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[Abstract] Diabetic kidney disease (DKD) is a chronic complication of diabetes mellitus. The clinical
manifestations are glomerular hypertrophy, proteinuria, decreased glomerular filtration and renal fibrosis leading
to loss of renal function. Although the exact cause of DKD is unclear, several mechanisms have been hypothesized,
such as hyperglycemia—induced hyper—filiration of the kidney and kidney damage, increased oxidative stress induced
by advanced glycation end products, activated protein kinase C (PKC) induced cytokines, increased production of
chemokines, as well as different signals of inflammation and apoptosis. Among various factors, oxidative stress has been
considered to play a major role in the pathogenesis and proliferation of DKD. It triggers several signaling pathways
involved in DM, such as PKC cascade, Janus kinase/signal transduction and activating transcription factor (JAK/STAT)
signaling, mitogen—activated protein kinase (MAPK), mammalian target of rapamycin (mTOR), etc. Clinical practice

showed no matter it is Chinese single herbal medicine or compound Chinese medicine it has a good therapeutic effect.

Therefore, how to use Chinese medicine more properly to treat DKD requires us to think over more seriously.
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TR H R Y. T p38MAPK E 1 5 A 5
DKD W R £ Hx , E2 BAERMAHNE TR T L
A, Bk AnE Nk R MK 4 B B % p38MAPK
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AHERAAREERTPIHGERIE

ZhZHEIC FUE (mucolipidosis, MPS)
B RAE SR B AR
(systematic inflammatory response syndrome, SIRS)
PRI WA 5320 (diagnosis—related groups, DRGs )
1A B FH il 5 B 1 F 3 L
(first second to forced vital capacity/forced expiratory volume,
FEVI/FVC)
IS AR IE K (positive end—expiratory pressure, PEEP)
WG HLAH SR 26 (ventilator—associated pneumonia, VAP )
HLMGE S (mechanical ventilation, MV )
AVENPI A LR AL
(acute respiratory distress syndrome , ARDS)
P R ZE P i
(chronic obstructive pulmonary disease, COPD)
F E RIS (spontaneous breathing trail, SBT)
BB MK (hypoxic—ischemic encephalopathy, HIE )
ZMEINARSE (acute cerebral infarction, ACI)

SHEBL K2R P (acute ischemic stroke, AIS)
B PE 545 (traumatic brain injury, TBI)
FEPIHRF B2 P43 (Glasgow coma scale, GCS)
W DR JE L #2895 742 (diabetic peripheral neuropathy , DPN )
RGMELLBERIE (systemic lupus erythematosus, SLE)
H % £ 1% 1% 31 BE 1 (ability of daily life, ADL)
B EES 2 ey

(sequential organ failure assessment, SOFA )
MHAALPE Y (visual analogue score, VAS)
A TARRHIEIT 2

(receiver operating characteristic curve, ROC)
BRI A5 P73 2002

(nutrition risk screening 2002, NRS 2002)
IRIT TP R

(therapeutic intervention scoring system, TISS )
AR A PFE 2 (self-related depression scale, SDS)
$EJE H 1T 58 (self-rating anxiety scale, SAS)





