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Abstract: [ Objective] To observe the effects of fire—needle of Lingnan on the vitiligo model after hydroquinone—in-

duced oxidative stress based on the Hippo—YAP signaling pathway. [ Methods] C57BL/6 mice were randomly divided into
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normal group (Control), model group (HQ) , HQ+fire—needle group (FA), and positive control group (Halometasone) ,
with 8 mice in each group. The vitiligo model was prepared by hydroquinone (HQ). The skin pathological changes were ob-
served by depigmentation score, HE staining and Masson—Fontana. Elisa was used to detect the levels of tyrosinase
(TYR), malondialdehyde (MDA) and monoamine oxidase (MAO).Western—blot and PCR were used to detect the expres-
sion of YapI and Tp73 among the groups.[ Results] Compared with the control group, the epidermis and dermis were signif-
icantly thicker. The number of melanocyte hair follicles, basal melanocytes, epidermal cells containing melanin granules
were significantly decreased, and the depigmentation score was significantly reduced (P<<0.01). The level of TYR de-
creased, and the levels of MDA and MAO increased after modeling (P<<0.01). The expression of Yapl and Tp73 were sig-
nificantly reduced (P<0.01). The dermis became thinner in the halometasone and FA group after treatment of 4 weeks. The
number of melanocyte hair follicles, basal melanocytes, epidermal cells containing melanin granules increased (P<0.05).
Compared with that of the HQ group, the level of TYR in the halometasone group and FA group was significantly increased
(P<0.01). The levels of MDA and MAO in the FA group were decreased (P<0.05). The expressions of Yapl and Tp73 in
the FA group were significantly increased (P<0.01), and their effects were better than those in the Halometasone group (P
<0.05). [ Conclusions] Fire-needle of Lingnan protects melanocytes from oxidative stress by activating the Hippo—YAP
pathway. It enhances the synthesis and function of melanocytes and promotes repigmentation by reducing the content and
activity of oxidative stress products.
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Table 1 Primer sequences and product lengths

Primer Sequences(5'-3") Lengths/bp
MZ-GAPDH-F AGGTCGGTGTGAACGGATTTG
MZ-GAPDH-R TGTAGACCATGTAGTTGAGGTCA 1
M-YAPI-F ACCCTCGTTTTGCCATGAAC
M- YAPI-R AGCTGTATTTGCTGCTGCTG 13
M-TP73-F GCCCAGTTCAATTTGCTCAGC s
M- TP73-R CCGGAGACATGGTGTCGAA
2 £ 2 BE, #0450 BRAE M B IR R SR s N T

2.1 FEECS7BL6/NR TR ETHIFER
xFEk

T AL I Ry B JER 2 O % B (e € ) 2 3
JEAE) Ry i S T ) ELEE RS . SR 2.5% 1Y &R
TERL TS5 21 d, C5TBL6 /)N BBz ik 3 485 IX H 3

A AL . Control ZH /)N Bl JRy 15 Kz Bk & A 01 48 1E 8
HOQ 2 /)N B 5 X R JER 5 L A B )2 38 U5 . FA 4
Halometasone 21 28 38 4 Ji] 1 #5145 X 5 IR T 4
FERE R R AR RAERL(E D), EFAAT
PG Jr &8 He AL B0 S T o BRI Z b R L
ZLIM R JEIR S SEAN RO .

A: No.225 in control group; B: No.236 in HQ group; C: No.238 in FA group; D: No.248 in halometasone group.
1 F4ECSTBL/6/NR T HUR AR &I IF R3S L

Fig.1 Changes of skin depigmentation in each group
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Compared with control group: " P <0.01, n = 8; Compared with
HQ group:? P<0.05;P < 0.01 , n = 8; Compared with halometasone
group:? P < 0.05, n = 8. Data are compared between groups by Bonfer-
roni after ANOVA.
2 &4 CSTBL/6 /MR B IF 5 LR
Fig.2 Comparison of skin depigmentation scores among

the groups
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Halometasone

B3 HE $&WEEA CSTBL/G6 MR EKKEZNE
Fig. 3 Skin pathological changes among the groups by HE staining

Control HQ

Halometasone

4 Masson-Fontana ix W2 &40 C57BL/6 /MR K B & B 1F R
Fig. 4 Melanin granules among the groups by Masson—-Fontana
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Table 2 The number of melanocyte hair follicles, basal melanocytes, and epidermal cells containing melanin granules

among the groups

Group n Melanocyte hair follicles  Basal melanocytes Epidermal cells containing melanin granules
Control 8 18.28+2.10 17.20+1.90 22.98+2.60

HOQ 8 10.36+1.57" 7.39+1.08" 12.30+1.57"

Halometasone 8 15.95+1.83” 12.06+1.64” 17.34+1.75”

FA 8 16.59+1.18” 14.34+1.8779 20.88+2.42”%

Compared with control group: "' P<0.01; Compared with HQ group:”P<0.01; Compared with halometasone group:>’ P<0.01;*P<0.05. Da-

ta are compared between groups by Bonferroni after ANOVA.
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0.05,P=0.015;516) .
27 FHHNBEBKALR Yap1,Tp73FRiEER
SRR I 22000, a5 R Bon , A 4L1E] Yapl
Tp73 Fik 22w BA G5 L (F=9.390, P=0.000;
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Compared with control group: VP <0.01, n = 8; Compared with
HQ group:? P<0.01;YP<0.05, n = 8; Compared with halometasone
group:* P < 0.05, n = 8. Data are compared between groups by Bonfer-
roni after ANOVA.
ES5 &EHCSTBL/6/MNRTYRMDA ZER MAOEEILE
Fig.5 Levels of TYR, MDA and MAO among the groups
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A: Representative picture of Western Blotting results of YAPI,
TP73 in the skin tissues. B: Expression levels of YAP1,TP73 among
the groups(n=4) . Compared with control group: " P <0.01; Compared
with HQ group: ?P<0.01, YP<0.05. Data are compared between
groups by bonferroni after ANOVA.
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Fig. 6 Expression of YAP1 and TP73 in the skin tissues

among the groups
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