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An in vitro model of hair follicle damage induced by Ara-c and reversal effect of FK506

WU Xian-jie, ZHENG Min, LU Zhong-fa(Depa rtment of Dematology, The Second Affiliated Hospital of Zhejang University,
School o f Medicine, Hangzhou 310008, China)

ABSTRACT: OBJECTIVE To establish an in vitio model of hair follicle damage induced by anti-cancer dmugs and to evaluate the
reserval effect of FK506. METHOD An in vitro organ culture of mouse vibrissa follicles was used to investigate the effect of Ara-c on
hair follicle total growth length, growth speed, hair growth period keeping and * H-TdR incomporation. After Am-c treatment, FK506
was added to culture to observe the properties of hair follicle. RESULTS Ara-c (10mg/L and 25mg/L) inhibited the hair follicle total
growth length, growth speed, hair growth period keeping and* H-TdR incorporation as well as the prolife ration of hair follicle bulb cells
in vitro. FK506 improved these properties of hair follicle which were inhibited by Ara-c in vitn. CONCLUSION The model estab-
lished in this study is useful forevaluating the effects of anti-cancer drugs on hair follicle, and FK506 is effective on rem odeling proces-
ses of hair follicle after damaged by Ara-c.

KEY WORDS: FK506; Arm-c; hair follicle; organ culture
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2
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=(
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> 4d
(10mg/L Ar-¢ :R=-0.996, P <
0.005;10mg/L Ara-c  :R= -0.984, P<0.05).
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Note: n=16, F=76.042, P <0.001; ") P <0.05 vs control; 2 P <0.
05 vs Ara-c(10mg/L) group; D P <0.05 vs Ara-c(25mg/L) group

B2 B3

Ara-c
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Fig4 Morphologic observation of FK506 reserved mouse vibris-
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;PP <
0.05 Am-c(10mg/L) Ara-c(25mg/L)
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0.05 vs Ara-c(10mg/L) group; *) P <0.05 vs Am-c(25mg/L) group
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Tab 1 Reserval effect of FK506 on hair follicle growth speed inhibited by Ara-c in vitno( x £s)

An-c FK506 (mm/d)
(mg/L) (mg/L) 1 P) 3 4 4
0 0 0.22 £0.09*% 0.19 £0. 06> 0.16 £0. 05> 0.10 £0.05 0.17 £0. 05>
10 0 0.09 0. 06" 0.10 %0. 05" 0.10 £0.05" 0.07 £0.04 0.09 *0.03"
10 0.003 0.11 +0.04"% 0.12 0. 04"% 0.11 0. 04" 0.09 %0.06 0.11 %0.03"%
10 0.01 0.19 £0. 06> 0.14 £0.03"2 0.13 %0. 05" 0.09 %0.03 0.14 £0.03"%%
10 0.1 0.21 *0.07*% 0.18 *0.05>% 0.15 0. 06> 0.09 %0. 07 0.16 *0. 04>
10 0.3 0.22 £0.07> 0.18 +0.04*% 0.16 £0.05>% 0.09 %0.05 0.16 *0.03%%
25 0 0.07 *0. 05" 0.08 £0. 04" 0.09 0. 05" 0.07 *0.05 0.08 0. 03"
25 0.1 0.17 £0.04*> 0.14 *0.03"2% 0.12 %0. 04" 0.09 £0.05 0.13 %0.03"29
16.141 12.004 4.930 0.439 16.885
<0.001 <0.001 <0.001 >0.05 <0.001
‘n=16, Y P<0.05; 10mg/L  Amn-c P<0.05;> 25mg/L Am-c P <0.05

Note: n=16, '’ P <0.05 vs control; 2 P <0.05 vs Ara-c(10mg/L) group; > P <0.05vs Ara-c(25mg/L) group
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