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[Abstract] Objective To investigate the relationship between hypoalbuminemia,inflammation and cor-
onary artery calcification and its progression in peridialysis patients. Methods A total of 97 patients with
chronic kidney disease in the peridialysis period who attended the outpatient clinic and hemodialysis center of
Guiyang First People's Hospital nephrology department from March 2019 to June 2021 were included. The
baseline data of the patients were recorded,including gender,age, primary and secondary renal diseases,com-
plications,body mass index,use of antihypertensive drugs,lipid-lowering drugs,phosphorus binders, vitamin D
receptor agonists,coronary artery calcification score at enrollment and after 12 months of follow-up. Non-he-
modialysis patients took blood on an empty stomach, hemodialysis patients took blood on an empty stomach

before dialysis. Calcium, phosphorus, serum albumin, cholesterol, triglyceride, low-density lipoprotein, high-
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density lipoprotein,high sensitivity C-reactive protein were detected. The whole parathyroid hormone was de-
tected by radioimmunoassay,the clinical data of patients in different groups were observed,and the risk factors
of coronary artery calcification progression were analyzed by univariate and multifactorial logistic regression.
Results Among the 97 patients,a total of 53 patients developed coronary artery calcification after 12 months.
Compared with the group without coronary artery calcification progression, patients in the group with coro-
nary artery calcification progression were older,had a higher proportion of males,a higher incidence of cardio-
vascular and cerebrovascular complications,higher levels of high sensitivity C-reactive protein and parathyroid
hormonei,lower levels of serum albumin, lower levels of cholesterol and low-density lipoprotein. From the
perspective of drug use, patients in the group with coronary artery calcification progression used statins and
phosphorus binders more frequently, all differences were statistically significant (P <0. 05). Compared with
the patients without hypoproteinemia and inflammatory status at baseline, the patients with hypoproteinemia
and/or inflammatory status at baseline were older,had a higher proportion of diabetes,higher body mass in-
dex,lower high density lipoprotein,and higher proportion of coronary artery calcification progression after 12
months,all differences were statistically significant (P <C0. 05). Multiple regression analysis showed that hy-
poproteinemia, high sensitivity C-reactive protein,the presence of coronary artery calcification at baseline and
the level of low density lipoprotein were significant independent risk factors for the progression of coronary ar-
tery calcification. Conclusion More than half of the patients in the peridialysis period were associated with in-
flammation and/or malnutrition, and inflammation and malnutrition were significantly associated with coro-
nary artery calcification and coronary artery calcification progression.

Inflammation; Hypoalbuminemia
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