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Association of Phosphodiesterase 4D Gene with Atherothrombosis Ischemic Strok. Wang Hanmin, Chen Xiaoli,Ye Haohao, Bi Yong,
Pan Dongbo, Xu Liying ,Wu Jianbo ,Huang Haibo. Department of Cerebralvascular Disease, The First Affiliated Hospital of Wenzhou Medical
College, Zhejiang 325000 , China

Abstract Objective To investigate the association between 2 single nucleotide polymorphisms( SNPs) of the phosphodiesterase 4D
(PDE4D) gene and atherothrombosis ischemic stroke ( AIS) in the Han population in China. Methods Two polymorphisms SNP83 and
SNP 32 in PDE4D gene were analyzed in 235 patients of AIS and 105 non — cerebral infarction controls from south of Zhejiang Province u-
The C allele fre-

quency of SNP83 in cases was higher than controls. The C allele was a risk factor for AIS (OR =1.718,95% CI.1.120 -2.633; P =

sing polymerase chain reaction — restriction fragment length polymorphism method in a case — control study. Results

0.012). Genotype frequencies between cases and controls at SNP83 showed significant differences. The( CC + CT) genotypes had an OR of
2.023 (P =0.008) for cases compared with the TT genotype. No association of the SNP32 in PDE4D with AIS was observed in our study.

Conclusion SNP83 in the PDE4D gene is associated with AIS in the Chinese Han population.
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Intraarterial Infusion of Strontium —89 for Therapy of Bone Tumor. Fan Yixiang ,Luo Rongcheng ,Lu Wei, Lii Hai. Department of Nu-
clear Medicine, The Second People's Hospital of Guangdong, Guangdong 510317, China

Abstract Objective To investigate the therapeutic effects on bone tumor with intraarterial infusion of strontium — 89 and and che-
motherapeutic agent. Methods Among 69 patients with bone tumor,46 cases received strontium — 89 and chemotherapy by intraarterial
infusion( combined treatment group) ,and the rest 23 cases received simple chemotherapy. All patients were followed up regulary. Results
In combined treatment group, pain relieved in 20 patients and the total effective analgesic rate was 86. 9% (20/23). In chemotherapy
group, it was 78.3% (36/46) ,which showed no significant difference (/\/2 =0.76,P >0.05). But the complete response rate in combined
group(35% ) was obviously higher than that in chemotherapy group(y* =7.26,P <0.01). Three weeks after inventional treatment, com-
bined therapy caused Il or IV degree necrosis in 100% patients(12/12) , which was remarkably higher than 66.7% (14/21) in chemo-
therapy group( P =0.03). In chemotherapy group, gastrointestinal discomfort such as nausea,vomiting occurred in 7 cases(15.2% ) and 4

cases (17.4% ) in combined group. WBC and PLT showed no significant decrease in two groups. Conclusion For bone tumor, selectively
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