5520 %45 3 10 FEXRAFFERE Vol. 29,No. 3
202342 H Chinese Journal of Experimental Traditional Medical Formulae Feb. ,2023

Hh B 24 50 B i K 15 R O AR N IR R A B AT 5

FRAM, AR, teF, ZHB, B, BRAH, F R,
(1. Fr &P EZH XS, &7 530001;
2. BETES XY S—WEBER, &T 530023)

[REZE] OB DRG0t S W DR ™ I 14 I Tk 0, Bk R K BOE B AR 1 ™ UM A28 B0 Mg bl . T EE 253897
Bl PRI R 5007 T PR IR G S5 R WS A 25 A AN AU RE k3 P BSR4 , BT RE L6 3 4 T @ A i Rl A R i B &, — i 72
JE b AT S8 T ORE IR AL W95 (30— 25 AR BRSO R RO . SRS K B B DS S T Y L AL S 5 A A I R T
JE T A R R A5 A3 A S U0 R DG Bt G AR R A X v B 2 WIS R TR A, o 2 SRR B SR R A B PR
(uﬁﬁ@fpﬁ&/mfa)ﬁﬁﬁﬁﬁmﬁ 2% SCIE % A E N AN SE SR SEAT VA G, 45 1 DUR A - D2 BRI HE T Y I Ab i

VR R A8 7 R SR A8 I T -a (TNF-a) L FI R 25 (IL) -1\ IL-6 . IL-10 25 48 4 DA 7, 4 bl 2 T & . @10 S F R B .
Vﬂ&ﬂzﬁﬁz#iﬁﬁiaiﬂﬂgfm A5 L N 2 A K R F (VEGF) (i /M AT A4 A & 7 (PDGF) kA K IR F (TGF) (E R AEK A
F(EGF) %K W+, 42 3 0 1 B S DT AR S 1l % #1 A . @ATZG T (B P S 8 7 [0 PH A2 L 468 15 CXC e ik IR+ e 14
(CXCL)1.CXCL2.CC #afb H ¥ B A& (CCL)2 . CCL3 & 7 40 M 777 4= X - 1o (SDF-1ar) 5 A% 48 Jif £k K -1 (MCP-1) % #a ik,
R F , BEAIR SR E 2B, I 28900 A= 145 TR J B B TG PR 2R 2 2008 L. (@ v 24 A4 T 52 5 HE 3R 7 B8 PR3 J2 Uit 973 1 2o 8 oy, LA T AIL 1
AT T AT A G SR B — X R, v S 24 22 B A R S e T RV T 22 A At R D S S 0 T A4S B B AT R
ERITIEM . DL RGBT N4 5 B 2536 97 B PR 2 57 19 S e 0 58 M I R B 7 e it

[XER] PEZH; BRBENS; ARET,; RERT; EKEF; BhETF

[hES%S] R2-0;R22;R285.5;R284;R587;R781.6+4 [ E#RiRE] A [XEHS] 1005-9903(2023)03-
0263-10

[doi]l 10.13422/j.cnki.syfjx.20230392

[P 4% H AR 3E]  https:/kns.cnki.net/kems/detail/11.3495.R.20220712.1623.007 .html

(M4 HA B8] 2022-07-13 11:11:12

Regulation of Diabetic Foot Ulcer-related Cytokines by Traditional Chinese Medicine:
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[Abstract] Diabetic foot ulcer is a serious and destructive complication of diabetes, with the rates of
disability and mortality increasing year by year, which poses a serious threat to human physical and mental
health. In the treatment of diabetic foot ulcer with traditional Chinese medicine (TCM) , the combination of
syndrome differentiation and overall concept can not only alleviate TCM syndrome but also accelerate wound
healing, reduce wound recurrence, delay the further deterioration of diabetic foot ulcer, and decrease the rates

of disability and mortality. Modern studies have demonstrated that the difficult healing of diabetic foot ulcer is
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closely associated with the abnormal distribution of cytokines such as inflammatory cytokines, growth factors,
and chemokines. With the deepening of modern medical research on TCM, the treatment of diabetic foot ulcer
via regulation of cytokines by Chinese medicinal monomers and prescriptions has become a research focus. This
paper summarizes the current research status at home and abroad and draws the following conclusions.
(D Sesamol, geniposide, Danggui Buxuetang, and Zizhu ointment can regulate tumor necrosis factor- a
(TNF-a) , interleukin (IL)-1, IL-6, IL-10 and other inflammatory cytokines to inhibit wound inflammation.
(2 Angelicae Dahuricae Radix, salvianolic acid B, Sixiao powder, Badu Shengji ointment (Zhuang medicine) ,
etc., regulate vascular endothelial growth factor (VEGF), platelet-derived growth factor (PDGF), transforming
growth factor (TGF), epidermal growth factor (EGF) and other growth factors to promote collagen deposition
and angiogenesis on wound surface. (3 Paeoniflorin, cryptanshinone, bee venom, and Huiyang Shengji
decoction regulate CXC chemokine ligand (CXCL) 1, CXCL2, C-C chemokine ligand (CCL) 2, CCL3,
stromal cell-derived factor-la (SDF-1a) , monocyte chemoattract protein-1 (MCP-1) and other chemokines to
reduce inflammatory response and promote neovascularization and wound granulation tissue formation. @ In the
treatment of diabetic foot ulcer, Chinese medicinal monomers and prescriptions have different and complicated
mechanisms. The multi-target treatment manner determines that Chinese medicines can act on a variety of
cytokines to participate in various stages of wound healing and thus play a therapeutic role. The conclusion above
aims to provide ideas for the experimental research and clinical treatment of diabetic foot ulcer with TCM in the
future.
[Keywords] traditional Chinese medicine; diabetic foot ulcer; cytokine; inflammatory cytokine; growth

factor; chemokine
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(NLPR3) R AE/IMA 15 M I Caspase-1 24 fi# 32 F M,
22 A 24517 38 2 30 ) CXCR2 A S s 4% 7 DFU
NF-«B Fl NLRP3 4 5 14 48 4 Je i, & T Bt % AE
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HIF-1a/PDGF-B. Ang-1/Tie2) % i 7 #0810 4 HI T
DFU. ik S45153 th, 25 5o ik & & 773G 97 DFU Jf
A LA SR — 4t i PR 55— {5 530 1 A 0 T, iR DA
ZHE S 2 n 5 AL E R LR IR /EH . DFU A
AR WL, S RE T RIS P
25 16 B i DFU J 10 97 8% 3, ANl 3% H b B2 IE
i, s BE Rk /> Hi 42 %, X DFU B 3% Sk A B K e iy
fa Ak o BT LA B IR ARG T B 25 B iR DFU Y
AH G 5, VR BE 42 98 A R B 1A DFU (9 h 25 SRkl 5
D5 A A T W 9 0 EE . HH R SE 56 B 54T AE T
PIFAR, B9, LT B2y IR &4 T DFU
14 S 9 B 55 AU A0 3R 4y AT T % A 43 B, DFU



5529 %55 3 1 FEXEAFIFERE Vol. 29, No. 3
202342 H Chinese Journal of Experimental Traditional Medical Formulae Feb. ,2023
F1 HHBEMEET DFUKHLH
Table 1 Mechanism of traditional Chinese medicine monomer in treating DFU
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*2 HHEFHIET DFUKHLE

Table 2 Mechanism of traditional chinese medicine prescription in treating DFU
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