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[ Abstract) Objective  To analyze the change of erythrocyte osmotic fragility of postoperative no — reflow ASTEMI
patients treated by emergency PCI and its mechanism. Methods From January 2014 to October 2015, a total of 150 patients
with ASTEMI were selected in the Department of Emergency, Yan’an University Affiliated Hospital, all of them received
emergency PCI. According to the incidence of no —reflow, all of the patients were divided into A group (with no —reflow, n =
84) and B group (without no —reflow, n=66). Difference value of erythrocyte osmotic fragility related index at admission and
after PCI [including red brittleness minimum resistance value difference ( AOF,; ), red brittleness maximum resistance value
difference (AOF,, ), hemolytic rate when APBS reached to 5 M, hemolytic rate when APBS reached to 6 M, hemolytic rate
when APBS reached to 7 M and mean corpuscular volume difference ( AMCV) ], erythrocyte membrane enzymatic activity of
Na® —K* = ATP, plasma levels of MDA and SOD were compared between the two groups at admission and after PCI. Results
AOF AOF .., hemolytic rate when APBS reached to 5 M, hemolytic rate when APBS reached to 6 M, hemolytic rate when
APBS reached to 7 M and AMCV of B group were statistically significantly smaller than those of A group (P <0.05). No
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statistically significant differences of erythrocyte membrane enzymatic activity of Na* —K* — ATP, plasma level of MDA or SOD

was found between the two groups at admission (P >0.05) ; after PCI, erythrocyte membrane enzymatic activity of Na* - K" —

ATP and plasma SOD level of B group were statistically significantly higher than those of A group, while plasma MDA level of B

group was statistically significantly lower than that of A group (P <0.05). Conclusion

The erythrocyte osmotic fragility of

postoperative no — reflow ASTEMI patients treated by emergency PCI obviously increases, the mechanism may relate to the

decrease of erythrocyte membrane enzymatic activity of Na* — K — ATP and enhance of oxidative stress reaction.
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Table 2 Comparison of difference value of erythrocyte osmotic fragility

related index at admission and after PCI between the two groups

AOF APBS ¥k APBSHE  APBSYJE

g mg Sen o Y hsEE bk by A
M%) M%(%)  mH%(%)

KRR 84 -0.0420.02 -0.05£0.03 2905 44207 7712 48:L5

SHA 66 -0.08:0.02 -0.07£0.02 0.8:0.3 29205 34204 07202

1 12.159 4,883 31.877 1502 3040 4

Pl <0.01 <0.01 <0.01 <0.01 <0.01 <0.01
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B RHEHUEZEE, AMCV = FH27 iRl 22
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Table 1 Comparison of general information between the two groups
24151 wg T P (1) WAL S () PSR (D i s R W
(xs,%) % % g WL =3 fiEE TR (w(%)) (n(%)] (n(%)]
LA 84 63.3x9.1 50 34 39 24 21 41 43 45(53.6) 42(50.0) 47(57.3)
ZimA 66 63.8 +9.7 41 25 31 19 16 37 29 38(57.6) 34(51.5) 41(62.1)
X ()18 0.322° 0. 104 0.542 0.779 0. 240 0. 034 0.580
P{H >0.05 >0.05 >0.05 >0.05 >0.05 >0.05 >0.05
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Table 3  Comparison of erythrocyte membrane enzymatic activity of Na* —

K* — ATP, plasma levels of MDA and SOD between the two

groups at admission and after PCI

P P LTS SO0
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TERA 84 0542017 0.43£0.10 0.68£0.12 0.31£0.07 29.38£6.09 22.581.14
G4 66 0.58:0.21 7.93£0.58 0.71£0.25 0.23:0.09 28.77£5.84 61.0£9.86
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P >0.05 <0.01 >0.05 <0.01 >0.05 <0.01
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