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Correlation of plasma level of inflammatory factorand

antichymotrypsin with late onset Alzheimer’s disease
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(Aerospace Center Hospital , Bejjing 100049 , China )

Abstract : Objective To observe and discuss the correlation and clinical significance of plasma interleukin-18 (IL-18) ,interleukin-6
(TL-6) , tumour necrosis factor-a (TNF-o) and antichymotrypsin ( ACT) with late onset Alzheimer's disease (AD). Methods Fifty
cases of late onset AD patients treated from December 2014 to March 2016 in Hospital of China Aerospace Center were selected as late
onset AD group,and another 50 healthy elderly patients as control group. The plasma IL-13,1L-6 ,TNF-a and ACT were detected by u-
sing Double antibody sandwich enzyme-linked immunosorbent assay ( DAS-ELISA) method and compared for the analysis of the correla-
tion of the above indexes and late onset Alzheimer’s disease. Results Compared with plasma IL-18 and IL-6 levels of control group
[(30.25+5.86).(74.61 £45.93) ng - L™' ], plasma IL-1B and TL-6 levels of late onset AD group were significantly higher
[(41.28 £5.96) .(176.53 +49.27) ng + L' ]. The comparative differences were statistically significant (P <0.01). Compared with
plasma TNF-q and ACT levels of the control group[ (35.94 +7.83) ,(220.74 £36.53) ng - ™' ], plasma TNF-o and ACT levels of
late onset AD group were obviously increased [ (61.28 £5.16) . (243.85 +40.74) ng - L' ]. The differences were statistically sig-
nificant (P <0.01). The plasma IL-13,IL-6 , TNF-a and ACT tended to increase with the increase of dementia degrees. There were sig-
nificant differences in IL-18, TNF-a and ACT among AD groups with different severity (P <0.05). Conclusions The plasma IL-13,
IL-6,TNF-a and ACT can be adopted as biological indicators in clinical auxiliary diagnosis for patients with AD,the detection of which
can affect the pathogenesis progress for late onset AD patients.
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