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The Expression and Significance of HGF and MMP -9 in Lichen Planus.
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Abstract Objective To explore the expression of hepatocyte growth factor( HGF) and metalloproteinase =9 (MMP -9 ) in lichen

planus, and investigate the function in pathogenesis of lichen planus. Methods The expression of HGF and MMP -9 was assayed by RT

- PCR and immunohistochemistry in 30 LP lesions and 30 normal skins. Results The expression of HGF and MMP -9 in LP lesions was

stronger than that in normal skins( P <0.01) ,and HGF was positively related to the expression of MMP -9 in LP lesions (r, =0.391,P,
=0.032; r, =0.375, P, =0.041). Conclusion The increased expression of HGF and MMP - 9 may contribute to the formation and

progression of lichen planus.

Key words Lichen planus; Hepatocyte growth factor; Metalloproteinase — 9

Jii V- &5 # (lichen planus, LP) J& — 18 4 4 fiE 1
B, ERT R LRI R . T A 1 2H 21 P
R B BIR A AN RSB E S -9
(MMP - 9) 7 Ji T & & 3 [ i 6 i b & 95 o A
ML YA R B S BT, O 4 i A K T
(HGF) T LI 3 MMP -9 962" AWF50 %
o E AL A RT — PCR 2, 16 I i 1 25 8 H 25 B2 401
4 HGF F1 MMP -9 %3k , 91 5 4R 0T & 0176 s 7 &
5 95 1o R b R

S 7

1.5 i BE 5 I A5 96 61134 Sk 2009 ~ 2010 4F 28 i R 113 2
W21 30 B V-5 a3, Hop Bk 13 ), &tk 17 B 4R R
18 ~70 % -1 43 % . AF 1R M S AL

ML Rz 35 AL BORE , VIR JE 40 R S A3, — 3 40 il e, Oy —
%Bé%ﬁﬂt? —=70°C VKA P AR AT o 30 f) % HE AL A 2B SR U5 T 28 %
= B BB B0 A0 B Y 15 R Bk, Hod B3 16 6, & 14
B, 41 20 ~69 %45 44 % GRAF D R TR] o A2 M
LS RIS -3

2 3B éﬁm}\ HGF MMP -9 £ 7 BEPiik Mo a
iR G AR R FAEYERAGRAF ., RT - PCR

YE# BLAL:030001 AR, (74 BERL K 2% 58 — = B B2 Ik P
HIRAEE . A, (54 : baili@ medmail. com. cn

Wil & T eS8 EMBERARAFA .

3. FE (1) G AT HGF MMP -9 ) 3k : It
AMERRAS TS Y B, LR 3 ~ Spm, B B0 0 B K AL 7 A
TR % v v 43 ) e R I A 30s i AT B IEAE & — 043 i ik
RPN HGF L s BEFUIR Rt A MMP - 9 £ si BEPLIR , B Ff
W 320 12100, FE 4348 5] IR 0, Lh PBS {08 — P st b B
YR 4CH R, ZJE N —Hi. fcJ5 DAB W {6 & Y
Ao (2) %Rl b4s B4 2 HGF il MMP - 9 D) ifg i 5 4% %
5 BH Mk, O BR T kB0 R A LR RS A W, R
MIAS2000 EIL 45 BT 7 G553 B BH 2 X 385 B 43 5% % B8 B (10D) |
P 10D fHR/MRE = Fikm £ 4>, (3)RT - PCR I E
HGF #il MMP -9 [ 3K ik fff I 8 RNA $2 It ) & 32 e s
RNA ¥ mRNA JZ %% 5 ) ¢DNA, Ll GAPDH (N %, 319 )%
TR HGF g4 .5 — ATC AAA TGT CAG CCC TGG AG
-3' F#BI 4 :5 - TCG ATA ACT CTC CCC ATT GC -3/,
222bp, MMP - 9 [ Ji#5|#:5' - TTG ACA GCG ACA AGA
AGT GG -3', Fii8|4:5 - GCC ATT CAC GTC GTC CTT AT
~3',179bp,GAPDH [ i#8|4):5' - TGA ACG GGA AGC TCA
CTG G -3", FEa| 4 :5' - TCC ACC ACC CTG TTG CTG GA
~3',307bp, PCR JZJ% %K :94°C WA 2min Ji ,94°C A5 1
20s,38 & (GAPDH 3} 58°C ,HGF Fl MMP -9 ¥} 56°C ) 30s,
T2°C HE 1 308,32 NG IR, B4 =4 4 2% Bt R B R MR LUK
BEME AR R e, (4) RT - PCR 25 5 041 % K PCR = ¥y 3
17 B 5 8 e WL ik, DA B RO SR TR 8 4% IOk 4% B (0D

- 123 -



- ERMA -

J Med Res,Mar 2011,Vol. 40 No.3

{) 15 GAPDH 44 B 6% 5 {5 2 10, 4 o H #9567 mRNA f)
XK

4 GEE A A B RO LA R+ AR E S (3 xs) o, 4L 1L
BB o Ky %, 58 bR A G YE ) Pearson A G 43 #7. P <
0.05 AT Git2: 25 . /1] SPSS 13.0 Seit S 1 HEAT 407 .

g g

1. Gg 2 Ak 45 5 K AH S M43 Fr : HGF Fl MMP -9
T T B R i ¥ 3R 08 T AR R A0 Y 4 R R R
T2 1 P AR EL 00 1% T T A I R R R 5 BH M e Gk
T 3 JC 40 A RN AN AR, 3 1 ST B A AR OE H X R
P RIKEZERAGI#E L (P<0.01), WLE 1,
[, HGF #l MMP - 9 75 j °F & #% 1 (1 3% 35 2 15 AH
% (r=0.391,P=0.032),

%=1 HGF 71 MMP -9 7R &7

EERBRFHRIE(xxs)
2 431 n HGF MMP -9
i - g 30 11.332 £1.974 15.186 £2.458
I B ik 2 41 30 6.567 +1.521 6.960 +1.869
¢ 10. 473 14.592
P <0.01 <0.01
2. RT — PCR %4 3R K A OCHE 43 A it o & &5 2 451

i HGFmRNA F1 MMP — 9mRNA #) %3k B % &5 F1F
BN R A, T AE i S R 4R OE G RE A A Ak 22
WA G FE (P <0.01) (%£2), [FH, HGF Al
MMP -9 75 i °F- & & K2 58 b i 3R 3k S IE A OC (r =
0.375,P =0.041)

%2 HGF 1 MMP -9 £ /R F&&7n

EEEBFRPRRIE(x£s)
20 5 n HGF MMP -9
it B B 30 1.717 £0.273 1.527 £0.244
1E 3 Rz kg4t 30 0.437 £0.205 0.405 +0.198
' 20.510 19.538
P <0.01 <0.01
T it

LN T3 B 5 2 2z ), Ry VA JROR R
R R . FE T 42 )R 4 1 B ( MMPs) & — 4K
351 4 Ja B 14 PR , LA G M 1 T IR 3K, T
LA At 200 B A1 R 4% . MIMP =9 & MMPs Ht (1% ] i i
AT LAB ] IV R IR 2R i i . A
3 3k S B TE B, MMP — 9 76 Ji - 25 8 5 B 170 [ i v 2%

124 -

E EEAR ] WA S8k B, i OF- & 8% Bz 45 MMP
-9 ByFRIKE T A, X SRR IE 80,
HGF SRRy 7, 7E M N 5 L TE T @B’Jﬁﬁ
Z KT o3 M, 2 5 2 — A0 B0 U R T T B S
RE5H) . HOF 7] AR S M Z 4K ¢ - met 8553 )5, 32 1K
P 4 T 2 TR TRl S TS, ) R — AR A AR W 2 RO
@?ﬁﬁﬁﬁlﬁéﬁiﬂﬁéﬁiﬁﬁﬂﬁiz D TRIR A AL I
R B R R TS FEARS R, I8
MR IR, HGF 75 ¥T§ﬁﬁi‘m S RN S
W5 T IE R R
A 2 AR RS SE B UE W], HGF 1] LSS in MMP
-9mRNA [k, HEHREERY . A kiR,
HGF X5 ik 2 55 41 g MMP - 9 E’Jﬁ‘iﬁﬁi&ﬂfﬁﬁ ,
FEAT LU B MMP - 9 2 (9 kKT, R, 3R
10 i SR e W], i - 5 8% B 45 R HGE E’J%%l_ifﬁ
W TR B, Ho[E) MMP -9 (1) 355 5 E A ¢,
$27% HGF Al € [ MMP -9 33k, BT A ATIA
o, HGF 1] gl i 48 w5 MMP - 9 (1435 ¥, S 3 i IV 7Y
IS D R U2 3 1) R A, e A BORE IR A IR, A
M RES 1S T i ~F 5 &F B A0 o
&% it
1 TBE B XA, 5 R 7 5 8 B MMP -2 MMP -9 ) 3% ik
KA I MMP =9 Fry G e ] RR X RZ JEk s 44 75,2008 ,24(2) 190
-92
2 Kermorgant S, Aparicao T, Dessirer V, et al. Hepatocyte growth factor
induces colonic cancer cell invasiveness via enhanced motility and pro-
tease overproduction Evidence for PI3 kinase and PCK involvement.
Carcinogene — sis, 2001 ,22(7) :1035 - 1042
3 Yano H,Hara A ,Murase S, et al. Expression of Hepatocyte growth fac-
tor and matrix metalloproteinase — 2 in human glioma. Brain Tumor
Pathol ,2001,18 (1) ;7 - 12
4 AERE L AR TT A AR 4 B X R 95D AN L R 4 i AR
ZRyFZ . o E B e T A ,2009,17(3) 1164 - 166
5 Marti HP. Role of matrix metalloproteinases in mesangial proliferative
glomerulonephritis. Kidney Blood Press Res ,2000 ,23 (3 — 5) ;199
-201
6 Cartwright JE,Tse WK, Whitley GS. Hepatocyte growth factor induced
human trophoblast motility involves p — hosphatidylinositol — 3 - kinase,
mitogen — activated protein kinase, and inducible nitric oxide synthase.
Exp Cell Res,2002 279(2) 1219 -226
T OBPER IR AE, A AN A R xR B D K R B A i
F IR HE T4 JR TR G B £F 3 TR R R W o AR B IR 44 35, 2005,
21:493 - 494
(W fi 2010 =09 - 16)



	YXYJ1103 123.pdf
	YXYJ1103 124.pdf

