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Controlling Effects of Neiyi Fang on Expression of mRNA and Protein of
TGF-B, in Model Rats with EMS Iesions
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[ Abstract] Objective: To investigate the controlling effects of Neiyi Fang on expression of mRNA and
protein of (TGF-8,) in endometriosis( EMS) lesions of model rats. Method: The model of EMS was duplicated in
SD rats, rats were divided into sham group, model group, low-dose of Neiyi Fang group(25.2 g+kg™'+d "), high-
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dose of Neiyi Fang group(50.4 g-kg '-d™') and western medicine ( gestrinone) group (2.5 mg-kg™'-d™~'). RT-
PCR was used to detect the expression of mRNA of TGF-B, in EMS lesions. Western blot was used to detect the
expression of protein of TGF-B,. Result: The level of expression of mRNA and protein of TGF-8, in the model group
was clearly higher than that in the sham group (P <0.01), while in the Neiyi Fang group, the level was clearly
lower than that in the model group (P <0.01). The level in the Neiyi Fang group was no significant difference than
in the western medicine group. Conclusion: The expression of mRNA and protein of TGF-B8, in EMS lesions of
model rats were increased. Neiyi Fang resisted EMS through decreasing the expression of mRNA and protein of
TGF-8,.
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1 & Primer Premier 5 %5 & Dnastar 4 ¥ 8 f4F & ™ L

1.1 X F) Y% Trizol (Invitrogen 2\ 7] ) , Reverse
Transcription System ( Promega /3 & ) , DEPC ( Sigma
ANT), GoTag® qPCR Master Mix ( Promega /N #] ) ,
FIE R BiEAY TR ), 2O E & 7500 #Y
PCR {X (ABI /A 5] ) ,RNA/DNA calculator ( Pharmacia
AT Y YR ES O AL (Beckman 23 A, HL PR AR
2 AY ( BioRad A7) o
L2 2hdh NS Ir KRR (259 . = AR 2% R
BB A ULEE FER KRR ) W 3 i R 2
KAz e e e B Bt , i b1 v S 2 K2R 5L g s i
O FUH) 5 22 = R (AL B AT 25 A7 FR A w5
53030402) , TGF-B, Mgk G e 17 & (BE AR Y FH4
AMRAT) o HAbA AR X1 A BBI,
2 FHiE
2.1 @B 9 JH IR MEME SD KB, SPF 4, fA
(160 £10) g, iy _F ¥ H < 285 K7 S 50 2h 4 oo 42
fit, & IS SCXK (37) 2007-0005, Z: #f Berkley
SR RAT RORL B ORI A A 2 B ) AR
T < B S 60 A B AT BRI JC S RS , 0 e S0 P
K98, TR R LB R R > 1.5 mm FAE
AR JF e 1 HaR A . SRS BEALN 4, T
B F A BRIy 4T 2 WOT IR, VI BR 22l 55 1
BOEATT R . BT shYRas 3 /), & HATPIIE R
F, T WLEE, R TS AR ST Sh W, UK
2.2 pHSHY RS KB BERL o N IR T
AR (A FRERK 2 mL/ ) BERLZH A S 07 I
BEA1(25.2,50.4 gokg ™' - d T YA T N L BY
10,20 %) 22 = B X HR 4 (2.5 mg-kg ™' +d ™),
¥rig,2 mL/H 1 k/d, %483
2.3 KpdEAR  Z52h 3 EJE R OR BUBRIE T I,
R SRRV TR X b
2.3.1 TGF-8, mRNA & BN FAL4 41 100
mg il ] AT H G Fi BB Trizol® 12077 il & 7y 4 41k 1) 20
DRIEAT AL RNA $2H, DU A 60 B TH I E RNA
e o ANl B, LW OB BE AL /A TE 1.8 ~ 2.0,
Wi SR RN AR & Oy 20 L (Takara 22 &) , A %€
3% PCR ¢ 65 °C 15 min,37 °C 1.5 h,94 °C 5 min %%
W SRJE B % SR Y ¢DNA 3 pL 7E 20 pL RT-
PCR {4/ B, PCR B Fi 31 91 1% 51 ( TGF-, %
: U5l ¥ 5'-AGAGAAGAACTGCTGTGTA-3";
W 51 % 5'-GGTTGTGTTGGTTGTAGAG-3’; GAPDH
FH . FIFE5IY 5'-TGCACCACCAACTGCTTAGC-3';
T 5'-GGCATGGACTGTGGTCATGAG-3") , (i5
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BLAST 73 #7 , i3t I3 5 51 #) o RT-PCR #J7: 50
°C2 min,95 °C 10 min, 95 C 15 s, 60 °C 1 min ¥ F
90 C 40 M1E ¥, PCR &I 1 W4 1 4%
i, ST S 2, HERR b B E Co L R R G
(R € B 4 DNA ¥ DUEL, S R A B 4052 £, 31
¥, UL TGF-B, [7l N £ GAPDH {H J W £ K& A
mRNA (KR K. R e R 2727 [Y =
27 (ACt=Ct B - Ct AR FEIN ]34 %) TGF-
B, A FEAKFHEATRM . B GAPDH LA )71
Ct{E X} TGF-g, B K Cr FEATRME , e kE 41 2
FNEH# HZ b TCF-B, Lk 2R,
2.3.2 Western EJi5 ¥ l] TGF-B, WIE I EiL W
SRR SURR T LIS YT E, A 2H 202 A W AR R B
Ji. DL BCA # M & & J7 1 & 45 1 vk B2, SDS-
PAGE HL UK J5 ¥ 0 B A i, B 4 1 BT 56 B8 22 1 TR 21
AR B (Millipore A7) ) o KBRS T 50 &, A
BRLLS et 30 s, WAHLENJUR . TBST WE IS i A
Wi AT 1 — BT (se-146, SRPT K ELLL 15250 7 B ) P ik
EE ML 2 h, PR 3 UK, AR B A I Bt (R B L
1:5 000# B ) Hiik, =i 1 h IR WEH . BEIE 3 K.
R E T HRP-ECL &AL & (PIRECE) 2 L
W ERMEE X S R G, DL B-actin NS
M8, H] Quantity one #4341 B 1¢S5t 457 09 IR 2
1B, AARX FR3k 1 3R B RIA M KOF

HIXE e ik itk = H 92 [ R JE/B - actin JK
2.4 itk SR SPSS 18.0 S it & ab 3,
THECPE R « s o, RARHEE I 2081, P <
0.05 HSit2FmE X,
3 &R
3.1 X} EMS KN 544140 TGF-B, mRNA ik
(s REEIZH TGF-B, mRNA (1% Cr {f i 3K T 1F
WU (P <0.01), Ul BIAL Y 4] mRNA 335K F i 3%
fm TIEE A N5 7 K i F) 41 DL S 4 = 0 T 21
mRNAC: ¥ 2 & THRIAIA (P <0.01) , 1 51&
FARATG 272 57, W 45725 3 41 TGF-B, mRNA
Fak W FALTRIAIA , W1,
3.2 X EMS KN RIHL TCFB, HHKILM
e RF R TGF-B, & HAHX Rk 30. 7%
(0.58/1.89) ,Ki%IZH % 41.9% (0.8/1.91) , TGF-B,
B FRIE R TR A 0 3 1 8 5 22 = I R 29. 0%
(0.58/2.0) X iz A B A B /E A, B K i TGF-
By By IRk, R AR, R A 4 il 38.3%
(0.77/2.01),37.7% (0.72/1.91) , th 45 — & F ¥



A5 2R, 55 o N R 7 W AR B R SR 2H 40 TCF-B, 19 mRNA K 25 1 33k Y IR 45 4F

£1 ARANARARIMALR TGF-g, mRNA KXW (v =)

A 5 /g kg ™! n TGF-B,/Ct
BFA - 5 30. 64 £0.22"
LT - 5 26.75 +0. 18
B 25.2 6 31.03 £0. 41"

52.4 6 30. 86 +0.37"
ZH = I T 2.5x107% 6 30. 44 0. 15"

W SRR Y P <0.01,

TGF-B, Rk M, v 7 2k 25 10 28R W By {150 o
4o WKL,

1 2 3 4 5

T
e T

TGF-5,

TGF- B, KEME 058 08 058 077 0.72

f -actin -

B-actin KEEMH 189 191 200 201 191

L EFARH(n=5); 2. BEIL (n=5);3. % =W 2.5 x
10 g kg " (n=6); 4 WHEHF 252 g-kg ' H(n=6);
5. W57 50.4 g-kg "4 (n=6)
Bl ARAHMFENERMARARLAR
TGF-B, EAKRIENZMI

4 itig

TCF-B & —F ZIfEn) Z R4 i [N 5, TGF-
BERFE MG LT AL 53558 k&R LB
BRI SRR S RS RN, £
B IE L, R W oR U D EMS 8B S N B K A AL Y
lirp TCF-B, MKk W E W, #&78 TGF 7 EMS
R R AT ey i 1 A A, TGF-B, & —
Fofr 6 P A 2 98 Y PR, % T 400 i R W 4 I ) 3 4
AVHE AT S 0 S o P Ik e 8 L, )
FRRE S R AR, 7 AR SRR M R A AR R, R
EMS (& I, TGF-g, J& it i 5 H A 40 g it b i %2
P2 5 T R 4% A0 45 5 S50 MU T A PN A5 ol 24 i
AR AE . TGF-B, Al & 7 A — Fh & it 7 1
(TIF-2) , & AT LAH5 Bl 4 B 1540 fith 988 2R 5 X - ( TNF)
9 % AV FH L DT BEL Lk 200 6 i 0 = 7 S P R
MRk TGF-B, 1Y e 22 38 M 5 A B 19 bt 4 12 fg
3,45 VATE B A AF 6 K Fh R, B R A ekt
TGF-B, ik ] LU i 1 42 /5 H T P9 B 40 i A4 2 ifn
AR Y 20 A DY R 3 AR R TR B — A 2 T A
fi D RSB 2R N oS G VA TS W il A W (A= o

M, TGF-B, g fi i 57 P I 40 B 1 384 7t 7F K
2 30 T 2k A B RS 3 L 5 B R, A
HORZ 85 P EO RAE . kAl WL, TCF-8, W HEZS

52 EMS i b b 26 B 58 58 A T R )

WA HAY Nl 5 ST Rs H AR,

MTTAEIE S & R BR AR S5 DT T i 4 B SR .

AWFFELE R B, EMS BT 4] N Sk 4 21 TGF-

B, mRNA JeE FRIX I Wm TIEWH, NRIT

w RF A TCF-8, mRNA J 3 (434 ik K F- 3 W] i

T HERLH 4278 N 5 07 i@ 1 B TGF-B, mRNA K

HHRIBIKF, S m HLIA S g, Bk S o7 P B A

H, AT fE S 2RI EMS ARG 2 — .
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