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Abstract: Diabetic kidney disease (DKD) is a common microvascular complication of diabetes and an important cause of chronic kidney
disease progressing to kidney failure. Its onset and progression are not attributable to hyperglycemia alone, but rather to the combined
effects of multiple factors, including disorders of glucose and lipid metabolism, abnormal glomerular hemodynamics, oxidative stress,
inflammatory responses, impaired autophagy, programmed cell death, and renal fibrosis. Modern medical treatment has evolved from
simply controlling blood glucose and blood pressure to comprehensive interventions aimed at reducing proteinuria and providing
cardiorenal protection. Sodium-glucose cotransporter 2 (SGLT2) inhibitors, renin-angiotensin-aldosterone system (RAAS) inhibitors,
glucagon-like peptide-1 (GLP-1) receptor agonists, and nonsteroidal mineralocorticoid receptor antagonists play important roles in
slowing disease progression. In traditional Chinese medicine (TCM), DKD is considered a disorder characterized by deficiency in the root
and excess in the branch, with qi-yin deficiency and spleen-kidney deficiency as the root and dampness, blood stasis, phlegm, turbidity,
and toxin as the manifestations of excess. Chinese herbal formulas, proprietary Chinese medicines, and herb pairs may ameliorate renal
injury through multitarget regulation. This review summarizes the major pathogenic mechanisms of DKD and advances in Western and

Chinese medical treatment, with the aim of providing a reference for clinical prevention and management.
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1. Introduction

Diabetic kidney disease (DKD) is one of the most common
and serious microvascular complications of diabetes, and
approximately 20%-40% of patients with diabetes develop
varying degrees of renal impairment [1]. DKD is mainly
characterized by increased urinary albumin excretion and a
progressive decline in glomerular filtration rate. As the
disease advances, patients may develop overt proteinuria,
edema, and renal dysfunction, eventually progressing to
end-stage renal disease [2]. Its onset and progression are
influenced by multiple factors. Persistent hyperglycemia and
abnormal glomerular hemodynamics constitute important
pathophysiological foundations, while oxidative stress,
inflammatory responses, impaired autophagy, and renal
fibrosis also participate in disease progression [3]. A long
duration of diabetes, poor glycemic control, hypertension,
dyslipidemia, and obesity may further increase the risk of
DKD [4]. With the growing prevalence of diabetes, the
disease burden associated with DKD continues to increase.
This article systematically reviews the pathogenesis of DKD
and advances in Chinese and Western medical treatment, with
the aim of providing a reference for clinical prevention and
management.

2. Pathological Basis

Disease

of Diabetic Kidney

DKD may involve the glomeruli, tubulointerstitium, and renal
microvasculature. Early pathological changes mainly include
glomerular hypertrophy, thickening of the basement
membrane, and mesangial matrix expansion, whereas
progressive disease may be accompanied by podocyte
detachment, foot process effacement, glomerulosclerosis, and
nodular lesions [5]. Persistent hyperglycemia, proteinuria,

inflammation, and hypoxia may also damage renal tubular
epithelial cells, promote fibroblast activation and extracellular
matrix deposition, and ultimately lead to renal interstitial
fibrosis [6].In addition, hyaline degeneration and luminal
narrowing of the renal microvasculature may further reduce
tissue perfusion, create an ischemic and hypoxic
microenvironment, and interact with tubular injury to
aggravate disease progression [7].Therefore, DKD is not
merely a glomerular disease, but rather a chronic injury
involving the entire nephron, including the glomeruli,
tubulointerstitium, and microvasculature. The cumulative
burden of these pathological changes ultimately determines
the rate of renal function decline [8].

3. Pathogenesis of Diabetic Kidney Disease

3.1 Disorders of Glucose and Lipid Metabolism and
Hemodynamic Changes

Persistent hyperglycemia can activate the polyol, protein
kinase C, and hexosamine pathways and promote the
formation of advanced glycation end products (AGEs) [9].
Binding of AGEs to the receptor for advanced glycation end
products (RAGE) can induce oxidative stress and
inflammatory responses, resulting in injury to podocytes,
mesangial cells, and renal tubular epithelial cells [10].
Lipotoxicity caused by dyslipidemia and insulin resistance
may further aggravate renal damage [11]. In the early stages
of diabetes, increased sodium-glucose reabsorption in the
proximal tubule suppresses tubuloglomerular feedback and
causes dilation of the afferent arteriole. At the same time,
activation of the RAAS causes relative constriction of the
efferent arteriole, leading to glomerular hyperfiltration and
intraglomerular hypertension. Persistent mechanical stress
subsequently damages the filtration barrier and promotes the
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development of proteinuria.

3.2 Oxidative Stress, Mitochondrial Dysfunction, and
Inflammation

Hyperglycemia can activate NADPH oxidase and disrupt the
mitochondrial electron transport chain, resulting in increased
production of reactive oxygen species (ROS) [12]. Excessive
ROS can damage lipids, proteins, and DNpA and induce a
decrease in mitochondrial membrane potential, reduced ATP
production, and impaired mitophagy, thereby forming a
vicious cycle of “oxidative stress-mitochondrial injury-
aggravated oxidative stress.” Meanwhile, hyperglycemia,
AGEs, and ROS can activate NF-kappaB and the NLRP3
inflammasome, promoting the release of inflammatory
mediators such as TNF-alpha, IL-1beta, IL-6, and IL-18.
Inflammation and oxidative stress reinforce each other,
continuously amplifying renal injury [13].

3.3 Impaired Autophagy, Programmed Cell Death, and
Renal Fibrosis

Autophagy removes damaged organelles and abnormal
proteins and is an important mechanism for maintaining
homeostasis in podocytes and renal tubular cells. In diabetes,
impaired autophagic flux leads to the accumulation of
damaged mitochondria and abnormal proteins, while
enhanced endoplasmic reticulum stress can further induce
apoptosis [14]. In recent years, pyroptosis and ferroptosis
have also been implicated in DKD progression. The
NLRP3/caspase-1/GSDMD pathway is closely associated
with pyroptosis, whereas dysfunction of the SLC7A11/GPX4
antioxidant  system  promotes iron-dependent lipid
peroxidation [15]. Persistent hyperglycemia, inflammation,
and oxidative stress ultimately activate profibrotic signaling
pathways such as TGF-beta/Smad, resulting in the deposition
of collagen and fibronectin and promoting glomerulosclerosis
and renal interstitial fibrosis [16]. These mechanisms do not
act independently but show extensive cross-talk: oxidative
stress can activate inflammasomes, inflammation can further
aggravate mitochondrial injury, and impaired autophagy
reduces the clearance of damaged organelles. Together, these
abnormalities promote cell death and fibrosis and form a
continuously progressive pathological network.

4. Advances in Western Medical Treatment of
Diabetic Kidney Disease

4.1 Glucose-Lowering and Cardiorenal Protective

Therapy

Appropriate glycemic control is the foundation of DKD
treatment. Dipeptidyl peptidase-4 (DPP-4) inhibitors improve
glucose metabolism by increasing endogenous GLP-1 levels
and may also exert certain effects on inflammation and
urinary albumin excretion [17]. although their principal role
remains glycemic management. SGLT2 inhibitors reduce
glucose and sodium reabsorption in the proximal tubule,
restore tubuloglomerular feedback, and decrease glomerular
hyperfiltration and intraglomerular pressure. They may also
reduce inflammation, oxidative stress, and metabolic burden
and have therefore become important agents for renal
protection in DKD [18]. In addition to improving glycemic

control, GLP-1 receptor agonists can reduce body weight and
cardiovascular risk. Studies of agents such as semaglutide
have shown improvements in important renal outcomes,
providing new treatment options for patients with type 2
diabetes and chronic kidney disease [19].

4.2 RAAS Inhibitors and Nonsteroidal Mineralocorticoid
Receptor Antagonists

Angiotensin-converting enzyme inhibitors (ACEIs) and
angiotensin receptor blockers (ARBs) inhibit the RAAS,
dilate the efferent arteriole, and reduce intraglomerular
pressure, thereby decreasing proteinuria and slowing the
decline in renal function [20]. They are important
foundational therapies for patients with concomitant
hypertension and albuminuria, and serum creatinine and
potassium should be monitored during treatment. Finerenone,
a nonsteroidal mineralocorticoid receptor antagonist, can
further inhibit inflammation and fibrosis and, when added to
standard RAAS blockade, reduce the risk of renal and
cardiovascular events [21]; however, hyperkalemia should be
closely monitored. In patients with inadequate blood pressure
control or concomitant cardiovascular disease, calcium
channel blockers or beta-blockers may be added according to
the clinical situation [22]. Overall, Western medical treatment
emphasizes individualized management according to eGFR,
the degree of albuminuria, blood pressure, serum potassium,
and cardiovascular risk. Rational combinations of drugs with
different mechanisms may further reduce residual renal risk.

5. Advances in Traditional Chinese Medicine
Treatment of Diabetic Kidney Disease

Traditional Chinese medicine does not contain a disease entity
exactly corresponding to “diabetic kidney disease.”
According to its clinical manifestations, including prolonged
xiaoke, proteinuria, edema, and progressive renal dysfunction,
DKD may be categorized under traditional disease concepts
such as xiaoke (wasting-thirst), niaozhuo (turbid urine),
shuizhong (edema), xulao (consumptive disease), and guange
[23]. The kidney is considered the primary organ involved,
with a close relationship to the spleen. Prolonged xiaoke
consumes qi and yin; impaired spleen transportation and
transformation and failure of kidney storage lead to loss of
essence and nutrients through the urine. Qi deficiency may
impair the movement of blood and give rise to blood stasis,
whereas spleen deficiency promotes the accumulation of
dampness and turbidity. With prolonged disease entering the
collaterals, dampness, blood stasis, turbidity, and toxin may
become intertwined. Therefore, DKD is generally
characterized by deficiency in the root and excess in the
branch, with gi-yin deficiency and spleen-kidney deficiency
as the root and dampness-turbidity, blood stasis, and
phlegm-toxin as the branch manifestations. Treatment
commonly includes replenishing qi and nourishing yin,
strengthening the spleen and tonifying the kidney, activating
blood and unblocking the collaterals, clearing heat and
draining dampness, and eliminating turbidity and toxins [24].

5.1 Chinese Herbal Formula Treatment

Chinese herbal formulas can be flexibly modified according
to the stage and syndrome pattern of DKD. Modified Shenqi
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Dihuang Decoction is based on the principles of replenishing
qi and nourishing yin, tonifying the kidney and securing
essence, and activating blood and unblocking the collaterals.
Clinical studies have shown that its addition to Western
medical treatment may improve TCM symptoms, urinary
albumin-to-creatinine ratio (UACR), and certain indices of
glucose metabolism and renal function in patients with early
DKD [25]. Baoshen Formula, which contains Astragalus, raw
and prepared Rehmannia root, and Salvia miltiorrhiza, among
other herbs, is mainly used for patients with qi-yin deficiency
complicated by blood stasis obstructing the kidney collaterals
and may reduce urinary protein and improve renal function
[26]. Tangshenkang Formula focuses on strengthening the
spleen, tonifying the kidney, replenishing qi, and nourishing
yin; related studies suggest that it may delay renal injury by
increasing Klotho protein levels [27]. For patients with
spleen-kidney yang deficiency and retention of water-
dampness, modified Zhenwu Decoction may warm yang and
strengthen the spleen, activate blood, and promote diuresis,
thereby improving edema, urinary protein, and serum
creatinine levels [28]. Chinese herbal formulas are
characterized by treatment of both the root and manifestations
and by multitarget regulation. Modern studies have implicated
effects on oxidative stress, inflammation, autophagy,
podocyte injury, and fibrosis. However, substantial
heterogeneity remains in formula composition, dosage,
treatment duration, and clinical outcome measures, and
high-quality clinical trials are still required.

5.2 Proprietary Chinese Medicine Treatment

Proprietary Chinese medicines have relatively standardized
dosage forms and compositions and are therefore convenient
for long-term combination therapy. Bailing Capsules are
traditionally used to tonify the lung and kidney and replenish
essence and qi; when combined with dapagliflozin, they have
been reported to improve proteinuria, inflammatory markers,
and renal function in patients with DKD [29]. Huangkui
Capsules, whose main ingredient is Abelmoschus manihot
flower, may exert renoprotective effects through anti-
inflammatory and antioxidant actions and by reducing renal
tubular injury [30]. Rehmannia Leaf Total Glycoside
Capsules are traditionally used to nourish yin, clear heat,
promote diuresis, and reduce edema and may improve certain
indices of glucose metabolism, inflammation, and renal
function [31]. Keluoxin Capsules, containing Astragalus,
Rehmannia, Scrophularia, Salvia miltiorrhiza, and other herbs,
are used to replenish qi, nourish yin, activate blood, and
unblock the collaterals and may delay DKD progression by
reducing oxidative stress, inflammation, and microvascular
injury [32].

5.3 Chinese Herbal Pair Treatment

Herb pairs represent a basic form of combination therapy in
Chinese herbal prescriptions. The Huangqin-Huanglian
(Scutellaria-Coptis) pair is used to clear heat and dry
dampness and may exert therapeutic effects by improving
glucose and lipid metabolism and reducing inflammation and
fibrosis [33]. The Yinchen-Yuzhu (Artemisia capillaris-
Polygonatum odoratum) pair combines the actions of
nourishing yin, clearing heat, draining dampness, and
dispersing accumulations and may intervene in DKD through

multiple mechanisms involving metabolism, inflammation,
and oxidative stress [34]. The Cangzhu-Huangbai
(Atractylodes-Phellodendron) pair is characterized by
strengthening the spleen, dispelling dampness, and clearing
damp-heat and is considered suitable for patients with
damp-heat accumulation [35]. The Yizhiren-Wuyao (Alpinia
oxyphylla-Lindera) pair is traditionally used to warm the
kidney, dispel cold, and secure essence; experimental studies
suggest that it may protect renal tissue by regulating
autophagy [36]. Compared with herbal formulas and
proprietary Chinese medicines, research on herb pairs is still
largely concentrated on experimental studies and network
pharmacology, and stronger clinical evidence is needed.

6. Conclusions and Perspectives

DKD is a chronic kidney disease driven by the combined
effects of metabolic abnormalities, glomerular hyperfiltration,
oxidative stress, inflammation, impaired autophagy,
programmed cell death, and fibrosis. Modern medicine has
established a comprehensive cardiorenal protective strategy
based on glycemic and blood pressure management and the
combined use of SGLT?2 inhibitors, RAAS inhibitors, GLP-1
receptor agonists, and finerenone. TCM approaches DKD
from pathogenic patterns such as spleen-kidney deficiency,
qi-yin deficiency, and the accumulation of dampness, blood
stasis, turbidity, and toxin, and applies herbal formulas,
proprietary Chinese medicines, and herb pairs for multitarget
intervention. These approaches have shown potential in
reducing proteinuria, alleviating inflammation, and
preserving renal function. However, current TCM research
remains limited by relatively small sample sizes, insufficient
quality control, and a lack of long-term hard renal endpoints.
Future studies should strengthen multicenter randomized
controlled trials and integrate technologies such as single-cell
sequencing, multi-omics, and organoids to further elucidate
the active material basis and key molecular targets of TCM,
thereby providing more robust evidence for precise integrated
Chinese and Western medical treatment of DKD.

References

[1] ZHAOP, YANJ, PAN B, et al. Association Between the
Risk of Non-Alcoholic Fatty Liver Disease in Patients
with Type 2 Diabetes and Chronic Kidney Disease
[J/OL]. Diabetes, Metabolic Syndrome and Obesity:
Targets and Therapy, 2022, 15: 1141-1151.
DOI:10.2147/DMS0.S356497.

[2] WEI J, DENG X, LI Y, et al. PP2 Ameliorates Renal
Fibrosis by Regulating the NF-«xB/COX-2 and
PPARY/UCP2 Pathway in Diabetic Mice [J/OL].
Oxidative Medicine and Cellular Longevity, 2021, 2021:
7394344. DOI:10.1155/2021/7394344.

[3] NING L, ZHANG X, FANG Y, et al. Construction of a
prognostic assessment model for diabetic nephropathy
based on serum fibrinogen and renal tissue IFTA score
[J/OL]. Journal of Diabetes Investigation, 2026, 17(3):
448-459. DOI:10.1111/jdi.70230.

[4] KARIMIM, VAKILI K, RASHIDIAN P, et al. Effect of
boswellia (Boswellia serrata L.) supplementation on
glycemic markers and lipid profile in type 2 diabetic
patients: a systematic review and meta-analysis [J/OL].

Volume 8 Issue 8 2026

http://www.bryanhousepub.com

63



Journal of Contemporary Medical Practice (JCMP)

ISSN: 2006-2745

(7]

[9]

[10]

[11]

[13]

[14]

[15]

[16]

[17]

Frontiers in Clinical Diabetes and Healthcare, 2024, 5:
1466408. DOI:10.3389/fcdhc.2024.1466408.

TAO Q R, CHU Y M, WEI L, et al. Antiangiogenic
therapy in diabetic nephropathy: A double-edged sword
(Review) [J/OL]. Molecular Medicine Reports, 2021,
23(4): 260. DOI:10.3892/mmr.2021.11899.

WANG S, ZUO A, JIANG W, et al. IMIDIA/NR4A1
Signaling Regulates the Procession of Renal Tubular
Epithelial Interstitial Fibrosis Induced by AGEs in HK-2
[JJOL]. Frontiers in Medicine, 2021, 8: 807694.
DOI:10.3389/fmed.2021.807694.

BIAN Y, YU X, ZHANG J, et al. Geographical analysis
of malignant tumor incidence and treatment in China
[JJOL]. Scientific Reports, 2025, 15(1): 32049.
DOI:10.1038/s41598-025-17452-w.

CHEN B H, LU X Q, LIANG X H, et al. Serpin E1l
mediates the induction of renal tubular degeneration and
premature senescence upon diabetic insult [J/OL].
Scientific Reports, 2023, 13(1): 16210.
DOI:10.1038/s41598-023-43411-4.

HALUZIK M, FROLIK J, RYCHLIK I. Renal Effects of
DPP-4 Inhibitors: A Focus on Microalbuminuria [J/OL].
International Journal of Endocrinology, 2013, 2013:
895102. DOI:10.1155/2013/895102.

WU G, ZHU W, LI G, et al. Investigating the
pathogenesis of urolithiasis through gut microbiome,
plasma metabolome and inflammatory proteome: a
mediation Mendelian randomization study [J/OL].
Clinical Epigenetics, 2025, 18(1): 6.
DOI:10.1186/s13148-025-02014-8.

QI L, KANG N, LT1Y, et al. The Predictive Value of
Visceral Adiposity Index and Lipid Accumulation Index
for Microalbuminuria in Newly Diagnosed Type 2
Diabetes Patients [J/OL]. Diabetes, Metabolic
Syndrome and Obesity: Targets and Therapy, 2021, 14:
1107-1115. DOI:10.2147/DMS0.S302761.

CHE S, MA Y, FU J, et al. Oxidative stress in diabetic
retinopathy: Metabolic triggers, molecular pathways and
emerging antioxidant therapies [J/OL]. International
Journal of Biological Macromolecules, 2026, 344(Pt 2):
150272. DOI:10.1016/j.ijbiomac.2026.150272.
FORMAN D E, KUCHEL G A, NEWMAN J C, et al.
Impact of Geroscience on Therapeutic Strategies for
Older Adults With Cardiovascular Disease: JACC
Scientific Statement [J/OL]. Journal of the American
College of Cardiology, 2023, 82(7): 631-647.
DOI:10.1016/j.jacc.2023.05.038.

JANDREY E H F, BEZERRA M, INOUE L T, et al. A
Key Pathway to Cancer Resilience: The Role of
Autophagy in Glioblastomas [J/OL]. Frontiers in
Oncology, 2021, 11: 652133.
DOI:10.3389/fonc.2021.652133.

LIU T, KONG X, QIAO J, et al. Decoding Parkinson’s
Disease: The interplay of cell death pathways, oxidative
stress, and therapeutic innovations [J/OL]. Redox
Biology, 2025, 85: 103787.
DOI:10.1016/j.redox.2025.103787.

LI Y, XU K, XU K, et al. Roles of Identified Long
Noncoding RNA in Diabetic Nephropathy [J/OL].
Journal of Diabetes Research, 2019, 2019: 5383010.
DOI:10.1155/2019/5383010.

KOTHARI V, GALDO J A, MATHEWS S T.
Hypoglycemic agents and potential anti-inflammatory

[18]

[19]

[20]

[21]

[22]

[23]

[24]

[25]

[26]

[27]

[28]

[29]

[30]

[31]

activity [J/OL]. Journal of Inflammation Research, 2016,
9:27-38. DOI:10.2147/JIR.S86917.

ULAMBAYAR B, GHANEM A S, NAGY A C. Effect
of Anti-Diabetic Medication Use on Sepsis Risk in Type
2 Diabetes Mellitus: A Multivariate Analysis [J/OL].
Geriatrics, 2025, 10(4): 108.
DOI:10.3390/geriatrics10040108.

ALICIC R Z, NEUMILLER ] J. Incretin Therapies for
Patients with Type 2 Diabetes and Chronic Kidney
Disease [J/OL]. Journal of Clinical Medicine, 2023,
13(1): 201. DOI:10.3390/jcm13010201.
PONTREMOLI R, BORGHI C, PERRONE FILARDI P.
Renal protection in chronic heart failure: focus on
sacubitril/valsartan [J/OL]. European Heart Journal.
Cardiovascular Pharmacotherapy, 2021, 7(5): 445-452.
DOI:10.1093/ehjcvp/pvab030.

HU Q, JIN H, LI X, et al. Application of SGLT2
inhibitors in kidney diseases: a bibliometric analysis
[J/OL]. Frontiers in Medicine, 2026, 13: 1768225.
DOI:10.3389/fmed.2026.1768225.

ZHANG Q, ZHOU S, LIU L. Efficacy and safety
evaluation of SGLT2i on blood pressure control in
patients with type 2 diabetes and hypertension: a new
meta-analysis [J/OL]. Diabetology & Metabolic
Syndrome, 2023, 15(1): 118.
DOI:10.1186/s13098-023-01092-z.

Liu, X., Feng, C. Gen. New progress in the study of
traditional Chinese medicine in the treatment of diabetic
nephropathy [J]. Jiangxi Journal of Traditional Chinese
Medicine, 2002(4): 55-56.

Zhou, Z. Wen. Overview of TCM research on diabetic
nephropathy [J]. Journal of Guangxi University of
Traditional Chinese Medicine, 2002(2): 52-56.

Zhao, X. Ling. Observation on the efficacy of Shenqi
Dihuang Decoction as an adjunct therapy for diabetic
nephropathy [J]. Journal of Chronic Diseases, 2018,
19(5): 672-674.

Wang, Z. Jun, Lu, L., Xu, H. T., et al. Efficacy of
hypoglycemic and kidney-protecting formula in the
treatment of early diabetic nephropathy with spleen and
kidney qi deficiency and blood stasis and its effects on
renal function, blood glucose and inflammatory
response [J]. Modern Journal of Integrated Traditional
and Western Medicine, 2022, 31(9): 1267-1270.

Li, J. He, Li, M. Ling, Zhang, J. Su. Clinical observation
of 60 cases of diabetic nephropathy treated with Tang
Shen Kang Fang [J]. New Chinese Medicine, 2012,
44(10): 74-75.

Wu Yaliang. Efficacy of modified Zhenwu Decoction in
the treatment of diabetic nephropathy and its effect on
TCM syndrome score and renal function [J]. New World
of Diabetes, 2023, 26(4): 5-8.

Yang Fangping, Liu Mengmeng. Efficacy and safety of
Bailin Capsules combined with Dapagliflozin in the
treatment of diabetic nephropathy [J]. Chinese Medical
Innovation, 2026, 23(21): 32-36.

Liu Xiao, Zhao Ye, Mei Lu. Effect of Huang Kui
Capsules on patients with diabetic nephropathy [J].
Sino-Foreign Medical Research, 2026, 5(5): 79-81.

Liu Gaohong, Xue Fuping, Zhang Wan, et al.
Observation on the efficacy of Rehmannia Leaf Total
Glycosides Capsules as an adjunct therapy for diabetic
nephropathy [J]. Chinese Journal of Integrated

Volume 8 Issue 8 2026
http://www.bryanhousepub.com



Journal of Contemporary Medical Practice (JCMP)

ISSN: 2006-2745

[33]

[34]

[35]

[36]

Traditional and Western Medicine on Nephrology, 2018,
19(11): 990-992.

Cai Mengjie, Han Xu, Chen Qingguang, et al. Efficacy
and safety of Keluoxin capsules combined with
conventional treatment for diabetic nephropathy patients
[J]. Chinese Traditional and Herbal Drugs, 2026, 48(1):
341-346.

Wu Yanrui, Li Jiaqi, Han Yuting, et al. Study on the
mechanism of action and clinical application of
Scutellaria baicalensis-based classical and famous

prescriptions in the treatment of diabetic nephropathy [J].

Journal of Liaoning University of Traditional Chinese
Medicine: 1-10.

Fang Yuyang, Li Jing, Zhao Xinyu, et al. Exploration of
the mechanism of "Artemisia capillaris-Polygonatum
odoratum" drug pair in the treatment of diabetic
nephropathy based on network pharmacology and
molecular docking [J]. Journal of Jiangsu University
(Medical Edition), 2024, 34(6): 485-489+506.

Chen Li, An Haiyan, Zhang Chengcheng, et al.
Exploring the mechanism of action of Atractylodes
lancea-Phellodendron amurense pair in the treatment of
diabetic nephropathy based on network pharmacology
[J]. Western Journal of Traditional Chinese Medicine,
2023, 36(12): 77-82.

Yin Dehui, Song Li, Xie Yiqiang, et al. Study on the
protective effect of Alpinia oxyphylla-Lindera
strychnifolia combination on podocytes of diabetic
nephropathy mice by regulating autophagy [J]. Shizhen
Guoyi Guoyao, 2021, 32(9): 2088-2090.

Volume 8 Issue 8 2026
http://www.bryanhousepub.com

65



