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Abstract  Objective: To analyze the clinical characteristics of Chinese cardiac amyloidosis and to investigate the meth-
od for early diagnosis of cardiac amyloidosis. Method; Literatures on cardiac amyloidosis published in journals before June
30. 2013 were identified by searching CNKI and Wanfang. and retrospective analysis was performed. Result:(T) A total of
83 literatures with 429 cardiac amyloidosis patients were found. @ The male incidence was evidently higher than female
(2 87 = 1). Mean age of these patients was (55, 72 £ 6, 52) years old. (@) The primary clinical manifestation was heart
failure, especially the NYHA class [[[ andIV heart failure accounted for 71. 2% . With the most common Chiefl Complaint:
such as edema of both lower extremities anddyspnea. And other common clinical manifestations included pericardial effu-
sion and proteinuria. (1) Cardiac amyloidosis could be characteristic in electrocardiograph( ECG) . echocardiogram and cardi-
ac magnetic resonance imaging. ) Cardiac amyloidosis was oftenmisdiagnosed as hypertrophic cardiomyopathy. © There
was no specific treatment for cardiac amyloidosis. and the prognosis was poor. Conclusion: The clinical manifestations of
cardiac amyloidosis are multiple and easily misdiagnosed. Refractory/progressive/intractable heart failure and multiple
mucous membranes effusion and proteinuria can be used as one of the suspected cardiac amyloidosis evidences, Endomyo-
cardial biopsy is the final diagnostic method. but it is difficult to be carried out. However, if a low voltage was present
and the interventricular septal thickness is = 1. 98cm. ratio of RI voltage / left ventricular posterior wall <7 0. 4. ratios of
RV5 ( 6 ) voltage / left ventricular posterior wall <2 (. 7and" sparkling appearancé' are easily to be carried out and scien-
tific, which can provide evidences for early diagnosis, Cardiac amyloidosis can also get further diagnosis, in light of cardi-
ac magnetic resonance imaging and unendomyocardial biopsy.
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Table 1  The evidences of early diagnosis of cardiac amyloidosis
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