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epithelium -mesenchymal transformation ( EMT) . Methods A total of 136 cases of placental tissue were collected
during the childbirth according to the degree of placenta accreta mild 47 cases moderate 45 cases and severe 44
cases 42 cases of normal control group. The expression of Twist and Snail proteins in the placenta was detected by
immunohistochemical SP and Western blot methods. Immunohistochemical SP method was used to detect the ex—
pression of Vimentin protein in EMT in placenta and the correlation analysis was performed. Results Compared
with the control group the expression levels of Twist and Snail proteins in placenta were significantly increased in
the placenta and the expression level was positively correlated with the degree of implantation ( P <0.05 P <
0.01) . Vimentin positive in placental accrete group was obviously higher and Twist and Snail proteins expression
were positively correlated ( P <0.05 P <0.01) . Conclusion The expressions of Twist and Snail proteins in pla—
centa of placenta accrete are significantly increased which may be involved in the invasive process of placental
trophoblast cells toward the endometrium and the occurrence of EMT.
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Relationship of TNF-«« and MGP levels with cardiac valve

calcification in maintenance hemodialysis patients
Wang Jun Han Linzi Zhang Sen et al

( Dept of Nephrology The Second Affiliated Hospital of Anhui Medical University Hefei 230601)
Abstract Objective To investigate the effect of serum tumor necrosis factor-e ( TNF-o) and matrix Gla protein
( MGP) levels on cardiac valve calcification ( CVC) in patients with maintenance hemodialysis ( MHD) . Methods
Serum levels of TNF-o and MGP were measured by enzyme linked immunosorbent assay ( ELISA) using plasma
samples from 66 MHD patients and 31 healthy subjects. CVC in these subjects were examined by echocardio—
graphy. Results Serum TNF-o were higher in MHD patients while MGP levels were lower than those of controls
and the occurrence rate of CVC was significantly increased ( all P <0.001) . In MHD patients serum TNF-o levels
serum MGP levels

were inversely correlated with age serum alkaline phosphatase and TNF-a ( all P <0. 05) . Multiple logistic regres—

were significantly higher and MGP levels were significantly lower in CVC group. In addition

sion analysis revealed that dialysis duration andhigher serum TNF-a were independent risk factors for CVC ( P <
0.05 P<0.01)

TNF-o and MGP levels are closely related to cardiac valve calcification in patients with MHD. Just lisk dialysis du—

while higher serum MGP level was a protective factor for CVC( P <0. 05) . Conclusion Serum

ration TNF-o is an independent risk factor for CVC  while MGP is a protective factor.
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