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Effects of Bailing Capsule Combined with Salvia Miltiorrhiza Polyphenolic Acid on Renal Function
and Blood Glucose in Elderly Patients with Stage [V Diabetic Nephropathy
Sun Shengkui, Fan Yinyan,Zuo Lina, Liao Jianhong
(The Second Hospital of Huangshi,Huangshi 435000, China )

Abstract Objective:To investigate the regulation effect of Bailing Capsule combined with salvia miltiorrhiza polyphenolic acid on
renal function and blood glucose in elderly patients with stage [V diabetic nephropathy. Methods: From January 2017 to January
2018,130 cases of elderly patients with stage IV diabetic nephropathy were selected in the Second Hospital of Huangshi. According
to different treatment methods ,they were randomly divided into an observation group and a control group. There were 65 cases in
each group. The control group was treated with salvia miltiorrhiza polyphenolic acid alone and the experimental group was treated
with Bailing Capsule combined with salvia miltiorrhiza polyphenolic acid. The changes of blood glucose and renal function were
compared before and after the treatment for 4 weeks. Results:1) In the observation group, the renal function B2-MG (2. 03 +0. 84)
mmol/L, UPE(120. 61 +9. 25) mg/d, Scr(220. 56 + 12. 18 ) wmol/L, BUN (2. 42 +0. 69 ) mmol/L, UAER (325. 13 + 12. 08 ) mg/
24 h were significantly lower than that of the control group( P <0.05) ; 2)In the observation group, Leptin(7.03 1. 09)ng/mL,
2 hPG(7. 61 £0. 85) mmol/L,HbAlc(7.56 +1.23)% ,FPG(5. 13 £ 1. 24) mmol/L were significantly lower than that of the con-
trol group and APN(15.22 +2. 16) mg/L was significantly higher than that of the control group(P <0.05) ; 3) There was no sig-
nificant difference in the total adverse reaction rate between the observation group(7.69% ) and the control group(9.23% ) (P >
0.05) . Conclusion: For the elderly patients with stage IV diabetic nephropathy, combined therapy of traditional Chinese medicine
and western medicine of Bailing Capsule combined with salvia miltiorrhiza polyphenolic acid can effectively control the blood glu-
cose level of the patients,improve renal function indexes,and there are less toxic and side effects which has good clinical applica-
tion value.
Key Words Bailing capsule; Salvia miltiorrhiza polyphenolic acid; Diabetic nephropathy stage IV ; Renal function; Blood glu-
cose
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x2 HABEEINREIEIREUEDR (v £5)
21 5 Ser( wmol/L) BUN( mmol/L) B2-MG( mmol/L) UPE(mg/d) UAER(mg/24 h)
IR (n =65)
FHZ457i 401.98 +15.51 9.04 £2.36 5.09 £1.07 176.98 +13.77 568. 70 +20. 63
G 351.32 +£13.39 5.38£1.52 3.68 1. 15 141.77 £10. 38 416.96 +17.24
WMELL (n =65)
FHZ45 i 412.04 +17.36 9.15+£2.72 5.18 £1.05 181.04 £11.62 579.45 +21.79
EE = 220.56 +12. 18 2.42 £0. 69 2.03 £0. 84 120. 61 £9.25 325.13 £12.08
x3 HBMBEKFETUER(x=s)
2H 5 HbAlc(% ) APN(mg/L) Leptin( ng/mL) 2 hPG( mmol/L) FPG( mmol/L)
IR (n =65)
FHZ45 i 11.98 £2. 16 6.04 £0.74 17.09 £2.07 14.98 +1.77 13.70 £2. 63
G 9.32 £2.05 9.38 £1.67 12.74 2. 11 9.77 +1.38 6.96 £0. 68
WMELL (n =65)
FHZ45 i 12.04 £2.41 6.15 +0. 83 18.18 £3.24 14.04 £1. 62 14.45 £2.79
E = 7.56 +£1.23 15.22 £2. 16 7.03 £1.09 7.61 £0. 85 5.13£1.24
x4 HABEAFRREZEREFROELBR[F(%) ]
H 5 M FRAN & hEE LUE [FHRIEAN X - S i ) SR R R
WELH (n =65) 1(1.54) 0(0.00) 0(0.00) 1(1.54) 0(0.00) 2(3.08) 1(1.54) 5(7.69)
XA (n=65) 0(0.00) 1(1.54) 2(3.08) 2(3.08) 1(1.54) 0(0.00) 0(0.00) 6(9.23)
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