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common risk factors of plaque burden and cross-sectional areas of plaque and media and vascular external elastic

membrane HDL-C was the protective factor of plaque burden and area of plaque and media. Lp-PLA2 was a strong

predictor of necrosis percentage but with a negative correlation with other plaque tissues percentages. Hypertension

was positively correlated with the percentage of necrotic plaque and it was negatively correlated with the percentage

of fibrous tissue. Homocysteine was positively correlated with plaque burden and percentage of necrotic plaque.

LDL-C was negatively correlated with the percentage of calcified plaque. Conclusion Diabetes hypertension ho—

mocysteine Lp-PLA2 and cholesterol levels have some predictive value for coronary plaque formation and plaque

burden.
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Clinical relevance of SHANK?2 splitting

in esophageal squamous cell carcinoma
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Abstract Objective To explore the splitting and clinical significance of SHANK2 gene in esophageal squamous
cell carcinoma ( ESCC) . Methods The technique of array-based comparative genomic hybridization ( array-CGH)

was used to analyze the SHANK2 splitting in 59 primary ESCC tumors and then performed a validation by break-—
apart fluorescence in-situ hybridization ( FISH) in additional 124 tumors. The relationship between SHANK2 split—
ting and clinico-pathological parameters of all the 183 cases as well as the prognostic value of SHANK2 splitting
were examined. Results Aarray-CGH results showed that the splitting of SHANK2 was present in 16.9% ( 10/
59) of tumors. The splitting frequency validated by FISH was 15. 3% (19/124) . There was no correlation between
SHANK?2 splitting and tumor stage differentiation and lymph node metastasis. However Kaplan-Meier curves
showed that the overall survival ( OS) of patients with SHANK2 splitting were much shorter than those without split—
ting ( P =0.009) . Further cox regression analysis indicated that SHANK2 splitting was an independent prognostic
factor (P =0.039 HR =3.021 95%CI: 1. 055 ~8. 648) . Conclusion SHANK?2 splitting might act as a prognos—
tic marker for ESCC.
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