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Abstract: Objective

metabolic and cardiovascular system in patients with chronic kidney

To evaluate the effects of dapagliflozin tablets on

disease (CKD). Methods CKD patients hospitalized in our institution
who underwent coronary computed tomography angiography ( CCTA )
were divided into dapagliflozin group and non - dapagliflozin group
according to treatment regimens. Levels of uric acid, creatinine, uric
acid reduction rate, creatinine reduction rate and coronary artery calcium
score (CACS) were compared between the two groups. Univariate and
multivariate logistic regression analyses were performed to assess the
independent risk factors of dapagliflozin on coronary artery calcification

(CAC). Results A total of 30 cases were included in dapagliflozin group,
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60 cases were included in non — dapagliflozin group. After treatment, uric acid levels were (182.31 +52.56) and
(221.75 £73.45) pmol - L™', creatinine levels were (49.27 +15.33) and (55.20 +16.43) pmol - L', CACS
were 0 (0, 0) and 0 (0, 28.93) points, uric acid reduction rates were (46.34 +7.45)% and (25.81 £4.56)% , creatinine
reduction rates were (27.23 £5.53)% and (9. 12 £2.46) % , and CAC incidence rates were 3. 33% and 20. 00% in
the dapagliflozin group and non — dapagliflozin group, respectively. All the above indicators showed statistically
significant differences between the two groups (all P <0.05). Multivariate logistic regression analysis showed that,
after adjusting for confounding factors including sex, body mass index (BMI) , systolic blood pressure (SBP) , diastolic
blood pressure (DBP), uric acid, total cholesterol, low — density lipoprotein cholesterol (LDL - C) and glycated
hemoglobin (HbAlc), dapagliflozin remained an independent protective factor against CAC (OR =0. 128, 95% CI;
0.03 -0.62, P<0.05). The main adverse drug reactions of dapagliflozin group were mild genitourinary infection and
postural hypotension; hypoglycemia and urinary tract infection were the main adverse drug reaction in non —
dapagliflozin group. The total incidence of adverse drug reactions in dapagliflozin group and non — dapagliflozin group
were 10. 00% and 6. 67% , respectively, with no significant difference in statistics (P >0.05), demonstrating good
safety profile. Conclusion Dapagliflozin tablets can significantly reduce uric acid, creatinine and CACS levels in CKD
patients, and may serve as a potential protective factor against coronary artery calcification.
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Table 1 Comparison of general information in two groups (x %s)

ltem Non — dapagliflozin ~ Dapagliflozin
(n=60) (n=30)
Sex (‘male/female) 37/23 15/15
Age (year) 53.07 £7.17 56.14 £8.76
BMI (kg + m~?) 24.06 +2.29 22.87 +2.18
SBP (mmHg) 117.32 +11.38  111.41 £13.78
DBP ( mmHg) 77.81 +8.87 72.00 +11.97
Triglycerides (mmol - L=') * 1.68 (1.12,2.33) 1.76 (1.06, 2.05)
Total cholesterol (mmol + L~1) 4.56 £1.06 4.29 £0. 65
LDL - C (mmol - L7") 3.08 +1.02 2.86 +0. 68
HDL - C (mmol - L™1) 1.03 £0.25 1.08 £0. 26
Uric acid (umol + L=") 298.87 £63.88  338.90 +95.02
Creatinine (pmol + L™1) 60.74 £17.74 68. 34 +20.49
FBG (mmol - L7') * 7.78 (5.55,9.02) 6.72 (5.89, 8.53)
HbAlc (%) 5.84 +0.70 5.90 +0.71
24 — hour urinary protein (g) 1.02 £0.21 1.04 £0.20
Plasma albumin (g - L™") 34.23 £2.59 34.00 £2. 68

BMI: Body mass index; SBP: Systolic blood pressure; DBP: Diastolic
blood pressure; LDL - C: Low — density lipoprotein cholesterol; HDL - C.
High — density lipoprotein cholesterol; FBG: Fasting blood glucose;
HbAlc: Hemoglobin Alc; Non — dapagliflozin group: Patients who did not
receive dapagliflozin or other SGLT2 inhibitors; Dapagliflozin group:
Patients who received dapagliflozin 10 mg once daily for at least 12 weeks;

*:Data are presented as median (interquartile range).

R2 2 4UBHEIRIR JIUBRET KSR ESAH LA (v £ 5)
Table 2 Comparison of uric acid, creatinine and coronary artery

calcification between two groups(x +s)

Dapagliflozin
(n=30)

Non - dapagliflozin
(n=60)

Variables

Uric acid (pumol + L=") 221.75+73.45  182.31 +52.56*

Creatinine (pmol + L™") 55.20 £16.43 49.27 +15.33*
Uric acid reduction rate (% ) 25.81 £4.56 46.34 +7.45 "
Creatinine reduction rate (% ) 9.12 +2.46 27.23 £5.53 "
CACS (points)* 0(0, 28.93) 0(0,0)"
CAC(n, %) 12(20.00) 1(3.33) "

CACS: Coronary artery calcium score; CAC: Coronary artery calcification;
Compared with non — dapagliflozin, * P < 0.05,*; Data are presented as

median (interquartile range).

BMI % 5K J& ( diastolic blood pressure, SBP) . DBP . JR
MR o L [ P ARG B i A 1 IH ] (low — density
lipoprotein cholesterol, LDL. — C ) A1 B {k Ifil 21 2§ A
(glycated hemoglobin, HbAlc) ZE1R 2% N & )5 , 1545 5
FE AL S8 2 CAC Byt S R4 & (OR = 0. 13,
95% CI; 0.03 ~0.62,P<0.05), L34,

&3 KIS AN R Logistic [B1IH 7347

Table 3  Univariate logistic regression analysis of coronary artery

calcification

Variables OR (95% CI) P
Age 1.05(0.99, 1.12) 0.12
Male 0.31(0.11, 0.85) 0.02
Smoking 1.03(0.25, 4.22) 0.96
Diabetes 0.37(0.13, 1.02) 0.05
Hypertension 0.82(0.26, 2.54) 0.73
BMI 0.78(0.62, 0.99) 0.04
SBP 0.96(0.91, 1.00) 0.05
DBP 0.94(0.88, 0.99) 0.02
Triglycerides 0.81(0.45, 1.45) 0. 47
Total cholesterol 0.71(0.39, 1.28) 0.25
LDL-C 0.75(0.42, 1.35) 0.34
HDL - C 2.17(0.34, 14.07) 0.41
Uric acid 1.01(1.00, 1.01) 0.03
Creatinine 1.02(0.99, 1.05) 0.11
FBG 0.95(0.81, 1.10) 0.48
HbAlc 1.12(0.58, 2.16) 0.74
Dapagliflozin 0.14(0.03, 0.66) 0.01

OR: Odds ratio; CI; Confidence interval.

R4 ERKESZNER Logistic [219 7347

Table 4 Multivariate logistic regression analysis of coronary artery

calcification

Variables OR (95% CI) P
Male 0.31(0.08, 1.14) 0. 08
BMI 0.90(0.69, 1.16) 0.41
SBP 0.97(0.93, 1.01) 0.12
DBP 0.93(0.88, 0.99) 0.02
Uric acid 1.01(1.00, 1.01) 0.13
Total cholesterol 0.76(0.43, 1.36) 0.36
LDL -C 0.81(0.45, 1.46) 0. 49
HbAlc 1.09(0.56, 2.13) 0.79
Dapagliflozin 0.13(0.03, 0.62) 0.01
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BEEAL &K 72 4 (advanced glycation end — products,
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