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Pathological Comparison of Three Methods on Renal Amyloidosis

LAI Ying-rong™, LIU Jun-feng, XIE Wen-lin, NIE Zhao-ming
(Department of Pathology, The First Affiliated Hospital of Sun Yat-Sen University, Guangzhou 510080, China)

Abstract: [Objective] To explore effect of methyl violet dyeing, Congo red staining and immunohistochemical method on the 38
cases of renal amyloidosis.  [Methods] 38 cases of tissue samples after conventional treatment were respectively stained with methyl
violet and Congo red staining and immunohistochemical method, and were analyzed by statistical method. [ Results] methyl violet
dyeing can accurately detect renal amyloidosis, but cannot be parting the type, and need timely observation ; Congo red staining can
accurately detect renal amyloidosis, and can separate AA type and type AL amyloidosis;Immunohistochemical detection can
accurately detect renal amyloidosis, and carries on the classification.  [Conclusion] All these methods can accurately detect renal
amyloidosis, Congo red staining and immunohistochemical can further classification. Combination of Congo red staining and SAA
immunohistochemistry can accurately detect renal amyloidosis, avoid misdiagnosis caused by reagent or human operation.
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Fig.1 The results of methyl violet dyeing on the renal amyloid
A: Methyl violet dyeing (200 x) ; B: Methyl violet dyeing (400 x)
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Fig.2 The results of Congo red staining on the renal amyloid
A Congo red staining on the AA—type renal amyloid (200 x); B:Congo red staining on the AA—type renal amyloid (level amplification, 200 x ) ;
C: Congo red staining on the AL—type renal amyloid (200 x); D:Congo red staining on the AL—type renal amyloid (200 x)
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Fig.3 The results of immunohistochemistry on the renal amyloid

A; SAA expression in the AA—type renal amyloid (200 x ) ; B Kappa expression in the AL—type renal amyloid (200 x ) ; C:Lambda expressionin
the AL—type renal amyloid (200 x)
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