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Establishment of GRK2 immunofluorescence
methods in the spleen of rats with adjuvant arthritis
Wang Yang Li Yifan Cui Donggian et al
( Institute of Clinical Pharmacology Anhui Medical University
Key Laboratory of Anti-inflammatory and Immune Medicine Ministry of Education
Collaborative Innovation Center of Anti-inflammatory and Immune Medicine Hefei 230032)

Abstract Immunofluorescence assay for G protein—coupled receptor kinase 2 ( GRK2) in spleen tissue of rats with

adjuvant arthritis was established. Four key conditions of immunofluorescence assay were investigated: (D) Effect of
penetrating agent Triton X400 on the result; (2) Effects of different antigen repair fluids: Effects of citric acid buff—
er and pH 9.0 EDTA buffer; 3 Effects of different closed times: 20 min 30 min 40 min and 50 min; @ Effects
of different primary antibody concentrations: 1 :50 1:100 1:200 1 :400 and 1 : 500 . Experimental results
showed that Triton X400 penetration enhancing antigen expression; Citric acid buffer is better than pH 9.0 EDTA
buffer which improves the expression of antigen; the concentration of 1 : 100 of primary antibody was most suitable
for the intensity of fluorescence signal; 50 min of blocking time could significantly remove background nonspecific
staining.
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