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Relationship between absolute neutrophil count, urinary kidney injury molecule 1 and acute kidney injury after
ischemia-reperfusion after PCI ZHANG Xiaowei, LI Yang, HUANG Jie.Department of Clinical Laboratory, Lishui Cen-
tral Hospital , Lishui 323000, China.

[Abstract] Objective To investigate the correlation between absolute neutrophil count (ANC) , urinary kidney injury
molecule—1 (KMI-1) and acute kidney injury (AKI) after ischemia—reperfusion after percutaneous coronary intervention
(PCI) in acute myocardial infarction (AMI) patients. Methods Totally 114 AMI patients who underwent PCI were in-
cluded as the study subjects, and they were divided into AKI group and non AKI group according to the occurrence of
AKI within 72 hours after PCI.The general data, ANC, urinary KMI-1 and other laboratory indexes in 2h after PCI were
compared between the two groups, and the relationships between ANC, urinary KMI-1 and ischemia-reperfusion AKI af-
ter PCI in AMI patients were analyzed.Cardiovascular adverse events were recorded in 3 months after operation, and the
relationships between ANC and urinary KMI-1 levels and cardiovascular adverse events were analyzed. Results The
proportion of coronary artery branches=3, ANC, C—reactive protein (CRP),and creatinine (Cr) level and urinary KMI-1
in the AKI group were higher than those in the non AKI group,and the absolute value of lymphocytes (ALC) was lower
than that in the non AKI group,with statistically significant differences (Z=3.50,1=3.67,2.12,6.24,8.36,2.96,P<0.05).
Logistic regression analysis showed that ANC, Cr and urinary KMI-1 were related to ischemia—reperfusion AKI in AMI
patients after PCI (OR=5.04,1.32,1.36,P<0.05).The areas under the curve (AUC) of ANC, urinary KMI-1, combined
detection were 0.74,0.91,0.93, respectively.After a 3—month follow—up, it was found that as the ANC and urinary KMI-1
increased , the short—term MACE incidence rate after PCI also increased (x*=13.77,9.36,P<0.05). Conclusion ANC
and urinary KMI-1 are related to ischemia—reperfusion AKI in AMI patients after PCI, and can indicate the short—term

prognosis of AMI patients after PCI.The mechanism is related to inflammatory response.
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K 24 h W32 PCHIRYT s QB AT PCI7; @)L L
PR 25 ) KT R S TE R R 5 ) 48 2 X AR A
FERVE T2 B s ) 2 A5 o HEBR bR ey O 1
ANFRE TCIETH 32 TR s QFF7E B IH O UL SE S
S EGHE T ATRYT s ®IE 3 A L E M
B2 HOR TR s OIE A s R E R I [ fef RS
PR R IEAEXT ANC S K N 28 s QAR
1A AW TESHE 16 257 ; ©PCLE 72 h N IIRATEE 5
PR 259 s OARBIAEAT B IEBERG s @ e 5 175
©@PCIHT4% B
1.2 ik
1.2.1 WA R E — BTk} B PR A AR AR I 1
il AR (Killip OB RE ST G IFAE G il OB PR
I ) I TR Bl Dk SR PCT AR )45
122 ANC.BR KIM=1 S H A 5256 25 $8 bz il - 7
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(triglyceride, TG) . = % F i 25 11 JIH [ B (highdensi-
ty lipoprotein cholesterol , HDL-C) A% & g 25 H 11
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S B IR B Ik S HU 1 (% )

1% 5(20.00) 48(53.93)

237 6(24.00) 22(24.72)

=337 14(56.00)* 19(21.35)
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R2  AMI B PCI S BRI FEE AKT Y520 K 2 logistic

IS

£zt B SE Waldyy P OR  95%CI
i - - 116 =005 - -

Bk

132 Ref.
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=33 1.17 145 0.65 =0.05 3.22 0.19 ~54.57
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M2 3 1 0L, ANC  JR KMI-1 il AMI #2% PCT 9.36,P#<0.05).
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H P A0 A AT 3 e R S B B R A i AKX
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