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Abstract
AIM: To establish the rat models of dampness-heat

syndrome by stimulation of compound factors, and to
investigate the effect of Qingre Huashi recipe on the
expression of low density lipoprotein-receptor (LDL-R)
mMRNA in the liver tissues of rats.

METHODS: Forty-eight male Wistar rats were randomly
divided into six groups: normal control, dampness-heat
syndrome model, Qingre Huashi (A), Qingre Jiedu (B),
Xuangi Huashi (C), and Lipanthyl (D) group. Each
group contained 8 rats. Except the rats in the normal
control group, the ones in other groups were all treated
with the fat and sweet diet plus artificial climate box
plus Salmonella typhimurtum to establish the model
of dampness-heat syndrome. Then the rats in A, B, C,
D group were treated the corresponding medicine for
5 d. The expression of LDL-R mRNA was detected in
the liver tissues of rats by Using reverse transcription
polymerase chain reaction.

RESULTS: The expression of LDL-R mRNA was signi-
ficantly lower in model group than that in the normal
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controls (P = 0.005), while the expression of LDL-R
MmRNA was markedly higher in A, B, C and D group
than that in the model group (0.779 1+0.042 5, 0.616 1
+0.038 4, 0.631 5+0.028 3, 0.800 4+0.039 4 vs 0.473 8
+0.048 0, all # <0.01). LDL-R mRNA expression was
notably different between group A and B (P = 0.04),
but not between group A and C (P >0.05), B and C (P
>0.05), as well as Aand D (P >0.05).

CONCLUSION: Qingre Huashi recipe can increase the
expression of LDL-R mRNA in the liver tissues of rat
model of dampness-heat syndrome.

Key Words: &ingre Huashi recipe; Epidemic febrile
disease; Dampness-heat syndrome; Low density lipo-
protein-receptor MRNA; Rafs

Lv WL, Gao QH, Li HF. Effect of Qingre Huashi recipe on liver low
density lipoprotein-receptor mRNA in rats with epidemic febrile
disease of dampness-heat syndrome. Shijie Huaren Xiaohua Zazhi
2005;13(20):2484-2487

il

Bi: AR AAM LR RE 5 KRR AGERA | IR E R
P38k (436 ) M %R GEAE A X ST AELDL-R mRNA
Rk Hh.

Fik: FE A Wistar & K R4A8R, AL AR EF 2L, 8
PAERER L, H AR (A)EA., FHRMEB)EL, TR
IR (C)ik A ) T M5 (D)4, #2408 2. IR xR 2A 4,
B CREHRRAA T AER+RAGERIVITH” F88 2
RRJG BT E S5 d BER A TS E AR KRR
4k -F A4k BR (RT-PCR)#E A4 LDL-R mRNA.

GER AE K RAFMELDL-R mMRNA® X 8 Z & T B
2P ZE(P = 0.005). A. B. C. DZILDL-R mRNA# & ik 2
%3 FAEA 40(0.779 1+0.042 5, 0.616 1+0.038 4, 0.631 5
+0.028 3, 0.800 4+0.039 4 vs 0.473 84-0.048 0, 3P<0.01).
A 419F 5 LDL-R mRNAM TBL(P = 0.04); AZL5Catatt
R ZEZF(P>0.05); BALS5CLHILER, AR EEEZF
(P>0.05); A2l 5 DL & 2 214 £ 7(P>0.05).

LEI: T HALIR T R IR BGEAE R K R IELDL-R mRNA
F 20
XKEEE: FEHVLIR %, IRRIE HE; LDL-R mRNA; KR

BYX=, a5k HEE. BMOTENRRTAIEASITALDL-R mRNA
BI80E. BRENEIZYE 2005;13(20):2484-2487
http://www.wjgnet.com/1009-3079/13/2484.asp

0 313
TE LR ] I L BRI B A  OK FRLD L-C& =, i

HERFWE T LD L-REIA, 4 TL U8 15 4% A L 1] e P 467 1)
PEAYY. LDLSLDL-RE & 5 A RER I %50, 1fiLDL-R
MRNA T IE WX LDL-RIVFK L AE RAE1E . o NF IR
JE URAE 7R A2 T BRI AR AL, BRArT
FH T4 s - SR G R SRR, AR DRI AT WL 860 FA
YERTLDL-R mRNAZIA [ 5.

1 RS
1.1 M TR Wistar 8 K48, 14515200420 g, H
HE TP R R 2 [R5 5 27 Bt S 56 B ) 2 SR e ik, 0 #uibk g
(A #1520 g, JEFN"20 g, 7R 20 g, fE Y
20 g, F+£16 g, 1 K310 g, 1520 g, Ha 110 g; iE#HH
fift #5(B)iAL: #i%20 g, #4515 g, #H115 g, HE 120 g; =
SAIR(C)E: #1718 g, # {18 g, 5E16 g, TTH6 g,
JEANG g, 6 g, H15 g, 14118 g; I TAR(D)A: 4
S (3% L REAR JE ) 25 24 =] AR =), A A A A2 B B K
fid%1.8 g/LiE= . TRIzol Reagent Total RNAX &I
H % [H Invitrogen/A 7; RNA PCRiXF & [RNA PCR Kit
(AMV) Ver3.010 H KIET AW B w8 B
FE b & A A Sigman &) 77 i, drifEs T i EDNA
markery F H A< TaKaRa 2\ 7).
1.2 75k KRB BEE &0 AL W HGEREAL A
A. B. C. D41, #4185 =[x l4ish, Hppin
41, fITA. By C. DAL “HEH &+ N A+
Vb I TR 7 s, defEs-7 dAicty, ERORTh. 6
SRR PH1IR, AL d. BERIYL4 T 455 B AR B AR K,
SR ZIHIAE1T12 h, 452560 minjg, 30 g/L% Lk
ZZ4N30-50 mo/kg Rk, DT I R T O T, AR AT
HELDL-R mRNAKM; FTRIZo W& B2 HGR 7 B2 BT 41
ML RNADERNAFE i 7 5 SATE: Aol g = 1.8-2.0,
U B LAl L oy AR SE R K. /ENCBI
KB LDL-REI P41, 285 FHPrimer Primier5#f}ix
Y, IF A BEVEY B ARG R THE A A A . W
ol Ok S H il i &0 (g ly ceraldehyde-3-phosphate
dehydrogenase, GAPDH). LDL-R5|#)J¥%1): (GenBank
No0.M94388) it 5|4 5°-AAC TAG ACT GCTCCC
CCA AGA C -3°, Niif5|#: 5’-CTG CGA TGGATA CAC
TCACTA CTG-3’, # i {tjIcDNAFE#I Fi Be K J& 4340 bp.
GAPDH5I)74: L5014 5°-CCA TGG AGA AGG
CTG GGG-3, Fiif5|¥: 5-CAAAGT TGT CAT GGA
TGACC-3", ¥ 4 [FIcDNA 51 J B K % 309 bp.
YEPCRAC ¥ i % 56 F2 )71 30°C X 10 min-42°C X
30 mMin-99°C X5 min-4'C X5 min. &% s N R |-
T IM50 L, Bk @i B s R, ROVAE LG E T
AC# M. AEPCRIVH K EPCRELF: 94°C X4 min-(94°C
X 45 $-45°C X 45 5-72°C X1 min) X 35/MEFF-72°C X
5 min-4°CLRAF. RMNAFIES, PCR MV =410 L, it



2486 ISSN 1009-3079 CN 14-1260/R

HRENBHAE  200502108288H 55138 552087

1720/ LB R B AL IS FELVK (750.5 mo/LIRAL Z.58) 70 b, Zeikt
I A R G A HE, WS A5 FLUK S K AR A RO A
ZLIGAPDH mRNARIRT-PCR=Y) N NS, 145
MRNARIRT-PCR/™" ) 5 & I K B LUAE, /AT IImMRNA
(225 H. LDL-R mRNAMIXS & = LDL-RHKHT K E(H
IGAPDH HL ik 17 K K.

it 403 HISPSS 10.048 01, %4 Limean £
SDEE IR, KH HLKF J5 2250 #, 411 Hgh s, £<0.05 0
BE%ZER.

2 BR

JHF- 440 i RN ABR I 25 S DL P 1. 1 0 R L I A 7Y
4. HITA. By C. DALKRFIELDL-R mRNAZKIL >
5°40.882 0+0.058 5, 0.473 84-0.048 0, 0.779 1+0.042 5,
0.616 1+0.038 4, 0.631 5+0.028 3, 0.800 4+0.039 4(/&|
2). BB KU IELDL-R mRNA) R IE B 2L T 1EH
X2 (P = 0.005<0.01); A. B. C. DAILDL-R mRNA
(253 035 m TR 41(P = 0.001<0.01). LLAWE 5B
8, AIEFFELDL-R mRNAJE T-Bi%(P = 0.04<0.05); LIA
PECHE, B LR FEEZES, (HAZLDL-R mRNA
MG & T CYl, B S CHEHLE, W &2 R
(P>0.05); LLATLS 77 7 s 2H Lo o 8 2% P 25 57 (P>0.05),
FORIEHYL I (A)E A LIHLDL-R mRNAIYER, 5
SR IR RIAH 4.

0 A B C D E

1 Total RNAEPEZAREBIX.

2 000 bp

1 000 bp
750 bp

500 bp
250 bp

100 bp

B2 PCREVESRERE. M: marker; 0: IEHNIRLL: A: [ERVIRIEA;
B: {EHVIEFELL C EAMUIEEA; D: SRR, B 2.

3 11

JIE AR S AR A B M RS 2 —, i PR A
FHMLH 5 8 42 6 2 A AR e 2 35 BaiF sh e 0 Fe s
AP A PEAFET, AU A A R BRI TN ik i

X RS R K BRI SR (5, 2R B 1925 mT B 5 A
LDL-C. JHEHDL-C; JH A& A A4S H 1 B R ] Bz A i
1 F 2P, ELDL-RECY # AWM A H. HFIELDL-R
FEIA (VA Ak T S i L 7 R AR IR R R i
JIEL [ B BTG T FFEL DL-R mRNAZKSE, PRI A T
LDL-RHe, 5152 i A5 5K - LDLfry HE A0

LDL-RUJBEGFE, &5 v IH [ e i ) 3 22 st A
2, MLJIE 2 P B 1K) LD L-R%% /K S A T 7™ 2 (g 41
PR AR, v 2 A A S A T R AR VR L
20 HJEXTLD L AR ST D, SRR, g
INAI LD L-REER Ik, i BRLDL-RAHMHIIRE, ik
LDL-RZEIL, i FLDL-CIs>, Mg i fig A F. A
SRR, IR HAE B AL DL-R mRNAZKIA ] WA
FIEH A, FERBHAERER A, KT AFIFLDL-R
MRNAZK, 4l T LDL-RI\E %, A% T AFIELDL-R%L
i, R MAGFR P LD LIHER, 547 D% SCHRFRAE W A5
FAAAEE BF5T o 9T A 41LDL-R mRNAZR AR & T
MBI, R HEYT 2l i $2 = LDL-R mRNA
(RFETE K, FEARIEHGIE R LD L-REE SR IOFRIVE T, EbA
TP (AL 5 PR B8 (B) Tk B (C) VLT s
LDL-R mRNAZK LML, Al 1B Cik.

B2 T AT v T B Jo 19 g R AR TR K R
JELDL-R mRNAZIE, ki {2t LDL-REE 145 1k, B0 1
JIFR ML DL-RE G S5 a1, 385 2 ) i o 254 4t 2
RE, INPRIOL LD L-CIAE B, D i 25 (1 4 fid, A if b 31
TR AT BRI AT R AL I AR R Y e
AR AE I L Z —.

4  BEER

1 B EHGERER R A G BT, dERT
2004; 17: 2-5

2 Esn ISR RN R E SR
2004; 19: 5-6

3 TEE BREDS, BUER. hERRIRAE SRR SIS (RT3
WZE2G5441 2002; 18: 209-211

4 GRE, NHEED, MIERGE, FRaEE, BRE, skEHm. KEELhMS
JEMUE R Fh SRS R EbER. P EP BRI A4E 2004; 10:
113-114

5 R, e, e, (L. AR HE IR R R
s pE R PHER S SIS 24 1999; 7: 200-201

6 MRIE, W, BEIRA, 3B IRIE R E RN =
ST HFEN O SEEG g, K s 2002; 19: 38-39

7 HEE. WEUIRET IR SIFLEIT. R EB S E
FdRiE 2004; 17: 2474-2479

8 e, BPeEfe, Oarit, S, MR T AREG R iR E R
SR 2R AR IR Zk fy s, R 2% 2002; 27: 289-291

9 EWE, TR ERIAERMESSSIEIE RIS EIEE D2
IRIER IR 52, HhEBh R LA 2002; 10: 327-329

10 BERE, KEE, ZhFk. (B IBGA R R SRk &g
HIRFSE. AL EES: 2004; 10: 673-674

11 F=77, L% REEIEE 2 Eaizlr 5167 . OIERs
SR 1995; 16: 22-25

12 DS, FoR(, B, 7R =EE, R T kT EE
MEMZGEER. PUE RS2 2000; 21: 515-516

13 AR, 23, U, Sk, e, 2k, B, SR AbRsk
St SRR Ve B E AR AE E FIFET. hEE2y(E B 2002; 19:



ISSN 1009-3079 CN 14-1260/R HREN B

2005F10H288H 2£13% 25205 2487

55-56

14 (=455, XK, [FRE B EMOEENIEERR. &
245 2000; 31: 196-197

15 Biazgh. INEE. o EEARE NIRRT, R 2S48 2002;
8: 205-207

16 BESCAE, WasdE. B LRI Ao IR IE SIS R 3T,
EEEZG2#4R 2000; 15: 115-117

17 AFBRZT, &40, SREIRE. (RS 7 25— /KRR IR ST IR

EEReE R EAE R E AR, hEfEEME S 2002; 8:
732-734

18 JERF, ZofE, MAAE, DR, FRRE R R eIE
KERAR Rt g2, R 2G7%dE 2003; 28: 1184-1187

19 X, skisds, ABIE, BIBRE, MRad. RS IR E 2k
RIZEIR ) Em. FhErR PR S A 2dsed 2000; 7: 141-143

20 AR, B, Borst ERGRNEEEIENIRAV SR, RERES
& EJuE 2001; 8: 50-52

Wi R mE OKET

ISSN 1009-3079 CN 14-1260/R  20054F KA A tH 5L 5 1905 2 2% i 4

o 7 57, - 3R BRIEF REPORT »

RE BB MY Rt — B BCNI A B 155 %2 K B AT 2T AL B9 90 I 4

WEAS, 10, A e, #b 7R B

W, &1, M, AAFRE, L2 XFERBEAS SHhEEE T
133000

EIRMEE: ANRBE, 133000, SMBIESTHEFE119S, MIARFERRIE
&L pdm11172000@yahoo.com.cn

E813: 0433-2660121 {&H: 0433-2513610

INFBEIHEA: 2005-08-29 22 HHA: 2005-09-06

Inhibitory effects of bear bile powder
on dimethylnitrosamine-induced liver
fibrosis in rats

Ming-Ji Quan, Ren-Shun Jin, Long Piao, Dong-Ming Piao

Ming-Ji Quan, Ren-Shun Jin, Long Piao, Dong-Ming Piao, Depart-
ment of Pathology, Hospital of Yanbian University, Yanji 133000, Jilin
Province, China

Correspondence to: Dong-Ming Piao, Department of Pathology, Hos-
pital of Yanbian University, 119 Juzi Street, Yanji 133000, Jilin Prov-
ince, China. pdm11172000@yahoo.com.cn

Received: 2005-08-29 Accepted: 2005-09-06

Abstract
AIM: To investigate the inhibitory effect of bear bile powder

on rat liver fibrosis induced by dimethylnitrosamine (DMN).

METHODS: A total of 30 rats were randomly divided
into 3 groups: normal control group, model group, and
bear bile group (10 in every group). The rat liver fibro-
sis model was induced by peritoneal injection of DMN

(10 g/L) for 4 wk. At the same time, the rats in the
bear bile group received bear bile powder (400 mg/kg)
orally once a day for 4 wk. Then the activities of serum
alanine transaminase (ALT), aspartate transaminase
(AST), and the contents of total protein (TP) were
detected. Meanwhile, the pathological changes of liver
tissues were observed under light microscope after
HE staining, and the area density of collagenous fiber
were examined. The amount and distribution of Kupffer
cell (KC) and hepatic stellate cell (HSC) were detected
by immunohistochemical SP method through the
distribution of ED1 and a-smooth muscle actin (a-SMA).

RESULTS: Compared with that in the model group,
the level of serum ALT was decreased, and AST was
significantly decreased (4 370.87+1 338.60 nkat/L vs
5741.15+1 000.20 nkat/L, P <0.05) in the bear bile
group. The TP content and the ratio of liver to body
weigh were increased. The area density of collagenous
fiber was notably decreased (6.73+1.31 vs 9.90+1.93,
P <0.01). The pathological changes were lighter, and
the occurrence rate of diffused liver fibrosis was lower
in the bear bile group than those in the model group.
The fibrous septa became thin or disappeared, and
the expressions of ED1 and o-SMA were markedly
reduced in the bear bile group.



