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OB R RN R S R AL . BT, AL — RN RRR R Rk, REETFILEER
W E TN (epigallocatechin gallate, EGCG)YENASH Hh EE IR/, BREAPUELL . PT84 FP0 6 Mg T
BUREER BFE AL, TEBUR Ty WA 5 WE1E M . BFFERWITE S0 5 1R Y B2 Ik 20 S i EGCG AT LA ik
L2 (U B A /AR A S AR i ) A B2 [ 11 4% 1 F «B(nuclear factor kappa-B, NF-xB). [igd SR 4E K+
-otumor necrosis factor-o, TNF-o)% 44 {5 5% 38 % 109 7 AR B BR 20 552 RAEHI3; IL4h EGCG iR A]
DL 33 06175 5 1 — SR AL A& L [H] (inducible nitric oxide synthase gene, iNOS)IZEIAHI NO 4 i, 1844 NO
SR RAE RN . ACERR T EGCG TE KRG A I RAE SN 1 B VA SR FIE RIHLEI, DU R AT K Hi R
JR G A B DI RE it A A1 S 6 A A A B il
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Development of epigallocatechin gallate in the inflammatory response of
skin photoaging
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(1. Key Laboratory of Puer tea, Ministry of Education, Yunnan Agricultural University, Kunming 650201, China;
2. College of Food Science and Technology, Yunnan Agricultural University, Kunming 650201, China)

ABSTRACT: A series of phenomena, such as redness and swelling, sunburn, wrinkles caused by the skin
absorption of excessive UV light, are called skin photoaging. EGCG, as the main active ingredient in tea, exhibited
significant anti-inflammatory effects in addition to its antioxidant, antimutagenic, and inhibitory effects on tumor
formation and migration. Studies have shown that EGCG can protect skin cells from inflammatory damage in both
direct (scavenging inflammasomes and inflammatory markers) and indirect ways [nuclear factor kappa-B(NF-«B),
tumor necrosis factor-a (TNF-a) and other inflammatory signal transduction pathways] during the UV induced
skin inflammatory response. In addition EGCG could also attenuate no induced inflammatory response by
inhibiting the expression of inducible nitric oxide synthase gene (iNOS) and the production of NO. This paper
reviewed the effect and mechanism of EGCG in the prevention and treatment of inflammation in skin photoaging.

In order to provide experimental basis and theoretical basis for the further development of anti-skin photoaging
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functional products.
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Fig.1 Inflammatory mechanism map

SIEEREN

NF-kB &) {ZAA7E T 45 Fl sh P 4t i v (9 e PRk 25 &
£ B 4 R EE SR b R 2R R Rk i —Fh iR
HZF . NF-xB & A EFEH PSONF-xB1)FI P65(RelA)2
A Rel 2 A 5L BT 4L — 4K, 7EBEA SAE R (A
NF . MRIRIEE F | 1A S RIET NF-«B 5 4]
T 1-kB 254 DL = RAIR ML A AE T Al A, T&ﬂi%
SN TE o (2 A A A DR - 5 LA B B8 3R A2 AR A5 5 i,
TNF ZARFKHF 6(TNF-a receptor-association factor 6,
TRAF6)K: K63 1 2 17 FAUHEFEFL 3 Ikk 1) o WL fifi
2 FA, E—0% [-«Ba BEERTL, EITUEAE AR R
RG R, WO NF-«B RIS 2R, A4
¥R shi S TIRg, (el — R 5 50E I 4k ek .

AW R NF-«B {5538 i SR SAE N . fo
3 IO N e A AT A B VTN OG 3R o EGCG AE R KRNy
FHU AL L NF-«B @ H# VM5 . ZHANG %P i
¥ W] 20 pmoL 1) EGCG TEMRSME IR I 4544 T Al LA 22 41
il NF-xB {5 538 08 i fil A549 F1 H1299 4 i i 5 Al
Hz VM T . EGCG i /75 NF-«B AL B 745

TG Y5 R R AN A R 4R R N H AR X R
/«ﬂjﬂlﬂ CHIBIFSE R L5 EGCG REMS 78 4 BT A AL I LA
THERIG RS, PRI R 4 NF-xB B0i51E2), Kl S oh ek i 5
AL HE IL-6 (400, HET 16 b NF-«B FESAE N, 1
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