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Clinical and Pathological Characteristics of IgA Nephropathy with Anemia.  Shi Hongxia,Lu Chen. Medical College of Shihezi Universi-
ty , Xinjiang 832000 , China
Abstract Objective To analyze the clinical and pathological characteristics of IgA nephropathy with anemia patients. Methods

Two hundred and two patients of IgA nephropathy with anemia diagnosed by renal biopsy were classified into two groups according to
whether anemia:33 cases of IgA nephropathy with anemia ( group A) and 169 cases of IgA nephropathy with non — anemic( Group B). The
changes of the clinical and pathological features were studied between the group. Results Compared with group B,changes in group A,
serum creatinine, blood urea nitrogen, 24 hours urinary protein were increased, red blood cell, serum hemoglobin, Serum albumin de-
creased, the number of glomerular sclerosis, crescent formation and thickening of the vessel wall increased. Statistically significant differ-
ences in these indexes( P <0.05). The pathology of Lee’s classification is higher in group A(P <0.05). Spearman correlation analysis
indicated that glomerular sclerosis/glomerular number, crescent/ glomerular number was negatively correlated with serum hemoglobin, but
positively correlated with serum creatinine, 24 hours urinary protein. Multivariate Logistic regression analysis showed that female, serum
creatinine, 24 hours urinary protein, crescentic lesions were independent risk factors of IgA nephropathy patients with anemia. Conclusion

Clinical pathological changes are more serious in IgA nephropathy patients with anemia than with non — anemic, which anemia can ag-
gravate clinical pathological in patients with IgA nephropathy.
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Value of the Quantitative Analysis of Placental Vasculature by Means of Three — dimensional Power Doppler in Placenta Accrete. Yin
Haihui, Zhao Yaping, He Huiliao, et al. Department of Ultrasound ,The Second Affiliated Hospital of Wenzhou Medical University , Zhejiang
325027, China

Abstract Objective To assess the value of placental vascular index for diagnosis of placenta accrete prenatally by means of three
— dimensional power Doppler ultrasound and Virtual Organ Computer — aided Analysis ( VOCAL) technique. Methods Fifty — six preg-
nancies with complete placenta previa were examined with two — dimensional ultrasonography and Color Doppler ultrasonography. Finally
we obtained the vascularization index (VI), flow index (FI) and vascularization flow index ( VFI) by means of 3D power Doppler targe-

ted to region of interest (ROT)and VOCAL technique. After childbirth, prenatal ultrasonic diagnosis and clinical surgery or (and) patho-
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