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Correlation of the degree of band 3 protein absence on erythrocyte membrane by eosin-5'-maleimide
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[Abstract] Objective To investigate the relationship between the eosin- 5'- maleimide (EMA)
binding test and the clinical severity of hereditary spherocytosis ( HS ). Methods A total of 258
un-splenectomize HS patients were consecutively enrolled. Correlation of hemoglobin concentration,
hemolytic parameters, compensating erythropoiesis and the EMA binding test were evaluated. Results 258
(128 male and 130 female) patients were included in this study, including 91 compensatory hemolysis
patients, 53 patients with mild anemia, 78 patients with moderate anemia and 36 patients with severe
anemia. The median age at diagnosis was 23(2-70) years. The median decreased fluorescence intensity of
EMA binding test was 29.97% (16.09%-47.34% ) and the average intensity was (29.70+£6.28)% of 258 HS
patients. The decreased EMA binding fluorescence intensity correlated with MCV (r=-0.343, P<0.001)
and MCHC (7=0.223, P<0.001). There was no relationship between EMA fluorescence intensity and
absolute reticulocyte count (7=0.080, P=0.198), reticulocyte percentile (=—0.015, P=0.813), IBIL levels
(r==0.009, P=0.902), HGB levels (r=— 0.067, P=0.280). Evaluated as a quartile variable, EMA
fluorescence intensity was not correlated with anemia severity (C=0.150, P=0.746). Conclusion EMA
binding test does not related to anemia levels and has no major clinical implications for disease severity in
HS.
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K2 AT AL BRI LT AN 2208 5 o PR B S0 2 A A

i R B S5 30 3 REAIE RAZMERE MO 6]) R (55 61) HREEL I (76 1)) EETMG6H)  FE/E  PE
AR 2, MGER) ] 27(4~58) 17(3~44) 20(2~67) 8(2~70) 33.024  <0.001
EMA FRICHRFRRE (%, x+s) 30.16+6.71 30.00+6.67 29.14+5.92 29.25+5.36 0.463 0.708
AGLT50[s, M(J5F) ] 60(20~180) 60(30~150) 60(20~160) 70(30~150) 2.390 0.496
EOF #h7K ik BE[ %, M(FE ) ]

TR Il 0.60(0.44~0.60) 0.60(0.44~0.60) 0.60(0.44~0.60) 0.60(0.48~0.60) 6.000 0.112

SEAVE I 0.40(0.32~0.48) 0.40(0.32~0.48) 0.40(0.32~0.44) 0.36(0.32~0.48) 5.482 0.140
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ARC(X10°/L,X+s) 313.0+£136.6 387.6+115.3 382.9+124.3 308.9+81.5 7714 <0.001
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MCHC (g/L,x+s) 355.2+11.6 345.0+12.2 339.4+12.4 322.4+15.8 62.559  <0.001
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