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[Abstract] Podocyte damage is one of the main reasons for the development of diabetic kidney disease (DKD).
A series of metabolic disorders in DKD state can cause damage and loss of podocytes. Therefore, to maintain the normal
structure and function of podocytes and prevent podocytes from damage is an important part of DKD control. Autophagy
is a protective response of body tissues. The defect of podocyte autophagy exists in DKD state. The defect of podocyte
autophagy is an important trigger of proteinuria and glomerulosclerosis. Phosphoinositide 3 kinase—protein kinase
b-mammalian target of Rapamycin (PI3K—AKT-mTOR) is considered as a signaling pathway that negatively regulates
autophagy, while Beclin—1 is one of the most important positive regulators in autophagy. The podocytes can be protected
by regulating different autophagy signaling pathways. It is necessary to find out safe drugs to repair podocyte damage by
inducing autophagy. Some immunosuppressants can improve the autophagy level of podocytes in DKD animal model, but
the risk of inducing infection limits its clinical application. Therefore, seeking safe and effective Chinese patent medicine
or traditional Chinese medicine has become an urgent problem to be solved in clinical practice of DKD.
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N E 3% (Enteral nutrition, EN)

IR TE TR (hemoperfusion, HP)

[P 2 I ( procalcitonin, PCT)

S EEE (total cholesterol, TC)

1/ %k (platelet count, PLT)

AR5 (acute kidney injury, AKI)

1 4 93145 (white blood cell count, WBC)

S BNIKE (mean artery pressure, MAP)
FLER I Sl (lactate dehydrogenase , LDH)
CUVES 2 1 (myocardial troponin I, ¢Tnl )
N E R 24 B (alanine aminotransferase,, ALT)
A ALY AL (superoxide dismutase , SOD)
KA i & it (aspartate transaminase , AST)
JIURR 18 i [7) T8 (creatine kinase isoenzyme , CK—MB)
D LFEi (ventricular fibrillation, VF)

Dl 75 (cardiopulmonary resuscitation, CPR)

B C- RN A

(hypersensitive C—reactive protein, hs—CRP)
Z 4B HE3E M (multiple organ failure, MOF )
A BIHLHE S, (Invasive mechanical ventilation, IPPV)
2O UESE  (acute myocardial infarction, AMI)
2k SE (acute cerebral infraction, ACI)
AR PEM AR (stroke—associated pneumonia, SAP)
ER AILAH SR 48 (ventilator—associated pneumonia , VAP)
B LI B 2R BT

(' neonatal respiratory distress syndrome, NRDS)
HAE A DRI 2

(severe community acquired pneumonia, SCAP)
ZARE TAERHEZE (receiver operating characteristic, ROC)
NT X5 RS (artificial liver support system, ALSS)
RIS ATLAF I8 JIL L RE R At

(ventilator—induced diaphragm dysfunction, VIDD)

e ATEC  (left ventricular ejection fraction, LVEF)
B ERAEIN T — a (tumor necrosis factor— o , TNF— o )
R R B 2K (Glasgow coma score, GCS)

11 At - Bz 20 B (type 11 alveolar epithelial cells, AEC 1)
TERE B 2 s i
(attention deficit hyperactivity disorder, ADHD )





