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Abstract: Atopic dermatitis is a chronic inflammatory skin disorder with complex pathogenesis and challenging clinical management.

Apigenin exerts anti-atopic dermatitis effects by repairing skin barrier function, regulating immune inflammatory responses, ameliorating

cutaneous microecological disturbance, and relieving cutaneous pruritus and neuronal hypersensitivity. This article summarizes the

pharmacological research progress of apigenin in treating atopic dermatitis, aiming to provide a reference for its clinical application.
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1 1BEREKFETNEE
1.1 LARBKREREINGEERRIA
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(LOR), s2ZEHFA )= oM. M B R4 B e e
IR0 5rFo KIBIEE T 3 (AQP3). EWHRKR G
iy (HAS) W73 3 A48 47 57 Je ok iz . fRIB ) RE .
T Y R R R IR R - KA U R, HERIE
TP B A e A B 48 B 52 451 1R SR B R AR U781,
Park ZEOM§FH 20 umol/L =% 25 A0 EE N A1 iU 4t
i (HaCaT) 24h Ja &I, Frek&z 23 Eil FLG.
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YRR R B AR IS Th RE .
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Fi 98 R AR AL 1) 2 ZEALHA SO PS5 J5 i v T
FEIRR T SAEYIIE, BRAC R R R Z e, iev]
HEEH T AL R, ELVLAetads, o
— 5 0B R R B B AR R RN JRE S ZEELEO2T . R

WAL 60~15 360 pmol/L /3% & AEF T4F M I
B 98 K JRAR 35 3506 B HF- AR AT s % 24 h, 45 5RF
S SRR TG R 4 B O A ER TR . R A ER
BT P 386 B PE RN AR T R, B R IR BT B S
PEo FESEERX &M O ARG . £ R A BRI
RN B IR 73 5908 3 8401 960 umol/L, H. ik 7+
S FONT 4 v (0 78] 2 BR TR AV ERT S AR A
B3, RFFERESIIHBURE EE. B4
WIRBE AN T PR 98 R 453 7 5035 R ISk B 48 R 5 Bk A A
A KA. Cheng M 5 mg/g 32 & MECE 4
1 MRSA USA300 B PR 175 5 11 57 ik 4 11 gk 4
BALB/c /N 9d, KIS 2 AT A 45 0 05 4 BR
P ooV MERTE I, FF N R R TNF-a. IL-1B+
IFN-y {2 & 73k, RIFMEF /DR KT
[FIRN. shpacin st IR, FRRAZ 18h 5
JRH M B L B AT % 102 CFU/mg, [5)IN 552 0i]
PR H I BE i, B B Bk SR e RE B A, (it
Fe bk b je FEAE A B
3.2 EEARBKINEBATRIA, 158 57 AKX E BN R

B-BifiE . LL-37 <5400 P2 ¥4 B R ik Ak 2 B
B R AZ 0 BN 53, BERE B EEHRAR &0 S0 SR i AR )
1238, ReS 5T R Fs SRR . R
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