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Therapeutic value of Xuelian Yishen granules in elderly patients with stages

II-1V diabetic Kidney disease of spleen-kidney qi deficiency pattern
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[ Abstract] Objective To investigate the therapeutic value of Xuelian Yishen granules in elderly patients with stages I — IV
diabetic kidney disease (DKD) of spleen-kidney qi deficiency pattern, and explore the effects on the levels of serum inflammatory factors
and urinary podocyte slit diaphragm protein ( Nephrin) and membrane protein (Podocin). Methods A total of 115 elderly patients with
stages [I-IV DKD and syndrome differentiation of spleen-kidney qi deficiency syndrome admitted to Urumqi hospital of traditional Chinese
medicine from August 2022 to September 2024 were enrolled and randomly divided into a Xuelian group (losartan potassium tablets plus
Xuelian Yishen granules, n=57) and control group (losartan potassium tablet, n=56). After 3 months of continuous treatment, glucose
metabolism indicators, renal function indicators, serum inflammatory factors, and urinary Nephrin and Podocin levels were compared
between groups. The effective rate of treatment and efficacy of traditional Chinese medicine (TCM) syndromes were also evaluated and
compared. Data analysis was performed by using SPSS 26. 0 statistics. Depending on data type, independent samples i-test, paired
samples ¢-test or Chi-square test was applied for comparisons between groups. Results  The effective rate of treatment and effective rate of
TCM syndromes were significantly higher in the Xuelian group than the control group (94. 74% vs 62. 07% , 94. 74% vs 60. 34% , both P<
0.05). After treatment, urinary albumin excretionrate, urine microalbumi, blood urea nitrogen, serum creatinine, interleukin-6, tumor
necrosis factor-a, Nephrin and Podocin in both groups were all decreased compared with those before treatment, and the above indicators
in Xuelian group after treatment were lower than those in control group (all P<0.05). Conclusion Xuelian Yishen granules
effectively reduce proteinuria and improve renal function in elderly DKD patients with stages Il =1V and spleen-kidney qi deficiency

pattern, with favorable therapeutic efficacy.
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R1 WARE-MABILE

Table 1  Comparison of general data between two groups
Gop 1 Gender[n(%) ] Age BMI T2DM course  DKD staging[ n(%) ] DBP SBP HR
Male Female — (years, xts) (kg/m’, xs)  (years, xis) I I\ (mmHg, xts) (mmHg,xts) (times/min, xts)
Xuelian 57 37(6491) 20(35.09)  64.49+3.49 23.48+2.19 13.152245  33(57.89) 24(42.11) 80.45+6.38 115.74£11.27 84.46+7.38
Control 58 40(5897) 18(31.03)  6533+4.03 23.64+2.05 1298+2.73  30(51.72) 28(48.28) 81.04+7.71 114.96+10.86 83.47+6.84
X2 0214 1.1% 0405 0.351 0442 0447 0.378 0.746
P value 0.644 0235 0.687 0.726 0.506 0.656 0.706 0457

BMI: body mass index; T2DM: type 2 diabetes mellitus; DKD: diabetic kidney disease; DBP: diastolic blood pressure; SBP: systolic blood pressure;

HR: heart rate. 1 mmHg=0. 133 kPa.
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x2 WMABEFRTITALR
Table 2 Comparison of treatment efficacy between two groups [n(%)]
Group n Markedly effective Effective Ineffective Total effective rate
Xuelian 57 24(42.11) 30(52.63) 3(5.26) 54(94.74)
Control 58 12(20.69) 24(41.38) 22(37.93) 36(62.07)
X2 - - - 18.033
P value - - - <0.001
—: no datum.
®3 MAREFPEIERTHILR
Table 3 Comparison of TCM syndrome efficacy between two groups [n(%)]
Group n Markedly effective Effective Ineffective Total effective rate
Xuelian 57 24(42.11) 30(52.63) 3(5.26) 54(94.74)
Control 58 12(20.69) 23(39.66) 23(39.66) 35(60.34)
X2 - - - 19.434
P value - - - <0.001
TCM: traditional Chinese medicine. —: no datum.
R4 WMABRFRTAEERELLR
Table 4 Comparison of renal function between two groups before and after treatment (x+s)
Before treatment After treatment
Group n UAER UMALB BUN SCr UAER UMALB BUN SCr
('mg/24h) ('mg/24h) ('mmol/L) (pmol/L) (mg/24h) (mg/24h) (mmol/L) (pmol/L)
Xuelian 57 277.95:46.68 160.45+32.15 5.16+1.35  87.45%£25.69  213.87+50.31" 77.69+16.37" 4.43+1.02° 74.11£15.63"
Control 58  276.84+44.05  158.96+29.31  5.19+1.25  88.03+24.89  245.96+46.51* 106.42+22.15*  4.91+1.19* 80.23+16.31"
t 0.131 0.260 0.124 0.123 3.553 7.899 2.321 2.054
P value 0.896 0.796 0.902 0.902 <0.001 <0.001 0.022 0.042

UAER: urinary albumin excretionrate; UMALB: urine microalbumin; BUN; blood urea nitrogen; SCr: serum creatinine. Compared with before treatment,

* P<0. 05.

R5 WHABERTAIGMAERMERER TS

Table 5 Comparison of blood glucose and serum inflammatory factors between two groups before and after treatment — (xzs)
Before treatment After treatment
Group n FBG HbAlc IL-6 TNF-a FBG HbAlc IL-6 TNF-a
(mmol/L) (%) (pg/ml) (pg/ml) (mmol/L) (%) (pg/ml) (pg/ml)
Xuelian 57 6.74+1.16 6.54+1.25 21.65+6.35 38.11%5.24 6.71+1.38 6.31+1.32 15.33£4.02" 22.69+3.79 "
Control 58 6.81+1.25 6.61+1.15 22.07+5.97  38.94+5.02 6.79+1.43 6.56+1.21 19.49+4.45* 30.38+4.35"
t 0.311 0.313 0.365 0.867 0.305 1.059 5.258 10.101
P value 0.756 0.755 0.715 0.388 0.761 0.292 <0.001 <0.001

FBG: fasting blood glucose; HbAlc: glycosylated hemoglobin Alc; IL-6: interleukin-6; TNF-a: tumor necrosis factor-a. Compared with before treat-

ment, " P<0.05.

&R 6 THAITHIEIR Nephrin 1 Podocin HEitt 7k 3 Lk %;
Table 6 Comparison of urinary Nephrin and Podocin excretion levels between two groups before and after treatment
(mg/L, x+s)
Before treatment After treatment

Group n

Nephrin Podocin Nephrin Podocin
Xuelian 57 469.15+53.76 712.69+108.48 378.84+40.66 " 576.63+103.54 "
Control 58 467.77+50.54 713.33+112.18 423.54+42.84 " 645.87+116.51 "
13 0.142 0.031 5.737 3.367
P value 0.887 0.975 <0.001 0.001

Compared with before treatment, * P<0. 05.
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