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Effect of Fufang Longdan Compound Preparation on Skin Barrier Function After Laser Injury in Mice

LUO Guangyunl, ZHAO Lijuanz, QIN Xueqinl, WANG Lifenz*(l.Yzmnan University of Traditional Chinese Medicine,
Kunming 650500, China; 2.Yunnan Provincial Hospital of Traditional Chinese Medicine, Kunming 650021, China)

ABSTRACT: OBJECTIVE To study the effect of Fufang Longdan compound preparation on barrier repair of mice after laser
injury. METHODS Forty BALB/c mice were selected, ten mice were set as normal group and the other 30 mice’s back was
depilated by Q switch 1064 laser. The laser damaged skin model was constructed with 5 Hz frequency, 3 mm spot and 6 J energy.
Laser damaged spin model were randomly divided into model group, control group and experimental group. Mice in the model
group were not treated. The control group was coated with a single substrate. The mice in the experimental group were given
Fufang Longdan compound preparation daily on the basis of matrix smear. The skin moisture, percutaneous fluid loss and
proliferating cell nuclear antigen staining in mice skin were tested at 6, 24, 48 h, 7, 14 d after intervention. ELISA was used to
detect the protein expression of myeloid differentiation factor 88(MyD88) and interleukin 6(IL-6) in skin tissue. RT-QPCR was
used to detect the mRNA levels of epidermal antibacterial peptide S100a8, S100a9, MyD88 and IL-6 in skin. RESULTS There
was no significant statistical significance between the model group and the control group in the comparison of skin water content
and water loss in the skin, but the skin moisture in the experimental group was significantly higher than that in the model group
and the water loss in the skin was significantly lower than that in the model group(P<0.05). The expression of proliferating cell
nuclear antigen was stronger in the experimental group. The levels of MyD88 and IL-6 and mRNA level of S100a8, S100a9 in
the skin of the model group and control group were not statistically significant, but were significantly higher than those of the
normal group(P<0.05). The protein level of MyD88 and IL-6 in the skin of the experimental group, the mRNA level of S100a8,
S100a9, MyD88 and IL-6 in the skin of the experimental group was significantly lower than that in the model group(P<0.05).
CONCLUSION Fufang Longdan compound preparation can promote barrier function recovery after skin laser injury in mice,
and its effect is related to inflammation inhibition.

KEYWORDS: Fufang Longdan compound preparation; skin injury; barrier; inflammation.

BEEWME: =mA LARHRITH (2017NS139)
EEBN: P6E, &, Wik, Y Tel: 13577155258  E-mail: 543400650@qq.com  @EMEE: EWHE, &, W%, BLEENW
Tel: 15809711551 E-mail: wif15808711551@163.com

-2652 - Chin J Mod Appl Pharm, 2019 November, Vol.36 No.21 rh E IR N 252 2019 4E 11 58 36 %56 21



JEATA 1t B R R — Bl O, KRR 5 A
28 B4 B TR R R SR LR R R TR, 1 S
WRAETBGHA, HRE, Gk, E2%5
SRS, M fEE g @R, et
e R IE A 2 280k, IR HGIE R 2P, i A A
FH T 64045 1 Bz R V6 97 8 RO B TR . B i 2
A MR ZLIL B B R TE, (HR SR RN,
AR R R B I 2 7 e A 7R A H R R
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PRI V5 KRS, NI e iR HaE 2 2555,
A A 5 B IE B 7 R A A TR O iR A%
N IRBE RS AER, NE T RIEE IR
FHFRHE RS 4
1 #MREAEE
1.1 %

& BALB/c /MR 40 R, Q3%2F, 5~6 &
W, MR E(22+5)g, T =M R 2R F B
Irhity, YFAMES: SYXK(HE)2012-0045; sh¥&
FEAUE S : 201200165 BN 925 % IR 2 20~25 C,
T REN(T0+5) %, AH S AR A mh 14 SR 30 1T 1)
BT, KRWEZIEH. BB,

1.2 57 elHE 7 %

=/ R EEE LR, B A R HE 10 g,
FHIF30g. BE6g. WX 15g. S 15¢.
IR % 30 g #EFF o b BT 88(myeloid
differentiation factor 88, MyD88). H 4l i/ &
6(interleukin-6, IL-6)ELISA {7l & (Fd X @AY
RHEERA R, #it5: 17856544, 18023541); cDNA
WA EAEEHARGRA A, #6'5: KGA1311);
NP-40 2f#H . BCA i &CGE = REVHARA R
ANE], 5 C1052, C18544); L & & PCR ik
7] & /SYBR Green Realtime PCR Master
Mix(Sinobio A #], b5 182135); i RNA $2H
R & (TRIzol ¥%£)(BioTeKe A, #t5: 170542a),
HATE AN B AZ DR PUAR (Abcam A F], fIL5 - a18547),
B ECHAR I A ALl —$T DAB & (555 (F+ 3 Dako
A, b5 174741c, 1824547),

1.3 {¢#s

Medilte C6 401X (36 H HoYa-ConBio 2
Al); Q FFK 1064 ZLBOEHL; Tewameter 4 (FH T
7€ TEWL 18, Couraga Khazaka A ]); MY808S
7 Moisture checker £ (F Tl 7€ & JZ & /K&, HA

Scalar).
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1.4 ) iif o4

¥ 40 R/NRBENL Y N IEH 4. AR, xR
4. e, 10 J, RN BEE R
ZHMEER, LN 2 cmx2 cm. BRIEH 4
Ab, Fo 3 /N 48 h JE A FBOGAC L 5 Hz 5%
3mm HPE. 6 BRI EX . 6 h JFMEE/N R
B R ALK MG L o 1R R BRAML R 40 IK i
B2 9 SE MR /N R o 15 41/ RO i B
B, BEZYAH L xR ZH DA e S0 H AT ORI,
X HEZH AN SIS A R iR R, 1 H 3 IR, iR
TEEFRHEM FRHESSAE RS
#, 10 g-kg™, 1 H 3 W i 1E AR 2 /N
HHEBA TERENERIK, ER)E, A
M. xR AN SEIG A /N RUSE R R IN A 8 L 9

R\ 8RO

1.5 R

ORI : [ Tewam eter {X Al
Moisture checker X EZ5%)T-Til 6, 24, 48 h, 7,
14 d K/ BT 360 0 JOk 28 7 SR K B AN 3R i & K &
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—PEAE®E, IMAZPERE 30 min. DAB
REJEES K FERH B, B TS . @ELISA
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R RRAA Y, TR WS JE N NP-40 2R
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L 30 min, B HIEWE KA BCA Wf| &7 HE B
HE, MEBEAWREE, %8 ELISA wH &
B 1E . @RT-QPCR il S100a8. S100a9. MyDS88
PAJ% IL-6 [*) mRNA £ik: HUEKA L, PBS ¥ 2
W5 K Trizol V2 HUR RNA J5 5K cDNA 5
WS, RASER E R PCR GRS AN H A5
mRNA R iEwE. HA 5/t e 1.
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F1 5475
Tab.1 Primer sequence
RERAT SIMAaRR F31(5°-3) bp 1
GAPDH F primer GGTTGTCTCCTGCGACTTCA 216
R primer TGGTCCAGGTTTCTTACTCC
MyD88 F primer TGGAGCTTTTGAGACTCAGGA 159
R primer TCGATTAAGCAGGTGAGGTCG
S§100a8 F primer TGAAGGACTTAGTCATGGGGAC 106
R primer CGCAGCTTGTGATTGACCTAGC
§100a9 F primer GTTACGCTCGCGCGCGATCGGG 213
R primer CGGGCCTTTACATCGTGCCATG
IL-6 F primer CTGCCCTTTATGCTGGTAG 121
R primer GTCCTATGCACCCGTCGGC
2 HR

2.1 JoO i R R

kK B S ie o R W oR, A2 AR e
HANREKBLG¥E L, 124 h)5, LA
/NERE IR K B B3 v TR AL 4 (P<0.05), 45
K 2. B RIKERIA R TR, BN A
INRBEIRIOK BTG EEN, 24 h 5, SEIAH /N
BB Dk K B B I T AR R 4 (P<0.05), 25 S LK 3.
2.2 /IR R B A A% B R TA A

PURGE G, IR 2R GRR, LT 4
JUAZ . H A R R I B /0N BR B B 400 e R
M, YOI/ ROR R AR RE DR, NG RRE
FH P4 9 53 A 1 2H /0N B A i R R B, AR R 2
FAXTRE A RIS BHPE, SEOGH R 4

2 NERAKEKE(XLs, n=3)

Tab. 2 Skin water content of mice(Xx * s, n=3)

KE, LI AN B A0 BB L RE R . 4R

LK 1.

o 2

Bl Bmaf iR kA el ERGUR A, 400x)
Fig. 1 Detection results of proliferating cell nuclear antigen
expression(antigen staining, 400x)

2.3 Bfkrt MyD88 1 IL-6 (17K

23t ELISA i\l &kil 5, 4R BN, E%
/)N BRRZ I T My D88 AT IL-6 1 7K “F H Eb 455 74 46 A1
Xof I 2 I 35 B IR (P<0.05) o 17 78 28 A6 R 4L L ¢
TR EMZ T LK 4 MyD88 Al IL-6 FI7K 41
ELAR R 21 B 25 R (P<0.05), 455 LI 2.

%

5 6h 24 h 48 h 7d 14d
1A 29.31+0.92 30.10+1.12 28.60+1.25 31.32+1.52 30.67+1.51
HALLH 20.31+1.21" 18.32+2.10" 19.331.21" 20.31+1.13Y 22.31+1.21Y
xof HE 21 19.89+1.10" 19.64+1.82" 20.33+2.15Y 19.34+1.34Y 21.33+1.31Y
AR 20.31+2.15" 23.22+1.63"? 26.32+1.24"7 26.10+1.22M% 28.31+2.10Y?

e W A, SIEWALE, VP<0.05; SEEMAE:, 2P<0.05.

Note: At the same time point, compared with the normal group, "P<0.05; compared with the model group, 2P<0.05.

#z3 PMREFKRKE(XLs, n=3)

Tab.3 Percutaneous water loss in mice(x + s, n=3) g'h™-em™
45 6h 24 h 48 h 7d 14d
B4 12.35+1.32 13.22+2.13 12.98+0.98 11.96+0.52 12.65+0.67
BRI 32.32+2.31" 35.33+1.93" 36.32+1.34" 38.35+2.12" 36.65+1.65"
Xof i 2H 31.65+1.82" 34.33+2.15Y 34.97+1.64" 37.31+2.34Y 35.34+2.13Y
LA 33.3542.34" 28.33+1.34"? 25.31+1.64"% 20.31+2.10"? 19.64+1.37"%

e F—mE A, SIE®EARE, YP<0.05; SHEMALE, YP<0.05.

Note: At the same time point, compared with the normal group, "P<0.05; compared with the model group, 2P<0.05.
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%104

0

MyD88 IL-6

2 Rk® MyDS88 #1 IL-6 # K F(X £ 5, n=8)

SIEW AL, "P<0.05; SEALILE, PP<0.05,

Fig.2 MyD88 and IL-6 levels in skin( x s , n=8)

Compared with the normal group, YP<0.05; compared with the model
group, PPp<0.05.

2.4 Bkt S100a8. S100a9. MyD88 LAJ IL-6
) mRNA &k /KF
BRI ZH A S100a8. S10029. MyDS8S
PAK TL-6 [) mRNA K- LLTE 58 25 1 22 5%, 1
=T IEH 4H.(P<0.05). SLEG 4 H S100a8. S10029
MyD88 LK IL-6 ff] mRNA 7K-F-AH Eb ik 7Y 21 55 2%
T, BAGEE L(P<0.05). 4R ILE 3,

—~ 1.0 = 4
o == R 4
= g8 = I 4
E H 1 - o S G 41
&~ 0.6 -

é by

P 0.47 by

z

< 0.2

=t

MyD388 1L-6 S100a8 S100a9

B3 M JkF S100a8. S100a9. MyDS88 LA X IL-6 #) mRNA
FEAF(X L5, n=8)

SIEW AL, "P<0.05; SEALIEE, PP<0.05,

Fig.3 mRNA expression levels of S100a8, S100a9, MyD88
and IL-6 in skin(x £ 5, n=8)

Compared with the normal group, P<0.05; compared with the model
group, Pp<0.05.
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