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Abstract  Objective: To study the clinical characteristics and prognosis of patients with cardiac amyloidosis
(CA). Method: Clinical data of 19 patients with CA admitted to our hospital were retrospectively analyzed. Risk
factors of the survival in patients with CA were analyzed with correlation and Cox regression model. Result: All of
the 19 patients showed cardiac dysfunction. Low voltage in limb leads were observed in 10 patients. CMR revealed
different patterns of abnormal late gadolinium enhancement in 11 patients. Syncope occurred before hospitalization
in 3 patients. In the present study, the mean follow-up period were (24, 244, 5)months, during which 9 patients
died. One-year survival rate was 67. 7%, two-year was 56.4% and the median survival time were 25. 1 months.
Survival time was negatively correlated with the circulating level of N terminal pro-brain natriuretic peptide( NT-
proBNP) at admission and with the history of syncope(r=—0. 635, P=0. 013; = —0. 632, P=0. 002). Cox re-
gression analysis showed that the circulating level of NT-proBNP at admission was a predictive index for the prog-
nosis of patients with CA(P<C0. 05). Conclusion: The prognosis of patients with CA was poor and survival time
was negatively correlated with the level of NT-proBNP at admission and the history of syncope. The level of NT-
proBNP at admission was a predictive index for the prognosis of patients with CA.
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Figure 1 Imaging data
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Table 1 Patient characteristics categorized according to survival and death BC%), xts
IR FET-4 (9 B TERE Y110 B it 9 #h P{H
AL/ % 54.44+10.2 52.5+5.9 53.44+8.0 0.613
Eegis 4(44. 4) 2(20.0) 6(31.6) 0.259
SR L 3(33.3) 0(0) 3(15.8) 0.047
Mz A s 4(44. 4) 4(40.0) 8(42. 1) 0.914
Th 9 e 4(44. 4) 5(50.0) 9(47.3) 0. 956
OUReT A/ IV 9(100. 0) 9(90.0) 18(94.7) 0. 396
SBP/mmHg” 107.6£15.7 112.6+£14. 2 110. 0014. 70 0.472
DBP/mmHg 71.74+10.0 71.7+11.6 71. 70410. 60 0. 988
HR/ (K * min~?) 75.1+15.5 85.1+13.8 80. 37415. 10 0.155
QRS % 98 B /ms 127.8£60. 2 162.4£81.9 145.1072.50 0.325
UuCcG
/5% /mm 42,947.8 43.1£7.2 43.04+7.3 0.951
LVEF/% 46.47+10.9 47.7+14.3 47.04+12. 4 0. 841
45 % /mm 25.04+4.9 24.34+4.5 24.744.5 0. 792
/£ 5 /mm 42,14£3.0 43.6+£12.5 42.8+8.8 0. 740
CMR
/5% /mm 45.0043. 90 46. 4044, 90 45. 7044, 40 0.598
/£ 5 /mm 41.30%7.00 41.8045. 80 41. 6046. 10 0. 895
LVEF/% 42.807416. 20 46.80=414. 40 44. 60414. 80 0.679
IVS/mm 15.102. 60 15. 002, 80 15.102. 60 0.926
CR/(pgmol = ™) 89. 60+28. 00 76.20+17. 60 82.50+23. 40 0. 250
JRZE A/ (mmol « L) 8.1544.10 6.90+2.25 7.5043. 20 0. 440
FBG/(mmol « L™1) 5.10%1. 30 5.504+0.58 5.30240. 98 0. 550
NT-proBNP/(pg/ml) 5 708.80+2 241. 10 4 082.2041 624. 40 4 895. 5042 050. 40 0.181
Tnl/(pg+ L1 0.6140. 10 0.1240.08 0. 260, 25 0.001

21 mmHg=0. 133 kPa,
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