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Association between high —sensitivity C —reactive protein and renal dysfunction in patients with acute
myocardial infarction
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(Department of Cardiology, The Second Hospital, Tianjin Medical University, Tianjin Key Laboratory of lonic —~Molecular Function of
Cardiovascular Disease , Tianjin Institute of Cardiology, Tianjin 300211, China)

Abstract Objective: To investigate whether high—sensitivity C—reactive protein (hs—CRP) is associated with renal dysfunction in patients
with acute myocardial infarction. Methods: A retrospective analysis of 220 patients with AMI admitted to the Second Hospital of Tianjin
Medical University from January 2019 to September 2019 was included. The patients” eGFR was calculated according to the simplified
MDRD equation, and the patients were divided into 141 cases with normal renal function and 79 cases with renal insufficiency. General
clinical data and relevant biochemical indicators were recorded. Bivariate correlation was evaluated by using Spearman correlation.
Results: There were no significant differences in drinking history, hypertension, diabetes, left main disease, single vessel disease, three
vessel disease, length of hospital stay, number of stents, LVEF, LDL, HDL and WBC between the two groups (all P>0.05).The differences in
age, smoking, death, and double vessel disease, NT-proBNP, TC, TG, BUN, hs—CRP, Cr were statistically significant between the two
groups (all P<0.05). BUN, Cr, hs—CRP, NT—ProBNP in the renal insufficiency group were higher than those in the normal renal function
group. Spearman correlation analysis showed that age, Cr, BUN, hs—CRP were negatively correlated with eGFR, which was the main factor
affecting eGFR. Conclusion: The level of hs -CRP is elevated in patients with acute myocardial infarction complicated with renal
insufficiency.
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IRV o I R A8 SR SR VPN TR AR T L
W ZE S B (LVER ) PER DI REIRZS

13 “itF % R SPSS24.0 iitdhfd:, i+
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Tab 1 Comparison of the baseline data between the two groups
415 no ARG BME mIUE BRGSO
5 IAEIE H 41141 68.58+14.30°97(68.8)" 97(68.8)49(34.8) 80(56.7)"
BIIREANG4] 7975.34=11.86 39(49.4) 60(75.9)38(48.1)27(34.2)
215 no RIS BETT AEBEREL AR AAET
BIREIER 4L 141 31(22.0) 6 (4.3)" 7.63+3.69 1.19+1.04 12(8.5)
BofeAadl 79 10(12.7) 18(22.8) 8.52+4.93 0.98+0.91 10(12.7)
415 no BUERRAR BCERAE Z30RAE LVEF/%
BINREIER 4] 141 19 (13.5) 31(22.0)° 59(41.8) 52.41+11.92

BIEAELl 79 4(5.1) 7(8.9) 86(45.6) 4539+14.65
415 n TC/(mmol/L) TG/(mmol/L) LDL-C/(mmol/L)
BIOREIER4L 141 4.64x1.12°  1.97+2.04 2.98+0.85
B Aedl 79 4.26£1.21  1.45+0.89 2.72+1.05
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7.03+2.64 2 818.50+4 985.39* 9.86+3.35
1.01+2.68 1 1183.45+£10260.53 10.07+5.11

BUN/(mmol/L) Hs—CRP/(mg/L) Cr/(pmol/L)

BINREIER AL 141 6.07+2.13° 30+57.88°  71.44+15.77

Bl 79 12.348.02 92+132.01  114.9+24.67
T 5B REA 2, #P<0.05
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Tab 2 Correlation analysis between eGFR and clinical biochemical

indexes

i H r P
Cr -0.815 0.000
BUN -0.554 0.000
Hs-CRP -0.339 0.000
AFEIS -0.447 0.000
HDL-C 0.026 0.704
Glu 0.129 0.056
TC 0.171 0.012
TG 0.145 0.034
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