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HE.BER RKABWHABHEIT 2,4- A FX(DNCB)# 5 % & 4 fikid & X (allergic contact der—
matitis, ACD ) B2 R /) R a9 R A K T ALl . 73k RJA DNCB A4 ACD s SR BEAL 5 p% AUE 5 A 4R
I ) BURF Rig740) . C(2h4065740) D 40( B RS 40) , WS B ALst ACD R 69857 R, 2 A
Ja AT B B B AR AL A B R R LR SRR - g Gk R A RO R A B R R AR AT
k2 BRAHE R (QRT-PCR)%&RM ZH F & /~% 10(1L-10), &% 17(1L-17) . F# % - v (IFN-y )85 &
Ko R OACATUNRINAKEERIET, ARELE;B.DALYH ZAE, RT-PCR &R %I A.C
L k4L F IL-10 A= IL-17 mMRNA K -F4&T D 28,IFN-y mRNA % D 415+ %(P<0.05),Mm B 5 D 41k
BEFRGTFZEL(P>0.05), Fit BB TEARZS P IL-10 F= IL-17 #9 &k AR IFN-y &4,
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Research on fat transplantation treatment for DNCB-sensitized
allergic contact dermatitis of mouse model*

Ling Kuang!, Xiao-min Jia?, Hao Feng’, Bo Wu!, Xiao-peng Xu'
[1. Department of Dermatology, 2. Department of Pathology, the First Affiliated Hospital
of Hunan Normal University (Hunan Provincial People's Hospital),
Changsha, Hunan 410005, China]

Abstract: Objective To explore whether fat transplantation can improve the symptoms of the mouse model
of allergic contact dermatitis (ACD) induced by dinitrochlorobenzene (DNCB) as well as its possible mecha-
nism. Methods ACD mouse models were randomly divided into group A (fat transplantation group), group B
(pseudo surgery group), group C (medication group) and group D (spontaneously-recovered model group). The
HE-stained skin tissues of each group were observed under light microscope. The expression levels of IL-10,
IL-17 and IFN-y mRNAs in the skin lesions were detected by gRT-PCR. Results In the groups A and C,
the horny layers became thinner, and the thickness of epidermis recovered to normal while there were no
overt changes in the groups B and D. The expression levels of IL-10 and IL-17 mRNAs in the skin tissues
of the groups A and C were clearly lower than those of the group D, the level of IFN-y mRNA was higher
than that of the group D (P<0.05); however, there was no significant changes in the IL-10, IL-17 or IFN-vy
mRNA level between the groups B and D. Conclusions Fat transplantation can decrease the expression levels
of IL-10 and IL-17 in skin lesions, promote the production of IFN-v, reduce the symptoms of skin lesions
and promote the recovery of skin lesions in the mouse model.
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SR PRl ME 2 46 (allergic contact dermatitis,
ACD)JZH T 4 A 1938 & AUV 8 80U i, 1 IR
TR RRLTLBE | Frizs )5 o FZERAERS, o
S5, HR RIS Th R Al A R e s, H RIS
RS2z e FEFB . MR AU ZlE&
N R e 4140, (0 B A W 50A IR i
HLAUE—FpEA T RE T 43 W 2 4t it R 5 5
HABP R N g B, Rk, ARSCRKR IR
FEXT ACD /N GEATIRYY , WS YA PR I 98
ATREAIAILEN , Ak — 2Dl PRI FH B L B AT 5 4R 40
TR PR R LA BRI AR PR P K S
BT

1 #R5FEZE

1.1 ZWHW. FELF KGR

BALB/c HPE/INER 40 H K 20 ~ 25 g, Hi e
ISR 25— B s e Be SE g sh A == St [ff T
JFE5 : SYXK (3H1)2010-0013], 2,4- “RHFEE (2,
4-dinitrochlorobenzene, DNCB) (K 70 11 %2 48 b 2= 1
2wl IR G R IR A 2518500, R FLE
(FFHs MR 25 ) A PR A, Trizol RNA 73555
( - Life Technologies 2\ 7] ),Power SYBR Green
PCR Master Mix ( _[-i,Life Technologies 23 H] ), itA
afi RNA 280 & (KU 2 A YRHEA R A
Ao
12 HEEHA
121 A#l s SIEOCERB)E fil /) BB .
SEYOTT 1 KA NI R, ) 2cm x 2 em A5 H .
SEHRES 1 R () AT InRE & R X 7% DNCB %
30 p | VRIA T IR 2R /)N BRUKE 60 B X JOR Bk, 26 2
A3 RifbAromAk, 55 7 R/NER AT HBEEI 2 cm x 3 cm
#H1L 56 8 KA/ AR ST B X IR $K 1% DNCB ¥
30 wl, 1k /3d, 4t 4 k., WE/NREH 2 HBLA
Z1 ik RS (BGJE i aE A S M Sl B AR 1Y
I PRI
122 m2aBab s AL i B/ INER B AL S A
(JEMi#M IR TA) BURT-RIGITH) .C(PiRYT
H).DAHHRBEM ), &4 10 2 FRiEb LR
BALB/C /]NRZAME I 14 0,198 2 1 2244(0.01 mi/g)
SRR/ INER, i 25 8 K T AR 7, B T S O G AR ML
o A ZH IR/ B, T RS A2 1 om B2
FRYI I, RGHCR AR i A AE T BB R, PR 1k i S 4
A 5B 4 I R INBR, T A S N i e Bk

2y 1 om FERYIET G 1k K 2 A 405 101 5 C 4 15
AN ORAAFLEF 1k /d, 3 2 J8 5D 41 ASYEAR B
1.3 #ill7E
131 JEmomEiasd NI AL/ R B 4
JZ B U F 22 1.0 em x 0.5 cm K2 )ik . BEED
A 10% AT I8 A I U0 LR ARH -
FR£T Yt {5, 1 (hematoxylin—eosin  staining, HE ) 2 {7,
WREE Kz R 21 2O B AR Ak
132 4L g 4~% 10(Interleukin-10,1L-10).
& 4~% 17(Interleukin-17,I1L-17) . F# % - v (In-
terferon— v ,IFN- v JMRNA %A 69 & F4GEL
/N EARA A2 Bk U N BRI 1.0 cmx
0.5 cm B2tk #iGn G BB I 2L RNA; R
HJ Prime Script RT reagent Kit with gDNA Eraser
Wi Sk B e LW (reverse  transcription—poly-
merase chain reaction, RT-PCR )& il cDNA., SLHT%¢
S R A EHE Y (quantitative real-time poly-
merase chain reaction,qRT-PCR):()gRT-PCR 5|4
P AR T A TR A A PR w345 )
B, e O 5 43 i 2R T M A (polyacry -
lamide gelelectrophoresis, PAGE)4lifk /5 (VLI 2% );
QECHI I, R % 3] gRT-PCR % H] 96
fLbR Y, & UCE 2 AN EE M 3 MR E R AL
B Z2IR41,1 000 r/min &0 3min, 96 FLAK & T
Eppendorf qRT-PCR {3 _I-, & & 4f-#8 J7 J5 T 46 0
TN 5 B A 475 e 1 2 5 Ay B — U K A5 B Y
Ct{af 224 kAT T Ab B, FUAE IL-10.1L-17 J%
IFN- v %55k A4k
1.4 FItEFHE

K SPSS 18.0 it #1504 , T BRI

iR qRT-PCR 5|#1F 75

FEH G2
IL-10 iE[6 5|47 5'-TGGCCCAGAAATCAAGGAGC-3'
J 11514 : 5'~-CAGCAGACTCAATACACACT-3'
11-17 1E[8 514 :5'-ACCGCAATGAAGACCCTGAT-3'
S I1514):5'~-TCCCTCCGCATTGACACA-3'
IFN- iE[1 547 : 5'~-GGCCATCAGCAACAACATAAGCGT-3'
K IA514):5'-TGGGTTGTTGACCTCAAACTTGGC-3'
GAPDH 547 :5'-AACTTTGGCATTGTGGAAGG-3'

514 :5'-ACACATTGGGGGTAGGAACA-3'

142 : GAPDH: Tl -3- WL % (glyceraldehyde-3-phosphate
dehydrogenase )
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ENiRAEIATT DNCB iS5 ACD AR AL/ R AYSEIRATF 5

PR« B2 (x = 5)FRom , 2L LB 2501,
WA L3 SNK-q Ki 56, P <0.05 4 22 A Si it

=\
=&
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&R

2.1 HIRWMEEKEEE

LS 4 WU 24 h I BEERL/IN R B B4

PURLL /DVPRIRE IR FHEL. 42 FT UG A.
C /N IRELBE 35 35 W A5 i B i
Al WE &4, B.D A B, WK 1.
2.2 HAREHET

AL HE et )5 58 B s, AC R B A K

LR JIE AN IR AL B D 4R, K2 A0 i P K4
JRIPRI A R BEATHIR , 53/ N BRAT AT DL AR BE A Ak ot 2
B D ZH % 7 2 8 A5 A 40 PN 7K ek B 248 o [ 7K i
L NIRRT MR, 853/ BRATY AT 2 Bz g
e K L W A SR AR . LR 2.3,

2.3 KA IL-10.IL-17.IFN-y mRNA kF L%

RIS mRNA KFEZ5, % D 4 IL-10.

B4

IL-17 .IFN- vy mRNA FikKFrrufEfb Ry 167, 441
INEHE RS 1IL-10 mRNA Ak #4057
2500, 25 geit = L (F=98.380, P=0.000),
KPP LA, 28 SNK-q Fa s, 255 R, A 41 IL-10
MRNA ik /KP4 D 4L (P<0.05);C 41 1L-10
MRNA k7K P-4 D 4R#K(P<0.05), LK 4.

22/ BRU IR 2 IL-17 mRNA 33K 7KF
B, Al EM, ZRA ST E X (F=407.604, P=
0.000) , £ £H W5 W HL A%, 48 SNK-q K 56, 45 ¢ 1
AZ IL-17 mRNA k7K P-4 D 4%k (P <0.05);
C 4 IL-17 mRNA FEik/K V-4 D k(P <0.05).
UL 5,

B/ N RS IFN- v mRNA F55/KF 1
B BIT 200, 2R A5 HEE X (F=1073.221, P=
0.000), % £H W I LU A%, 4 SNK-q K 56, 25 S 361
AZ] IFN- v mRNA Fik/K P4 D 417+ (P<0.05);
C 41 IFN- v mRNA Fik/KF4: D 7t ( P<0.05),
LI 6.
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IL-10 mRNA
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5 A4, P<0.05
KLEBIKRALS IL-10 mRNA RikAKFELEB (x+5s)

30 1
T l
B cH

+ 5 A 4], P<0.05
FHBIRALR IL-17 mRNA FRizAKTELEE  (X+s)
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+ 5 AdlbE, P<0.05
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AR IO 2 i M Rz R R — i 4 A - 10
IV, H A 4 A R ML A B T 4 1 (helper T
cells 1,Thl) FEGEITE T 4001 2 (helper T cells 2,
Th2) VA K HCAR I (g FH 2 A 2 f b SOG4 - Thl
Y3 4 2 2(Interleukin=2, 1IL-2 ) Fil IFN-
v LTI A A 2 4CInterleukin-4,1L-4) A/ % 5
(Interleukin-5,1L-5) . 141 % 6(Interleukin-6,1L-6)
K IL=-10;Th2 20 fitg ) 3= 2253 3 IL-4 . IL-5.1L-6 J%
IL-10, i A43 IL-2 F1IFN=-y . IFN-~y A] AiG1k
I AR, 4 11 4300 22 o 8 i A oL, [ P AN 5T
AR, ACD 1 &R L T4 R FRTE ThTh2 s34k 2k

RIS , RSN WU AEZERT I T 4 S A ——
Th17 1 Treg 40AE. Treg 40T 4F & BB CD4*
TR AR, HA Seze i v, O ELA I 98 0E 2
WA AR FERLAAR Se it 52 v 4 E 24 IR, Tha7
YA EZLA S IL-17 SR, 51 & JRiR ek 4 B i
SISV, B i aT 2B, IL-17 Al {EiE ACD %1%
(R SR ieA Th7 ZE5H L AT L REME S5 Treg
AHE Ak, Foxp3* Treg 2 g i 2 mk & 0] 4 10
X Th17 UARHEF THEBT , KA H FI ] ey g
(IFEH . it LATE ACD A& dlLilHh Thi7 #5375 H 2
fita, HARTTPE T 40 3%k CD4* CD25" Treg,
Foxp3 FRSCIRSK /8 SR I e & s 8 7, AR S
iKT CD4* CD25' T kU 4iff I, /2 Treg 4Hffi kA &
B LSRR 200 P 0 GBI R 5 W] 1) CD4*
ICOS" Foxp3" T 4l ffl tht /2 i &5 CD4" T 4 i i 43 Wb
IL-10 FZ 4RIV RE, IL-10 J& T4 A+ rh i+
PR FIE Bl IR — P R0 K14, BEAERF5E
KIL,ACD Hefiir IL-10 Feikssy, HE 1L-10 AT e &
ACD AR — N EZERER

LA IR AR —Fh i REZH 4,
[ st e — A ELA b D o] i 2 Fh A A R 7k
MR NGRS BRI S 5 AN RE &R 0
TG, 5T 2R B0, BRI 2V EAT 1) 2 WA FIE 5 G g
UIREWR T H S AR T4 ig i 4l 8l 24
100 000 ™AW TE T4 /e (adipose derived stromal
cells, ADSCs )/g], ADSCs A F i 5 VE e, L8
582 W], ADSCs fig i 2 A MUK LRI S5 B 5
G RE PRSI P TG M, BT 5T R B, it AR D5
FEAMEIE i, ADSCs 528 P15 /E L BEAE Th2 4 )
Thl 4RA43k , B0 ThI/Th2 434k 2k A9 358 1+f i
it Foxp3* Treg AUA= 8, M i —20 845 Treg/Th17
L PP SR i S

ARSLHGEE R R A C 41H D 46 T2 A8, %
B AE R B D AL JC ] ek A . ZERR I #%
HEIGTT ACD BE/N AR A A1/INRU R Treg 4
MIBEF 1L-10 mRNA F1 Th17 4 7 1L-17 mRNA
FEIRW, T Thl 40 F IFN- vy mRNA ik
% PR IR AT Thl . Th2 . Thi17 Treg Al fEHA £
FEITEM . SRR, IRl R A T i P4
Th1/Th2,Treg/Th17 ()P kil ACD il . (HA

W5 .
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