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Effect of Oral Sodium Bicarbonate on Progression of Chronic Kidney Disease

LIU Jinl, MEI LifanZ(I.Department of Renal, the Appendix Hospital of Luzhou Medical College, Luzhou 646000, China;
2.Department of Renal, Boai Hospital of Zhongshan City, Southern Medical University, Zhongshan 528403, China)

ABSTRACT: OBJECTIVE To study whether orally administrated sodium bicarbonate slows the decline of renal function in
chronic kidney disease (CKD). METHODS All of 110 patients with CKD were randomly divided into sodium bicarbonate
group and placebo group, and received the treatment with sodium bicarbonate or placebo for 2 years. Decline rate of glomerular
filtration rate (eGFR), the ratio of patients with rapid decline of eGFR[>3 mL-min~*.(1.73 m)™2.y~'] developed to end stag renal
disease(ESRD) [eGFR<10 mL-min~(1.73 m)™] were estimated before and after the treatment. Serum albumin and dielary
protein intake were measured at the same time. RESULTS Compared with placebo group, decline in eGFR was slower in
sodium bicarbonate group(P<0.05) after treatment of 2 years. Patients in bicarbonate group were significantly less than
experience rapid progression(P<0.05). Fewer patients in bicarbonate group developed ESRD(P<0.05). Nutritional parameters
improved significantly in bicarbonate group. CONCLUSION  Bicarbonate slows the rate of progression of CKD to ESRD and
it improves nutrition status among patients with CKD.

KEY WORDS: metabolic acidosis; chronic kidney disease; bicarbonate; glomeralar filtration rate; proteinuria; blood pressure
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Tab 1 Comparison of baseline clinical data of patients
between sodium bicarbonate group and placebo group(n=55)
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Tab 2 Comparison of laboratory data before and after treatment between sodium bicarbonate group and placebo group(Xx £ s, n=55)

5 BRI IR A AN 4L
I

B 12 A 24 A TR 12 A 24
# kL% CO,-CP/mmol.L71® 19.5+1.3 20.4+1.2 20.5+1.0 19.0+1.8 22.8+1.3% 24.5+1.4Y
eGFR/mL-min"1-1.73 m2® 21.746.1 18.247.1 15.945.2 21.545.9 19.2+7.5 19.6+5.3Y
HERIgd™ 1.940.5 1.3+0.4 1.240.7 1.8+0.8 1.3+0.5 1.3+0.6
W 4ii i /mmHg 124.4+1.7 127.247.8 125.145.5 123.9+1.4 127.5+8.3 125.8+6.3
#75K K /mmHg 75.3+1.1 75.2+3.4 75.4+2.7 75.1+1.8 75.7+2.3 75.6+2.9
SR A /mmol- L7t 141.5+3.5 130.2+3.1 135.3+3.1 141.3+4.1 145.5+5.22 163.1+6.7Y
1375 8 /mmol- L™ 5.840.7 5.8+0.8 5.8+0.9 5.7+0.6 5.4+0.5? 4.8+0.5Y
137545 /mmol- L™ 2.23+0.2 2.23+0.2 2.41+0.2 2.31+0.2 2.33+0.3 2.35+0.2
1L 375 8 /mmol- L7 1.450.2 1.41+0.3 1.55+0.3 1.460.3 1.450.2 1.44+0.3
e E AN gd? 0.95+0.14 0.850.2 0.95+0.18 0.9+0.25 0.92+0.15 1.13+0.25Y
nPNA/g-kg™*© 1.04+0.2 1.08+0.3 1.13+0.2 1.0+0.25 0.95+0.3 0.9+0.25Y
M EEAg L™ 35.242.5 36.0+2.6 36.6+2.8 34.9+15 37.5+1.7 41.2+1.3Y
4L 2 /gLt 96.6+22.3 109.4+15.5 118.6+12.1% 104.3+25.2 113.5+19.4 128.5+17.0

TE: Gt 24 H R, VP<0.05; HcRi 12 Ak, 2P<0.05; 5z

BRI IE:, 9P>0.05; HHi i, YP<0.05

Note: Compared with placebo for 24 months, l)P<0.05; compared with placebo for 12 months, 2)P<0.05; compared with placebo baseline, 3)P>0.05;

compared with baseline, 9p<0.05
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