9536 £ 1 4l BoFeh Vol.36  No. 1
- 132 - 2020 461 4  HUNAN JOURNAL OF TRADITIONAL CHINESE MEDICINE  Jan. 2020

FUH AR 0 A/ dbhad B T e R B A E A KT B2 ()], iR P 2Rk ,2020,36 (1) : 132 - 134,

HEELHNRERREHWED K17 8IZN

BEE T & ANFE
(THEBERRARESE, TE  41)11,750004)

[(BE] AN URAZETLHIAREARLEMEGKIT AR RTORTOHm, HiE . H3ANAAHIRA(FRE)S
14 AR R(ESFE) R R MBS B R R, REHITHERER, L P UANMABDR(EFR) R R Moy H28,—24
BT kIR mA, 5 — R4 2. 5% 9Ah & T L 3R R 4T3, R A R A€ & RT - PCR k4= Western Blotting % 451
#m 2w e, KITmRNA f kAo sm e K17 B @k ik, R . 55K, L5449 KITmRNA o @ R AR T A ZH(P <
0.05) ;2% F s & A K @i+ KITmRNA 5% 9 K- P84 F0H BEAK(P <0.05) , 4964k 8 o5 Tl 4 %
EEREME G KIT 09k RI)EE H kR EER

(R ] ks B D7 RILEH ; A 17 SEHRTESY

[ HESHEEIR285.5 [STEAFRIRAEJA  DOI:10. 16808/]. cnki. issn1003 —7705. 2020. 01. 056

Effect of Buyi Yingwei prescription on keratin 17 in senescent epidermal structure
JIAO Cuigin, WANG Hao,ZHOU Xiaoping
(School of Traditional Chinese Medicine , Ningxia Medical University, Yinchuan 750004 , Ningxia , China )

[ Abstract |

pression of keratin 17 (K17) in senescent epidermal structure. Methods : Epidermal cells were isolated from mice

Objective : To investigate the effect of Buyi Yingwei prescription on the mRNA and protein ex-

aged 3 months (young group) and those aged 14 months (elderly group) ,and then subculture was performed. The
epidermal cells from the elderly group were divided into two groups;one group was cultured with conventional meth-
od,and the other group was cultured in the medium containing 2. 5% Buyi Yingwei prescription. RT — qPCR and
Western blotting were used to measure the mRNA and protein expression of K17 in cells. Results ; Compared with
the young group,the elderly group had significant increases in the mRNA and protein expression of K17 (P <0.05).
In the elderly group,the cells with drug intervention had significant reductions in the mRNA and protein expression
of K17 compared with those without intervention ( P <0. 05). Conclusion:Buyi Yingwei prescription delays skin ag-
ing by inhibiting the expression of K17 in senescent epidermal structure.
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