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(hanks balanced saults) ¥ W& . 8 % 2/H & &
(streptomycin /penicillin) 1§ F & E Sigma 23 #) 5 i
A= 1fiL 7 (FBS) A4 ML 1% 57 A W T GIBCO 23 ] 5 CCl,
oy B4t W T [ 25 48 W b 300 47 IR 5 GPT
GOT.LDH.MDA Al SOD il & i 57 £ W4 T pg 5 &
WA TR R R AR A\ WST-1 1l [ T 3%
= K AEY 3 A WSS BT ; ABI Prism7500 Fast Real-
Time PCR System 14 [ 3% [ N H A4 ¥ & 52 A Al 5
723 S OGEE T b T RO A E A B A F 5 B AR
Y MK3 I F 2 E Thermo 27,
1.3 ZEEFFMBNSEMESR

TG TR SR RO BT IO L B0 B BB Y HBSS Wi
Ve BTN AL N BT RELL L 5 AR AR B B 2 1 1 O
B .27 CKE FIHAL 15~20 min, 74 pm i 3K
18 IBMEAE 1 200 r/min B0 10 min, | HBSS ¥k
3. FEEW A S 10% (B4 %O s 4 1 v
(FBS) 1Y L-15 3% 77 5L pl 4 i B . 40 i A T 24
FLEEFRACRT 96 FLEEFRAR L 27 °C 5% CO, (KRB
PO LM TSR &M,
14 BreARasbIE R 54

B8535 F 96 FLMCAN 24 FL AR A 23 5 T 40 i 15 57
24 hJg . BB S CCL RIS [) He B 3% 25 2 1 Y
L-15 B 95 3L gE A7 55 32 40 BR , W88 25 22 00 %t 1T 40 Jifg
MR AR . BRI G BN

)25 FXT B AN S AT An] 245 ) b P40 g L
L-15 R 3R 38595 8 h J5 . FR0 FH BT i 1) L-15 B 7R3
LR FE 4 hARJE 24 FLAUICAE LB,

2) USRI 115 B R sh b 5%
8 h J5, H# & 8 mmol/L CCl, 8 L-15 %% 37 5L 4k
SBekrge 4 h, ARG 24 FLARIREE 1 VE T .

DL LN A L-15 B3R B R 8 h
J5 0.8 mg/mL BB LM L-15 55 35 54k
RN IR 4 bR 24 FLBRIREE 1VE R

DR ZHERTAE A ] 115 B3R L5538 4 h
Jo B S % 2 (0. 2.0, 4,0, 8 mg/mL) i L-15
Wi BS54 h, f# S 8 mmol/L CCL Y
L-15 Ji g B85 5% 4 h, 3R )5 24 FLARISCEE s W

SIS ZHEG AR FH L-15 Ji g AR R 4 h
B 8 mmol/L CCL # L-15 B3R B 5 5% 4 h,
A SR L2850, 2,0. 4.0, 8 mg/mL) 1 L-15
KRR Ak S 5% 4 ho SR JE 24 FLAR ISR BIE

6) %5 Z AT e Ab B AL & % 20 (0. 2,
0.4.0.8 mg/mL)Iy L-15 ¥ 35 38598 4 h 5, ¥

% 8 mmol/L CCL # L-15 83 R 5% 4 h, 4
FAE LM (0. 2.,0.4.,0. 8 mg/mL) ) L-15 5 3% 5
PSEREFE 4 b RJE 24 FLARICEE BV,

DL BRI A % 8 N E L, B 24 FLR
2 I WA T A A dE R A
1.5 HHaE AR

AR F 96 FLA A 09 T dn Mo 4k 22 1% 5% 24 h, 4y
S CCL MG Z Wi AT AL 3, SR )5 B AL 10 pL
WST-1. 1R A B FHEEME 2 h, F 450 nm K
Aab 5 FH TR 2 S DA 7 45 AL B WA L I i Sk 25
R RN R EAX  WRAAETER=A, (b3
) /A (14H) X100%,
1.6 H£HIEHRFEHANE

2 MRG0 G 10 BH 5 0 BT A e 35 R b A e S
¥ .GPT.GOT.LDH.SOD 1 MDA,
1.7 HEEERFAE RNA BRI R R

W e BT CCL, 493 35 4 1) s Ak 34 41 4 400 e s A7
5, ok A Trizol 35 & 42 BUE RNA AR 4R A7 &
(Reverse Transcriptase M-MLV) U4 1 4 3F 17 2 %%
o KEARAFIN cDNA BB —20 CUkFE£ .
1.8 ELBERE RT-PCR

SEEE B PCR R 36 B0 AW R 40wl A
7289 ABI Prism7500 Fast Real-Time PCR System,
EAA#E 75 18 SYBR Premix Ex Taq ™ Ui, H
BYEEA CYP3A (CytochromeP450 3A) Fll Bactin W 5E &
518 F 4140 F . CYP3A (F1: CACCGCTTTATTTC-
CTTTCATC , R1: CTCGCTTCTTCTTGTGGTCCT)
Bactin (F1; GTCAAGTCOGTTGAGATGCACC , R1:
GGATG AGACCTGAGCATTGAAGC), CYP3A 5|¥)
K NZ Bactin 51955145 B AR (GU046696. 1) Fl fac-
tin (M24113. 1) FeH JF 51831, i Bl HEsG A4 YR
A B F A
1.9 SitFaE

$os 43 B R JH SPSS16. 0 % 14 0, ik 47 &b 2R,
P<<0.05F/RZEF 8%, P<0.01 EREFWEE.

2 HBREHH

HE o HE & 8 AT AT R AR

HE 1A VA S, £ CCL AN HJE BY 40 I 77 75 R
TR, 5 AXBAML, 25 B%, %
ZWEAL S, 3 A A 382 I A A TR R R
[FIFE B B9 F 5, ZE R AL BR4H, 0. 4 mg/mL Fl 0. 8
mg/mL 4 F4e AR SR,
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* P<C0.05; * » P<<0.01 x5 CCLALAR L&, 22 5 W 3 5
Wi, T, Values are expressed as mean &= SD (n = 8).
* P <C0.05; * * P<C0.01l,compared with the group treated with
CCly alone. The same as below.
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Fig.1 Effects of PPS on the cell viability in
CCl, -treated primary hepatocytes
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H LDH 3G . 5 CCLALMI H, 25 57 0 3% s 76 |
JE AL FRLE H,0. 4 1 0. 8 mg/mL SR ZHEAL W
FEAR LDH 3G PR . 5 CCL AL, 257 B % . 451
PIRTALFEZH 0. 8 mg/mL M8 LR R B I,
23 BESHEWNFERESRKEH SOD FHEM
MDA & = K %

& 3A AT LE H, 4 CCLANHS () SOD i
PEAE RIS 5o (X A 22 3 8%, A
3 B AS [ 5 o v B 1) 0 45 2 Bl A LS kB L A T A
BRI ,0.8 mg/mL MBS MR ERE T AR
KR b SOD i M. 5 CCL 4l A Lk, 22 7 W 35
FEJG AR FRAL b 2 2 M R SOD 3 M (8 2R 4
22,SOD {EVEE TS W A2 fb 7R AT R b #E 4 v, 0. 8

HiALBE4] Pre-treatment
B8 Jii AL HIL4] Post-treatment

mg/mL G5 20534 25 52 & T 40 e B R i
SOD iGPEE. 5 CCLAIMIL . 27 B3 . A4 G
KL, LIETAL PR 0. 8 mg/mL A & £ £ M 3R

HE 3B A LLE H, 4 CClL AL 5 ) MDA &
ISR, S A BAML, 2R 8. WMAR
) Jo it Mk B () G 25 Z AL B IS & B, 3 A b B
MDA B 35 18T AN 6] B2 5 1 B A1, 76 i Ak B 4 s
0.8 mg/mL HY¥ % Z 0] DL 3 F Ik MDA % &
6,5 CCL4IM Lk, 22 5 W3 s 78 5 4 L 41 MDA
FEICH B AL, fERTE AL, 0.4 F1 0.8
mg/mL ({55 22T DL 35 IR MDA & 2,
5CCL ML, 25 57 W3 255 45 45 R 40 M, DA A

AL H4] Pre-treatment
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Fig.3 Effects of PPS on the content of SOD and MDA in CCl,-treated primary hepatocytes culture medium
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Fig.4 Effects of PPS on the level of CYP3A
mRNA in CCl, -treated primary hepatocytes
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Effects of polyporus polysaccharides on biochemical indexes and CYP3A

expression of carbon tetrachloride injured primary hepatocytes of Jian carp
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Abstract In order to study the protect effects of polyporus polysaccharide on hepatocytes injured by
carbon tetrachloride (CCl, ), the primary hepatocytes in Jian carp were isolated by trypsin digestion
method, cultured in vitro and induced by CCl,. The hepatocytes were treated with polyporus polysaccha-
ride of different concentrations, the culture medium of hepatocytes were then collected, the content of al-
anine aminotransferase (GPT), aspartate aminotransferase (GOT), superoxide dismutase (SOD), ma-
londialdehyde (MDA) ,lactic acid dehydrogenase (LDH) ,and cell livability of primary cultured hepato-
cytes were determinated. Total RNA in primary cultured hepatocytes was extracted with trizol reagent
and the mRNA levels of CYP3A were determined by RT-PCR. The results showed that in the pre-treat-
ment group at 0. 8 mg/mL of polyporus polysaccharide, the release of GOT,GPT, MDA were signifi-
cantly decreased,the activity of SOD was increased,the release of LDH was decreased,the cell livability
and the expression of CYP3A at mRNA level were increased,indicating best protect effect of this group.
It can be concluded from the data obtained that polyporus polysaccharides could effectively protect the
primary cultured hepatocytes against CCl, induced injury.

Cyprinus carpio var. Jian; polyporus polysaccharide; carbon tetrachloride; hepatocytes
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