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the EBV 5 antibody in 535 hospitalized and outpatients. The results of the combined detection of EBV virus were
analyzed by clinical pathological diagnosis. Results There was no statistical difference between the results of anti—
body tests in NPC and IM. The positive pattern of EB antibody spectrum in NPC was the highest in EBVdgA EB-
NA-HdgG EBVCAHgG EA-dgG mode accounting for 84.48% of the positive rate and IM was relatively more in
EBVCA-gG EBVCA-HdgM EA-gG mode accounting for 54. 16% of the total positive rate. The sensitivity of EB—
NA-gG and EBVCA-gG in diagnosis of NPC was 100. 0% and the specificity was 11. 3% and 8. 5% respective—
ly. The specificity of EBVCA-dgM to NPC was as high as 95. 8% while the sensitivity was only 1. 7% . In the IM
the sensitivity specificity accuracy and negative predictive value of the EBVCA-dgM single test were more than
90.0% . The specificity and accuracy of EA-gG reached 94. 5% and 93.1% and the sensitivity was 70. 8%.
Compared with the positive rate the EBV-dgA and EA-dgG in NPC group were statistically significant( P <0. 05) .
EBVCAdgM and EA-dgG was significantly higher than other children’ s disease group in IM group the difference
was statistically significant( P <0.05) . Conclusion The positive rates of EBNA-dgG and EBVCA-gG in adult
diseases were higher than that in children and the positive rate of EBVCA-dgM was significantly higher in children
with IM than that in adult diseases and other children’ s diseases.
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Impact of serum ADMA levels on mild cognitive impairment

in patients with subcortical ischemic vascular disease
Ni Mingzhu Yu Feng Liu Wencan et al
( Dept of Neurology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To explore the serum levels of asymmetrical dimethylarginine( ADMA) and its effect on the
mild cognitive impairment in patients with subcortical ischemic vascular disease( SIVD) . Methods 116 SIVD pa-—
tients were recruited and divided into two subgroups including non-eognitive impairment group with 53 subjects and
mild vascular cognitive impairment group( SVaMCI) with 63 patients. 58 participants who visited our hospital de—
partment of health science for a health sceening examination were recruited as control group with normal cognitive
function. All subjects underwent head MRI scan to evaluate the severity of white matter lesions ( WML) ( Fazekas
score) and the number of the lacunar infarcts ( LI) . The cognitive functions were evaluated by mini-metal state ex—
amination( MMSE)  trail making test-A( TMT-A) boston naming test( BNT) clock drawing test( CDT) hopkins
verbal learning test( HVLT) instrumental activities of daily living( IADL) . The levels of ADMA were measured by
enzyme-inked immunosorbent assay and compared among the three groups. Multiple linear regression was used to
explore the relationship of ADMA levels and cognitive function scores. Results Firstly the Fazekas scores and the
LI number in SIVD patients were significantly higher than control group( P <0.01) . A positive association between
the elevated ADMA levels and the severity of brain lesions( P <0.01) . Secondly the ADMA levels was negatively
correlated with MMSE (r, = —0.227 P <0.05) BNT(r,= -0.245 P <0.05) CDT(r,=-0.364 P <0.01)
HVLT(r, = —0.285 P <0.01) scores while it was positively correlated with TMT-A scores (r, =0.293 P <
0.01) . Multiple linear regression revealed that ADMA levels remained the negative relation with MMSE scores after
controlling risk factors ( = —=0.219 P <0.05) However after futher adjusting for the grade of WML the relation
displayed no statistic significance. Conclusion ~ADMA plays an important role in the pathogenesis of SIVD; the
detection of serum ADMA levels may identify patients with SIVD and SVaMCI at an early stage.
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