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Abstract: Objective To detect the levels of interleukin(IL) -8 , chemokine receptor( CXCR)1,and CXCR2 in peripheral
blood of patients with amyotrophic lateral sclerosis ( ALS) to analyze their relationships with prognosis. Methods Forty
ALS patients from August 2011 to December 2013 were selected as study group, and thirty-eight patients with tension
headache and without neurological diseases and family hereditary history of neurological diseases were selected as control
group at the same time. ELISA was used to detect the level of IL-8 in serum, qRT-PCR method was used to detect the
expression levels of CXCR1 and CXCR2 mRNAs in peripheral blood mononuclear cells (PBMC) , ALS functional rating
scale (ALSFRS-r) was used to assess patients’ scores and disease progression rate (DPR). Results The level of serum
IL-8 [ (72.69 +16.47) pg/ml vs(36.32 £15.81 ) pg/ml,t =9.94,P =0.000 ] and the expression levels of CXCRI and
CXCR2 mRNAs in study group were significantly higher than those in control group (all P <0.01). In ALS patients, the
level of serum IL-8 and the expression levels of CXCR1 and CXCR2 mRNAs in PBMC were positively correlated with DPR
(all P <0.01) ,respectively, and negatively correlated with duration of disease (P <0.05,P <0.01) ;the serum IL-8 level
was significantly positively correlated with the expression levels of CXCR1 and CXCR2 mRNAs (r =0.576,r =0. 478 ,all
P <0.05). Kaplan-Meier survival analysis showed that the survival rates of ALS patients with high levels of serum IL-8,
CXCRI and CXCR2 in PBMC was significantly lower than that of ALS patients with low levels of above indicators.
Conclusion For patients with ALS, the levels of IL-8, CXCR1 and CXCR2 increase significantly, which may be the
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biomarkers of poor prognosis.
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