Hongchao ,et al. Department of Hematology ,The First Affiliated Hospital,Henan University of Science and Technology,Henan 471003,
China

Abstract Objective To evaluate the relationship between methylenetetrahydrofolate reductase (MTHFR ) genetic polymorphisms
and susceptibility to pediatric acute lymphocytic leukemia( ALL) in Chinese. Methods Relevant literatures were extensively searched for
collecting the case — control studies assessing the correlation of MTHFR genetic polymorphisms and pediatric ALL. The RevMan 5.1 was
applied for heterogeneity test and combined ORs and their 95% Cls calculation. Publication bias was assessed through funnel plot. Results
6 related literatures were included in the meta — analysis, totally including 1215 cases and 1572 controls. Based on the heterogeneity re-
sults, fixed — effects models were applied to estimate the pooled ORs. The pooled ORs(95% ClIs) for MTHFR 677TT,677CT and 677 (TT
+ CT) genotypes were 0.88(0.72 -1.08), 0.85(0.73 -0.99),0.77(0.66 —0.91), respectively with Z =1.22,2.06,3. 15. The
pooled ORs(95% ClIs) for MTHFR 1298CC,1298AC and 1298 (CC + AC) genotypes were 1.13(0.75-1.70),0.99(0.83 -1.18),
1.01(0.85 -1.19) ,respectively with Z =0.57,0.14,0.09,all P >0.05. No significant publication bias was detected by funnel plot and
sensitivity analysis suggests robustness of the results. Conclusion MTHFR 677CT genotype was a protective factor of pediatric ALL devel-
opment, while no correlation between 677TT genotype and pediatric ALL risk was found. MTHFR A1298C polymorphism was not associat-
ed with the risk of ALL in Chinese children.
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Impact of The HCV RNA Levels of HCV/HIV Co - infected Patients on Natural process. Sun Hongqing, Xiao Hong, Yang Fei, et al.
Department of Infectious Disease ,Shanghai Public Health Clinical Center,Shanghai 200083 ,China

Abstract Objective To investigate the impact of the HCV RNA levels of HCV/HIV co — infected patients on natural process of
HCV and HIV disease. Methods We compared the levels of HCV RNA,HIV RNA,CD4 " T lymphocyte count and alanine aminotrans-
ferase ( ALT) , total bilirubin( TBIL) , hyaluronidase( HA) , laminin (LN ) , cholyglycine (CG ) , Il collagen (PCII ), IV collagen( CIV ) and
age of HIV/HCV co — infected patients group with HCV infected group and HIV infected group. Results The CD4 * T lymphocyte counts
were 139.75 £91.586,647. 16 +363.379,288.0 +219. 6/pl in HCV/HIV group and HCV group and HIV group respectively ( P <
0.01), compared with HCV group and HIV group (P <0.01). Compared with HCV group, the levels of HCV RNA was 6. 0417 =
0.93524 and 5.2553 +1.62773log/ml( P <0.05), the levels of CIV, CG, PCII, ALT were 105.30 +24.630 and 95.41 +52.889ng/
ml(P <0.05) ;1444.98 +1721.597,139.00 +165.640wg/ml(P <0.01) ;PCII285.52 +244.558 [159.82 +86.928ng/ml(P <0.01);
104.42 £107.9 ,46.22 +32.589U/L P <0.01) and the age were (37 £15) and (52 £13) (P <0.01). Compared with HIV group, the
level of HIV RNA were 4.8 +0.9log/ml and 4.1 +1.0log/ml( P <0.01). Conclution HCV/HIV coinfection can aggravate and acceler-
ate natural course of HCV and HIV disease. High level of HCV RNA of HCV/HIV coinfected patients is a risk factor for worsening the
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