2024 4211 H10 H 5811 ) ¥ & 4 # $39% B 3184

No. 11 10 November 2024 ACTA CHINESE MEDICINE Vol. 39 No. 318

RAE A KRB S T NF - «B i@ %
HMEERFSHEFEHRARER"

:Zj:\é /UJM@‘ ,DW x| & 1,§"]J’%’J’il

LT g P R 2GR 5 — I R R e, T g AN 4500005 2. §] g Hh 2 25 2 57— Wi 2 B, ] g XM 450000 ;
3. TG4 TR R 2R S e T R B, 1T g M 450003

FEE  ROE KRR MR B E RPN XENG, L EEZAB SN EFBRRETN S RENAN = E KE R

ﬁﬂﬁi’ﬁ)ﬂ,/\‘?’V@%(nuclearfactor—kappaB NF-kB)BHEERER NN EERALZ —  ZBEWHFTTHESF TS MR
ENF R, BLRERAERE WEEREODERE WEE N RGRIRSBZERE N RFELEREFHE BT

ReAhf, AREFETEEFREAER AL Bk HAL HEEFECENFNE, FEEANAE - FHET

RRRLERE, PEHAGTERAE IR AR LRSS, LW EH 2 AP 2R E 7 AL ¥ 7 # i NF - «B @ J i

TR ME R, EEMARAFETREZA (D) FHE T UL A ngE§9ﬂ%ﬁ,ﬂ#f—??%i%é’ﬂﬁiﬂ%?%%?%

BOHARERANFH AL AR FAEAI RS F - FHE Q) FSHANHRER N, ZTRLAERNTERT £ P

i, FEE A R I s g, DA — B R R RN

KEER R E MR NF - kB #E P A5 07

DOI:10. 16368/j. issn. 1674 —8999.2024. 11. 393

b EHZE S R256.5 NEkFRER A MERS 1674 —8999 (2024 )11 —2386 —07

Research Progress of TCM Compound Formula and Effective Ingredients
Improving Diabetes Nephropathy with Intervention in NF — kB Pathway

CHEN Yan' ,FENG Zhihai*,LYU Na’,LIU Yujun',LIU Zhiqi'

1. The First Clinical Medical College of Henan University of Chinese Medicine ,Zhengzhou Henan China 450000; 2. The First
Affiliated Hospital of Henan University of Chinese Medicine ,Zhengzhou Henan China 450000; 3. Henan Province
Chinese Medicine Research Institute Affiliated Hospital ,Zhengzhou Henan China 450003

Abstract: Inflammatory response is a key mechanism in the progression of diabetes nephropathy. The activation of signal pathways
caused by multifactor stimulation can mediate the production, expression, and interaction of inflammatory mediators, including nuclear
factor — kappa B(NF — kB) Pathway is one of the important pathways in inflammatory response. Activation of that pathway can induce
the expression of various downstream inflammatory mediators, leading to renal function damage and fibrosis through pathways such as
promoting macrophage aggregation, enhancing renal vasoconstriction, exacerbating glomerular hyperfiltration, and promoting glomerulo-
sclerosis. Modern medicine mainly treats diabetes nephropathy with hypoglycemic, hypotensive, antioxidant , anti — renal fibrosis drugs,
etc. However, there are deficiencies such as single mechanism of action, gastrointestinal adverse reactions, etc. Traditional Chinese medi-
cine has its unique advantages in treating diabetes nephropathy ,what’s more , many Chinese medicines and compounds have been proved
effective to treat diabetes nephropathy based on NF — kB signaling pathway. However, there are still shortcomings in current research:
(1) Traditional Chinese medicine formulas are characterized by multiple targets and pathways as well as metabolic products of some
monomers are not yet clear. Their specific mechanisms of action are complex,and further research on their effective ingredients is nee-

ded in the future; (2) In many studies,sample sizes are small, which may affect reliability of the results. Therefore , larger scale clinical
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and animal experiments are needed to verify and further confirm reliability of the research results.

Key words: diabetes nephropathy ; NF — kB pathway ; TCM compound formula
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