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ABSTRACT Objective: To observe the effect of Qizhu capsule combined with Acupoint Application on blood lipid, renal function
and serum levels of transforming growth factor-g1 (TGF-B1) and connective tissue growth factor (CTGF) in patients with diabetic
nephropathy (DN) at stage [II-IV. Methods: 90 patients with DN in our hospital from March 2018 to August 2020 were selected, and they
were randomly divided into control group (n=45) and study group (n=45). The control group was treated with conventional western
medicine, and the study group was treated with Qishu capsule combined with Acupoint Application on the basis of the control group,
with 4 weeks of treatment. The curative effect, TCM syndrome score, blood lipid, renal function, serum TGF-B1 and CTGF levels were
compared between the two groups. Results: After 4 weeks of treatment, the total effective rate of the study group was 88.89% (40/45),
which was higher than 68.89% (31/45) of the control group (P<0.05). After 4 weeks of treatment, the TCM syndrome score, total choles-
terol (TC), triglyceride (TG), low density lipoprotein (LDL), serum creatinine (SCR), blood urea nitrogen (BUN), TGF-B1, CTGF and
urinary albumin excretion rate  (UAER) of the study group were lower than those of the control group (P<0.05), and the high density
lipoprotein (HDL) of the study group was higher than that of the control group (P<0.05). Conclusion: Qizhu capsule combined with acu-
point application can effectively improve the blood lipid and renal function of patients with DN stage II[-IV, promote the remission of
symptoms, and reduce the levels of serum TGF-B1 and CTGF.
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Table 1 Comparison of blood lipid indexes between the two groups(xt s )

TC(mmol/L) TG(mmol/L) HDL(mmol/L) LDL(mmol/L)
Groups Before 4 weeks after Before 4 weeks after Before 4 weeks after Before 4 weeks after
treatment treatment treatment treatment treatment treatment treatment treatment
Control group
(145 5.98% 0.46 4.46% 0.57* 3.14% 0.46 2.25+ 0.38* 1.47+ 0.29 1.72¢ 0.33* 3.51+ 0.35 2.62+ 0.37*
n=
Study group
(1=45) 6.04+ 0.58 3.54+ 0.62* 3.18% 0.41 1.63+ 0.52* 1.51% 0.32 1.94+ 0.35%* 3.46% 0.49 1.95+ 0.24*
n=
t 0.544 7.328 0.435 6.458 0.621 3.068 0.557 10.191
P 0.5884 0.000 0.664 0.000 0.536 0.003 0.579 0.000
Note: compared with the same group before treatment, *P<0.05.
%2 WABINEEIRIRXTLE (v 5)
Table 2 Comparison of renal function indexes between the two groups(xt s )
Scr( wmol/L) BUN(mmol/L) UAER(mg/24 h)

Groups 4 weeks after 4 weeks after 4 weeks after
Before treatment Before treatment Before treatment
treatment treatment treatment
Control group(n=45) 115.23+ 19.57 93.13% 12.49* 6.34% 0.52 475+ 0.42* 235.62+ 19.83 159.27+ 22.26*
Study group(n=45) 113.18% 17.29 72.98+ 9.81* 6.49+ 0.47 3.32+ 0.37* 233.61% 20.74 96.38+ 14.65*
t 0.527 8.511 1.436 17.138 0.470 15.831
P 0.600 0.000 0.155 0.000 0.640 0.000

Note: compared with the same group before treatment, *P<0.05.

% 3 WAIMTE TGF-1.CTGF /KPEXfLE (x5 )
Table 3 Comparison of serum TGF - 81 and CTGF levels between the two groups(xt s)

TGF-B1(ng/L) CTGF(pg/L)
Groups
Before treatment 4 weeks after treatment Before treatment 4 weeks after treatment
Control group(n=45) 60.95+ 8.14 52.16x 7.91* 225.07+ 14.64 174.01+ 15.35%
Study grou(n=45) 60.68+ 7.25 38.49+ 6.78* 224.32+ 16.74 121.42+ 14.09*
t 0.166 8.802 0.226 16.931
P 0.898 0.000 0.822 0.000

Note: compared with the same group before treatment, *P<0.05.
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