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(TGF-8) 5 8 —E L 2 A GNOS) MR H F-«(TNF-a) B mRNA XM EW, HE RASHAZE
% 3d MRS DMN 10 pl/ke 3t 4 AH & KBAFEABER (70 ), FETBAQ0R), B2 RAHEK.H 70
AEARBEBNEFRESAEHA BOKMLBA  BLLGICIDEAUREFAERR . EAR4. 544
43 B % B B K (LB 0. 01 mg/kg B & 4t GdCl; 40 mg/kg R ¥ B F 24 2 5 i 8 ¥ 20 g/kg.5 g/kg; W RAR
BRANETEREK 10 m/kg; WEH 1K, £/ 21d. RAETRE SRR (PCRKB AR TGF-B1.
iNOS.TNF-a ¥ mRNA 5. &R FPHEFTHEBFANERB AR IR, 15 BIRA £ 1 E, B
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Effects of compound Ganduging decoction (¥ 75 i % ) on mRNA expression of cytokine in rats of
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[Abstract] Objective To investigate the effects of compound Ganduging decoction (& 77 % #) on
mRNA expressions of transforming growth factor-B1 (TGF-B1), inducible nitric oxide synthase (iNOS),
tumor necrosis factor-a (TNF-a) in rats of N-Nitrosodimethylamine (DMN) induced liver fibrosis. Methods
Rat liver fibrosis models were established by DMN intraperitoneal injection at a dose of 10 pl/kg daily, for
3 consecutive dayseach weekfor 4 weeks, andblankcontrolgroup (10 rats) was made. Fromthesecond week,
70 rats for liver fibrosis models were randomly divided into model group, colchicine group, GdCl; group,
compound Ganduqing high-dose and low-dose groups. Rats of the last four groups were treated by gastric
infusion at the dosage of colchicine 0. 01 mg/kg, intraperitoneal injection of GdCl; 40 mg/kg, gastric perfusion
of compound Ganduqing decoction at the dosage of 20 g/kg and 5 g/kg, respectively. The model group and
blank control group were both infused gastrically with normal saline at 10 ml/kg. All groups were treated once
daily for 21 days. Quantitative polymerase chain reaction (PCR) was applied to detect expressions of TGF-B1,
iNOS and TNF-a mRNA. Results Compound Ganduqing not only could reduce iron deposition, prevent the
proliferation of collagen fibers and decrease pseudolobule formation in liver, but also could down-regulate
TGF-B1, iNOS and TNF-a mRNA expressions of liver tissue, which were more considerable in the Ganduging
high-dose group. Compared with the model group, there were statistical significant differences (TGF-B1
mRNA: 6.32+1.19 vs. 16.151+2. 39, iNOS mRNA: 18. 73+2. 13 vs. 43.15+6. 39, TNF-a mRNA; 3. 69+
1.22 vs. 8.6832.13, all P<{0.01). Conclusion Iron deposition in Kupffer cells may play an important role
in the genesis and development of liver fibrosis. Compound Ganduqing can ameliorate liver fibrosis, whose
anti-fibrosis mechanism might be related to Ganduging regulatory action on iron metabolism of liver tissues.
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1 HE5FZE

1.1 HYERHESSLELEY.SD KR 80 B,
BE¥ AKE120~150 g, WF M EGRELR
Y.L, SHIES 0008215, AL 3d VLA
TORKEBEESAAEE KRS 1 : 100 B
DMN B2 10 pl/kg #] & FF4F &L BL R, % B
H10 RES%SEEEEK4H. TH1AEH
DMN & REEH 70 RXBREEIEFRES N
BRI B . AL (GACIDH LA R F I
EERENEA, 84 14 R. BAGHSHET K
7KALB 0. 01 mg/kg, i B H 4 GdCl; 40 mg/kg, #
EEFIFHEH 20 g/ke 5 g/kg; ERIH R X BAY
HEEAEEK10m/kg, EHAYBHE 1K, EH
21d, PHEIHEFFEHALREE BRE,
XFS. EXFA LG BEBE =L . KHESKP
AR NEARER 1 g/ml WEHARLEER.
GdCL ¥4 B % H Sigma A 8], 4E K 99.99% . BK
il B HEEREERAR.

1.2 BUEREFE MBI CRIYRTELR.
ST 2% o A 45 AR BR BB , Wi 4R LV MR A KK 5
BUFBE, ARMEES. . 6F, B2 F4HA
ETBoun BEBPEHE.A—HBA2FAHET
TRIzol #- 70 CHERR.

1.2.1 HASREXNE . FHASET Bouin B EH
FPEE 6 hHEAETD R, FAR-FOLHERE
#l Masson 3¢5, K E T MEFH R,

1.2.2 FHHEAHXEF mRNA REHBE . %
TRIzol #BAM ERERANLEHAITE RNAR
B AREHFTREFR DNA, RAZERSBRE RN
(PCR)WE M EF mRNA, §#E&H K95 CH
# 1 min, 95 ‘C 15 s,60 'C "1 min,3t 40 MEH, A
ERITERDH. TGF-BL 519 F5). I 5'-CAT
ACCTGCCACGTAACCATC-3', F ## 5-GCTCT
CGTCTAGCTCATCAC-3';iNOS B3| ¥ %1 . k¥
5 -TGGGAAAGGTCTACACCCTC-3', F it 5'-GC
GTCCCTTCCTCGCAATCC-3' ; TNF-a 3| ¥ 5
¥ 5'-TCCCAGTCGAATCCGTATAC-3', F ¥
5'-CTCTCCTTCCGTATCCTTAC-3; =B M H M
B 2.8 (GAPDHD ¥ %) . 1 ¥ 5'-TTCTAAGTGC
TCCTCCGCTC-3', F ¥ 5'-CTCTGGCCCGATCA
GCCTTC-3'. §4 % EH #4746 2 & PCR B 8y
et B R, DAxt A 56— M54 i cDNA fE R 47

BRFFLMOFEHRERE, TR PCREKT
Agua#tTERAMAEHRERERERNSR
GAPDH LB Z BAR EE M RIA R .
1.3 Zit%ab3 . B SPSS 11. 5 & s 4 # 43t
S HBERUSE L REE L) R, RAF
ZOFH ¢t BB, P<<0.05 HERFHHEEL,
2 & 7
2.1 KRR BEKEFENBREFL.£1H
-2 R, E 2 ARLREE,E S AFHAARME
BT, FARART 4 R BAFESE R, RELA
GREAA 12 R, BOKUBA.GICl; AR &
HR.ER R4 11 A,
MRAFERT VR REQLZEH, XM
KGN, HEEG 9 RERBOHEEAK, B 3 ROE
BA S NBREEH 1 RIFREERSEN B
HGHRGF, AR A BOKILBA 4 RE
BA B NBEEH KR X7 AR LHEK,
FHESMX BarEE, RAARESHNE. FE
BRMNEEE 3 RALEEK, BFEGEHIE
Be, LSR8 Ring&eifl. FEHFK
FEH6 RABK, EFEE BEME, P 2 RFFE
BANARMEKELARRBEAY S AFENRE
o, RER TR, MK,
2.2 HALRBENZEEAHIAE D . STHRAAR
AL/ NHEF BT BR LA R HEHER
FLERKBAETR, B 8 MrAE BB/ K
BYMHHETHBMG RS, FARHEFIEE, AR
EHFEHIAILERKR REFEREE FHAR
KR Wk KK MBARELEX KBAFETH,
A5 MrEEREB /N KBKERE TR %
L AR HES AL, 4 MR A IR BR BT LB,
CEX KA RUEARBE. GICl, AfrRH FRLT
KT A 2 MRATE BB/, KER 440 R HESY
B ERERZAXEGEER LERLBRE
MHEE; FHSNAE S RE L. FEFEANEL
A3 MR FREAEVBRTLERX . Hd 1 MEK
B/ BER 8 MrART RERER, KE 43I
FEHTEF  FEREAYE LB RGEARENE:F
S5ARATLEEE i, ELBEEEES LR
RAEFERANBABRFAEAXBILERAERR,F
5 MRAE BB/, KEENHETIHRNAE P,
R HETIERL. A 3 MekFasE RHIH,
CERARREARER; FALKR M.
2.3 JF# 4 TGF-B1.iNOS, TNF-«¢ f§ mRNA £
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BE D . 5 RA R, HAH TGF-81.iNOS,
TNF-o ) mRNA REH 8 ¥ F 8 (Y P<0.01);
BOKMLBRA .GACL 4l F R R A BARERAY
B E K (3 P<0. 01), T FF 2 1 557 B 410 iINOS
mRNA REEHEUA B EFHEMP<0.0D, Kb HF
BEHEREANBANERREE. RABRYE TGF-B1.
iNOS.TNF-a ) mRNA £X ¥ E¥E HiF, T GdCl,

MFSHENBARBE TRERSE.
®1 HAXMFAR TGF-P1.iNOS.TNF-a i
mRNA X8 (xts)
A9 # ¥ TGF-fl mRNA iNOS mRNA TNF-¢ mRNA
o oE:| 10 2.03+£1.02  10.33+2.15  3.58+1.98
nag 12 16.1542.39° 43.1546.39° 8.68+2.13
HoAKAwA 11 12.5541.22* 32.93+3.36% 5,2841.03%
GdCl; & 11 9.18+2.66* 25.35+3. 420 5224138

2 7 ) A 11 6.3241.19® 18.73+2.13* 3.69+1.22°
FrEmEnka 11 14.96+3.83*  30.36+4.32% 7.96+3.14°

¥ 5% RE K, P<0.01; SHB A HE, " P<0. 01

3 % #
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A, FEHEHERBFARREN DML, RHBFEN
U, 3 BB R 122 B 10 BC R EF A O 38 4, D IR/
HEER. BEELHE,GACl, BIME B35 H K
THRER YR, B0 N A T B v 40 AR (R 35 36 40 D
THEER BB A B9 B R, BRI FE % o 40 B Zh BB A0
GdClL; W/ ff DMN M % SBHRKRFF L E
EFHE HNGEESEEBARENERER
E {8 13(MMP-13) MMP-9 % p38 ZREE ik
EA W (p3SMAPK) WIS HE X,

TGF-fl REEMRFFEMBF  LREE
MERRATETF, ENAEALHEANE S
FREBEELERAREFEARBHR SRR, IF
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MREEF, BRAEZESERAELHRE,BE
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AEBRUEERFREE@LEFFR, TNF-« 8 % H

FH. NOS Z— % {L & (NOYAE 4 & BRI % 5 R
B, R P R TNF TR A H A
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NO &R £, NO —FHAAKFAUERGRE.
GBS I R B A B PR A B — T
T ) A AR A A R IE T AR 1 T 4R A
i,

A% B, DMN % KX BF 4 &8
&I, TGF-P1.iNOS, TNF-a i) mRNA X5 B %
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A B 38 i 51 B P % % 40 LB 2 BB 0 ) TGF-BL.
iNOS, TNF-a By mRNA 35, )\ T € 48 Bt &4F 4 {k
MEERRE. Ri,5 GdIClL, AF, BRE K FEHF
EHERBARNASNRERE FAETRS&®
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REGUTAEAER . BV LT 40 A YRR FE
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BELM,36 5, REBELH 200 ml
MBEERKA O m . FRA 200ml 2 h,
HEEL B KB 2.8,
BAKB AL DERFHE.RER
AL B B R RAEHAZKBE . ABER B
FREHE ERLK, R EE, .
| 39.6 C, Bk 145 W /min, il
160/106 mm Hg(1 mm Hg=0. 133 kPa),
% 55 % 30 W /min, EA R SE;E A
WO, TR NMEALEREN S
5 mm), X% ¥ 538 66, DU ¥ B H 5,
AEERTEFE, LERF RUERH
HIE(E), &ﬁi&ﬁm%ﬁﬁNa*
140. 7 mmol/L, K* 2.5 mmol/L, Cl™
109. 4 mmol/L,Ca?" 1.9 mmol/L; 3 ik
MK 4#.pH 1 7.42, 31 Bk 1 — & 4k
B4 IE (PaCO,)50 mm Hg, 3 Bk It & 4
[E (PaO,) 58 mm Hg, # & ¥ (BE)
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o /MR 200 ml. BHEABS 2h BB
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0.82, THIAFRE/E  RAMKKE
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ER2®, ABERT,REBBEIRE
WE, B 15d/S5#ACHE B#
3180 U/L);/NEFER 7dERE. %
BFISdER:EE7TdERE. B530d
B, AR 7d.KE38 C.EBAD%
98 3% 3% 1% B0 S, fm O RR e B Bk T
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T, REA7 M EAT IR, SR IGITHT
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ShEER KR QR ER K. Q% —1
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REABABTHERLPEY. OEHE
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FIE RS2 . O B i 6% H .
BREXR.ZREESHYHRNA.
AT R A LR R TIFREE
P83 97 B BAG B W B B E O B B
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R PR, 40 B R N A AL
BRGPHUHEKE ChE E#. B4
HEFE SR E, oA AR YR
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5 M AL BB PR TE R . R B SR AR
BEwsh, MR ENEENER, WE
FENERREIR EE4EAEEH
BREHERRE TR, HKE ChE &
R ER RERLBAOMER AR, 5
S 4k B R 1 B R R
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