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Mechanism of Danzhi Jiangtang capsule in improving Kidney tissue injury in db/db
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(1.800.900 450 mg - kg™ + d~' PHEEFEHEHEHE) , 55 Lh db/m /N RAE A2 AL
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Abstract;: Objective
Jiangtang capsule on kidney of db/db mice with diabetic kidney disease

To investigate the protective effect of Danzhi

(DKD) and its effects on the autophagy — lysosomal pathway. Methods

The db/db mice were randomly divided into model group (0.2 mL - d~'
0.9% NaCl) , positive control group (45 mg « kg™' « d~
- L groups (1 800, 900 and 450
mg - kg™' - d”' Danzhi Jiangtang capsule), and another db/m mice
were taken as blank group (0.2 mL - d~' 0.9% NaCl), which were
continuously infused for 8 weeks. The expression levels of sequestosomel

(P62 ), microtubule - associated protein light chain 3 ( LC3),

1.
irbesartan )

and experimental — H, - M,

transcription factor EB (TFEB) , lysosomal associated membrane protein 1
(LAMP -1) and cathepsin D (CTSD) were detected in renal tissues by

Western blot. Results The relative expression levels of P62 protein in
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blank group, model group, positive control group and experimental — H,

- M, - L groups were 1.00 = 0.04,

7.66 £0.27,3.52£0.11, 2.21 £0.09, 2.86 £0. 10 and 4.05 £0. 16; the LC3 I/ T levels were 1.00 £0. 02,
0.17 £0.01, 0.71 £0.08, 0. 86 +0.05, 0. 80 +0. 04 and 0. 73 0. 06; the TFEB protein levels were 1. 00 =0. 01,
0.17+£0.01, 0.30 £0.01, 0.63 £0.01, 0.45 £0.01 and 0.42 = 0.01; the LAMP - 1 protein levels were
1.00 £0.01, 0.28 £0.02, 0.42 +0.01, 0. 77 £0.00, 0.55 +0. 03 and 0.40 +0. 02; the CTSD protein levels were
1.00 £0.04, 0.27 £0.03, 0.47 £0.04, 0.73 £0.02, 0.63 £0.01 and 0. 52 £0. 02. The differences between the

above indexes in the experimental - H,

- M, - L groups and the model group were statistically significant ( all

P <0.01). Conclusion Danzhi Jiangtang capsule can improved renal damage in db/db mice, which may be related to

the repair of autophagy — lysosome pathway, accelerate clearance of abnormal proteins and degradation of organelles.
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Table 1 Comparison of inflammatory factor levels in each group of mice (x +s)

Group n INF - (pg - mL™") IL-1B (pg - mL™") IL-6 (pg-mL™")
Blank 8 804.27 +24.72 72.97 +20. 09 113. 85 £24.98

Model 8 1163.75+101.70 * * 126.70 £3,38 * * 218.01 £+6.53* *
Positive control 8 859. 33 +40. 30" 117.56 +16. 40 157.78 +19. 30"
Experimental — H 8 878. 18 +64. 87* 97.62 £21.37% 164. 41 +17. 20"
Experimental — M 8 912. 97 +30. 90** 101. 16 £9. 76 170. 65 +42. 64**
Experimental — L 8 935. 15 +54.20% 125.50 3. 89 176.87 +13.93*

Blank and model groups: 0.2 mL - d ' 0.9% NaCl; Positive control group: 45 mg -« kg~' - d ! irbesartan; Experimental - H, —M, —L groups; 1 800,

900, 450 mg + kg~' + d~' Danzhi Jiangtang capsule; TNF — o: Tumor necrosis factor — o3 IL: Interleukin; Compared with blank group, **P <0.01;

Compared with model group, *P <0. 01.
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Figure 1

Effect of Danzhi Jiangtang capsule on renal tissue pathology in mice ( % 100)

I : Hematoxylin — eosin staining; II ; Masson staining; A: Blank group; B: Model group; C: Positive control group; D, E, F: Experimental -H, -M, -L

groups, respectively.
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Figure 2
A - F. Refer to figure 1.
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Ultrastructure of renal tissue in each group observed by transmission electron microscope ( x5 000)

Table 2 Expression of signaling pathway — related proteins in femur tissues in each group of renal tissues of mice (x +s)

Group P62 LC3M/ 1 TFEB LAMP -1 CTSD
Blank 1.00 +0. 04 1..00 0. 02 1..00 +0. 01 1.00 £0. 01 1.00 +0. 04
Model 7.66 £0.27** 0.17 £0.01** 0.17 £0.01** 0.28 £0.02* * 0.27 £0.03* *
Positive control 3.52+0.11% 0.71 0. 08% 0.30 +0.01% 0.42 +0.01% 0.47 0. 04%
Experimental - H 2.21 £0.09% 0. 86 +0. 05" 0.63 +0.01% 0.77 +0. 00" 0.73 +0.02%
Experimental — M 2.86 +0. 10" 0. 80 +0. 04" 0.45 +0.01% 0.55 +0. 03" 0.63 +0.01%
Experimental — L 4.05 0. 16" 0.73 £0. 06" 0.42 £0.01% 0.40 £0. 02" 0.52 +0. 02%

Dose and n refer to table 1; P62 Sequestosomel ; LC3 II/1: Microtubule — associated protein light chain 3 II/I; TFEB: Transcription factor EB; LAMP -1 Lysosomal

associated membrane protein 1; CTSD: Cathepsin D; Compared with blank group, ** P <0.01; Compared with model group, *P <0. 01.
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