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Influence of Rosuvastatin on Serum Pigment Epithelium Derived — factor, Interleukin — 6 in Patients with Type 2 Diabetic Retinopathy.
Peng Wanwan ,Zeng Jiaoe. Jingzhou Central Hospital of Endocrinology ,Hubei 434020 ,China

Abstract Objective To observe the effect of rosuvastatin on serum pigment epithelium derived — factor ( PEDF) | interleukin — 6
(IL=6) in patients with type2 diabetic retinopathy( DR). Methods We selected 60 pitients with type 2 diabetic retinopathy who were
randomly divided into two groups after three — months long treatments of rosuvastatin ( 30cases) and blank (30cases, Only hypoglycemic
therapy ). Patients before and after treatment were observed for serum PEDF | IL — 6, Total cholesterol(TC) , Triglyceride (TG ) , Low densi-
ty lipoprotein( LDL) , High density lipoprotein ( HDL) , Fasting plasma glucose (FPG) ,2 - hour postprandial glucose(2hPG) ,Glycosylated
hemoglobin( HbAlc) and the stages of diabetic retinopathy changes. Results In the experimental group after three — months long treat-
ments of rosuvastatin,the content of serum IL —6,TC,TG,LDL,FPG,2hPG,HbAlc and the stages of diabetic retinopathy were decreased
significantly compared to the previous(P <0.01) ,and the content of serum PEDF HDL were increased significantly compared to the pre-
vious( P <0.01). The blank control group were not given rosuvastatin therapy. After three — months, the content of FPG,2hPG, HbAlc
were decreased significantly compared to the previous( P <0.01) ,other indicators did not alter significantly, and the difference were not
statistically significant( P > 0. 05). The difference between the experimental group before and after treatment ( APEDF, AIL — 6, ADR,
ATC,ATG,ALDL,AHDL) compared to the blank control group were statistically significant( P <0.01). Conclusion Rosuvastatin can re-
duce the concentration of serum IL -6, increase the concentration of serum PEDF | thus delay the progression of diabetic retinopathy.
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Significance of Flow Cytometry and Cytogenetic Techniques in the Diagnosis of Malignant Lymphoma. Qian Weiqing , Chen Meiyu, Qiu
Huiying ,et al. Suzhou Health College, Jiangsu 215009, China
Abstract Objective

To evaluate the significance of flow cytometry (FCM) and cytogenetic techniques in the diagnosis of malig-
nant lymphoma. Methods Twenty-nine cases of suspected lymphoma patients from our hospital outpatient and inpatient from 2009 to
2012 were selected. Lymphoid tissue samples were prepared for mononuclear cell suspension. Cell surface antigen expression were detec-
ted by FCM and Karyotype analysis were conducted by R — banding techniques. Results Eight cases out of 29 cases of patients with
pathological diagnosis of reactive hyperplasia or chronic inflammation were diagnosed as malignant lymphoma by flow cytometry and cytoge-
netic. Twelve patients were found abnormal karyotype. B or T lymphoid expression was distinguished by flow cytometry detection of cell
surface antigens, which had guiding significance to distinguish different subtypes. Twelve patients were found abnormal karyotype, inclu-
ding four cases of lymph node pathology diagnosed as lymphadenitis or Lymph node hyperplasia. Abnormal chromosome karyotype change
certainly conformed a malignant change. t(11;14) and t(14;18) subtype — specific karyotype found in some patients were closely related
to lymphoma. Nine patients with complex karyotype indicated a poor prognosis. Conclusion Lymphoid tissue pathological examination as
the basis for the diagnosis of malignant lymphoma, combined with flow cytometry and chromosome examination can improve the rate of di-
agnosis of malignant lymphoma, and guiding significance for lymphoma subtype classification and prognosis.
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