FTHREF 2013%F 10 A% 42 5% 30 & 3601

M3 ADMA KF 52 MEEEHEXERR

Sk B AL VEAWRA L wRR, B A
(1. HEEPBEMEEZAERAYZAA, L HEZH 2220005 2. PEAARMAE S E A LA, LT 100853)

B Z.BM BT aREAARE_FEEARADMA) S & AR A K AAY 2 e s AR 09X, FiE ¥
126 ) &M AR 58 % (RAR R 4D R Bm ik @ AR KD AR D F KRR 4 AT, 3£ I EAMRITEF T EETS
(NTHSS) 3 £ £ 4b 22 2 fk 8L 3042 B ; B A2 Bk A & 60 ) 4F o = MR 40, KRB B IR S 98 R M sk 4o il fe % ADMA SR B, Je 42 &40 1)
i ADMA K-F. 5 4rd it ADMAKR-FERmERDEAMZ DM EG AN, FR SHBREALTDHARSRA DR
ADMA 3R 4 %) A (39. 6729, 48) . (56. 73225, 41) ,(73. 5524, 54) . (90. 51423. 66) ,(21. 93+=7. 03) pmol/L, 2816 % & 1Lk
EFHA G F EXL(P<0.05) 550 % ADMA K -F 5555 ki K KA 22 ) # S 4742 B3 A £ EA48 X (r=0.633,0.392), ZF-H &
GitF &L (P=0.000), #if SHERLEH o ADMA KFH .30 5 R K D AV 220 i SR A 48 XML

KB AR T 5 & A s 3 AT AR = ORI | AR

doi:10. 3969/j. issn. 1671-8348. 2013. 30. 004 XEkRIRAD A NEHS:1671-8348(2013)30-3601-03

Study of correlation between level of plasma asymmetric dimethylarginine and acute cerebral infarction”
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Abstract: Objective To explore the correlation of level of plasma asymmetric dimethylarginine(ADMA) with infarction areas
and the degree of nervous function defect in acute cerebral infarction(ACI). Methods According to different infarction areas, 126
patients with acute cerebral infarction were divided into four subgroups:lacunar infarction, small, median and large infarction sub-
groups. The degree of neurological defect was evaluated by USA. national institutes of health stroke scale(NIHSS scores). At the
corresponding period, there were 60 healthy subjects in control group. Level of plasma ADMA was detected by enzyme-linked im-
munosorbent assay(ELISA) ,levels of plasma ADMA among groups were compared,and the correlation of level of plasma ADMA
with infarction areas and the degree of nervous function defect were analyzed. Results Levels of plasma ADMA were[ (39. 67 +
29.48),(56.73425.41),(73.55424. 54),(90. 51£23. 66),(21. 9347. 03) umol/L, respectively Jin four sub groups in ACI and
control group. Differences were statisticallysignificant(P<Z0. 05) ,comparing levels of plasma ADMA among groups. Level of plas-
ma ADMA showed an increasing degree of infarction areas(r=10. 633, P=0. 000) ,and an increasing trend with the increasing de-
gree of neurological defect(r=0.392,P=0.000). Conclusion Level of ADMA is significantly increased in patients with ACI. This
change is closely related to the area of cerebral infarction and degree of neurological defect.
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