5528 45 22 1) FESREAFZERE Vol. 28, No. 22
20224 11 H Chinese Journal of Experimental Traditional Medical Formulae Nov. ,2022

Hh B 2 5 T OAE 1R Tl R AR B TR 2 BB DR 1 A 5 0t

e, xg, HFAT, Hys’
(I. ARFTEHXF FZBAREFK, dx 210028;
2. R PEBRF WEER, dF 210029;
3. AFRTESRY WEPHELSER, T % 210028)

[(FE] 2 ARG (T2DM)VE R —Fh i P , A1 R B 35380 00 i % A B AT B ok TR KM, 51 LT
FEo )T 6. BRAEIF ST R B R 0E 5 T2DM E@l?iélik%ﬁﬁ*ﬁﬂé,Kﬁ}iﬂjﬁﬁfavﬂ%ﬁﬁﬁ%ﬁTZDM?jﬁmﬁ?ﬂ*E‘ﬂ’FFﬁ
C A BIF ST AR, 8 3 TSGR B, 4 1) T2DM 8 3E J8 A IR 7 BB i A o Bl v B2 24 AIF 50 AU A S TR A, P BB TR 48
i 1 A FRE BT 908 ol R I, A A L AL e B HL R D e Sz B . IS HH T 25 SR K 25 R O T AR M 5l BR R YT IR
S ELA 22 M0 N, 2508 B ELR B OBE D AR TT A3 L BEAS 3 B i T2DM AR o IITAF DR, G F b € 25 1 T T2DM Y T 58 14 7 4%
% % SCK A R X T2DM 5 4 0E O¢ F 1 A TR Je B2 25 18 4% T2DM R 0E I AH G 19 7 4% {5 5 8 i, B A% 5% Sk B 7 -«B
(NF-«B) 5 5 % | 22 %4 5005 16 25 1 30 (MAPK) MR 8 PE 5 538 8% Wl 1 Ik VLB 3-3 i (PI3K) /2 11 B(AkO) 55 8 % L2
H O C(PKC)fE 5 3 % M R 1 1k 45 RS (AMPKO) 5 5 38 % Wnt {5 53 #% 5% Ak A K FF--B( TGF-B) 15 5 i i#% .

[REIR] 28R ; AR N ; 15 5l ik '#Eili

[FES2S] R22;R242;R856.5;R587.1 [ZERFRIRE] A [3ZEHS] 1005-9903(2022)22-0249-08

[doi] 10.13422/j.cnki.syfjx.20222295

[P 4 HRRHE]  https://kns.cnki.net/kems/detail/11.3495.R.20220513.1524.010.html

[ 4 H AR B #3] 2022-05-16 10:08

Prevention and Treatment of Type 2 Diabetes Mellitus with Traditional Chinese Medicine

Based on Inflammatory Signaling Pathways: A Review

GUO Wanrong', LIU Wei', HUANG Liji’, XIE Shaofeng”
(1. The Third Clinical Medical College of Nanjing University of Chinese Medicine, Nanjing 210028, China;
2. Affiliated Hospital of Nanjing University of Chinese Medicine, Nanjing 210029, China;
3. Integrated Traditional Chinese and Western Medicine Hospital affiliated to
Nanjing University of Chinese Medicine, Nanjing 210028, China)

[ Abstract] Type 2 diabetes mellitus (T2DM ) , as a chronic disease with an increasing prevalence, has
greatly affected the quality of life of patients, and aroused widespread concern in society. Previous studies have
shown that inflammation is closely related to the occurrence and development of T2DM. The role of
inflammatory response and its signaling pathway in the pathogenesis of T2DM has become a research hotspot,
and the intervention of inflammatory response to control the progression of T2DM has become a new approach
for treatment. With the deepening in the research field of traditional Chinese medicine (TCM ) , the generation of
inflammation is attributed to turbid phlegm and blood stasis, whose mutual transformation results in the
impairment of body functions. However, the monomers and compounds of Chinese medicine in the treatment of

T2DM based on inflammatory signaling pathways are advantageous in multiple targets, multiple pathways, and
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few side effects, which can significantly relieve the symptoms of T2DM. In recent years, there has been an
increasing number of studies on TCM intervention in T2DM. The present article elaborated the understanding of
the relationship between T2DM and inflammation in TCM and the seven signaling pathways related to the
regulation of inflammation in T2DM by TCM, including nuclear transcription factor- kB (NF-«B) signaling
pathway , mitogen-activated protein kinase (MAPK )-dependent signaling pathway, phosphatidylinositol 3-kinase
(PI3K )/protein kinase B (Akt) signaling pathway, protein kinase C (PKC) signaling pathway, adenosine
5’-monophosphate (AMP) -activated kinase (AMPK) signaling pathway, Wnt signaling pathway, and
transforming growth factor-8 (TGF-B) signaling pathway.
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Table 1 Signaling pathway and detection index of traditional Chinese medicine prevention and treatment of T2DM
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