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Abstract

AIM: To investigate the effect of Gan'ai-1 on the
competence of macrophages’ killing HepG,
cells in Wistar rats, and to explore its possible
mechanism.

METHODS: After isolation from Wistar rats, the
macrophages were treated with different con-
centrations of Ganai-1 (0, 25, 50, 75, 100 pmol/L)
for 24 h, and the killing effect of the macro-
phages on HepG, cells was evaluated by MTT
assay. The mRNA expression of rat macrophage
cytokine tumor necrosis factor-a (TNF-a), nucle-
ar factor-xB (NF-xB) and inducible nitric oxide
synthase (iNOS) was detected by reverse tran-
scription polymerase chain reaction (RT-PCR).

RESULTS: The inhibitory rates of rat mac-

rophages on the growth of HepG, cells were
increased with the elevated concentrations of
Ganai-1 and the rates were 28.0% = 4.5% and
23.5% % 3.4%, respectively, when 100 and 75
pmol/L Ganai-1 were used, which were signifi-
cantly higher than that in the empty control (P
< 0.05). The mRNA expression of TNF-o, NF-xB
and iNOS were also increased with the increase
of Ganai-1 level.

CONCLUSION: Ganai-1 can promote the killing
ability of rat macrophages to HepG, cells by in-
duction of TNF-a, NF-xB and iNOS expression.
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Br: B 25 5 5 A J-15 s Wistar K L E
v 2 B 7 A5 B 9% i Hep G, Ak 1 69 % vf SHIR
= H T AR LA

FHik: JA0, 25, 50, 75, 100 umol/LAF#-15 4%
ik AP Wistar K R E " 28024 h/z, A ¥
HAB R 2 EMTT), A R E R E a2
J& 9 B v Zn e st Hep G, 48 L 69 < 4% 86 71 ; RT-
PCRE# M| &40 B v% 8 B TNF-a, NF-k Bf=
iNOS mRNA &%

SR FE- 15425, Bt itigir
HEME B F 26t H ™It E, 50 umol/L
a4k, 100, 75 pmol/LR B &, E % 48 e
sSSHepG,2a it LA B R A5 E R, A J& 4m
R Ak F 5 % A28.0%+4.5%. 23.5%+
3.4%(P<0.05); BB TNF-o, NF-kx B#2iNOS
mRNA & A 3 7%

G MFR-15 8§ E%mMMBTNF-o,
NF—KBﬁﬂlNOS mRNA# Ek, 335 B % 20 0
*EIF A 20 ML Hep Gyt 1 A 1, 3h 408 AR T

www.wjgnet.com



EBRE, 5. e 1 SARBERMRROHEAR

PRI Rk

527

Aol AL AUR AT AR R A X
KEEE: - 15; iFE; ERRdRe; RAGeED

EeBRZE, XIS, £HEm. BNHE, REY. - 1SWAEE
URABIR RO IR DOV IN RG], ERENBERE
2006;14(5):526-529
http://www.wjgnet.com/1009-3079/14/526.asp

03515

H AT, F 2y S vayy 4. w3t i 16 =5 224 B
FBLORE . AR B BRI R S
B H B JEE DI PU T S b 2 A
UL BATH kAR il “ P -1S T B
TG R g R I T A B A, AT
ST - 15 IR Wistar K B EUE 41 i A 45
Hep G,/ 4 U G 1 2 M, F0 A SCH L AT
T .

1 #RIASE

1.1 ##

1.1.1 22 EFXF HepG, 40 bk (A 5256
FAAHEFR); Wistar KEL( S, 8-12 wk, FEIREER}
RS F P iy, CO 5574 (Forma, 3131, 56
[H); RPMI 164084 7535 (Gibeo 2y 1); 7 4E 2 i
(R A A, -5 FEROR (A S 56 & ft alh);
RT-PCRiXF#x, Trizol RNAHBURF £ (Gibeo
A ).

112 KAEBEEL MK E ., Sifii
Wistar IS VES v EVERT (45 ¢/L)2 mL/H,
3 dJE W, 1000 r/min B 5 min, LA
Hang'si 137, RPMI 1640557700 15 41 f ik /&
HTXA0ANL, IIAN245LE5 774K, #£37°C, 50 mL/L
MICOBEFRA AR 772 h. B ARG a1, Fr )
I RE T 0, 28 e Ik R S 1, IFSE95% LA ok
SR

12 7k

1.2.1 AT 9%-15 2+ Wistar X 5, E £ 48 .3 45 HepG,
R he A1 809 em SR H DY H AR UM ER VL (MTT).
R Ja ) B W40 i, nAN244LK: TRk, &AL
1 mL, SE4L64FATHL, &37°C, 50 mL/L CO,i%
FARFE2 h, AR -1 532 0R, IR R &RE
439140, 25, 50, 75, 100 pmol/L, 4K4EHE F 24 h,
FEZHEIRM, PBSYE21E, I T mLyKR S A2 X 10°
AN/LEJHep G4 i, FFF 24 h, TH: IR 45 AT
4 hBFLINA20 uL MTT, 37°CiRHE, Wil big
W, MAN200 WL HIEEAR, i tams), Hn
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FRAXAE490 nm b 5 BEAS /ML IR BE(A)E,
J R 20 B R = S0 2 4N A (/% HE 4 4 e
AE X 100%.
1.2.2 M J%-15 s Wistar Kk R E % 29 JENF-« B,
TNF-0.42iNOS mRNA % ik # % vy K H W 5 ER
A W5 S V. (RT-PCR). WAL AN R I E HFEE-1
SREHGE AL FE24 hit) ENEGE R, 2 Trizolidi
BV LR RNA I 5 cDNA. H 1 5%
FEYIFTPCR: PCRWAKFR20 uL, 1.5 mmol/L
MgCl,, 200 pmol/L dNTP, 2.0 U Taq polymerase.
PCRZA4: 94°CA5 1S5 min, 94°C 30 s, 55°C 30 s,
72°C 60 s, FL30MEIR. He i 72 CHEMH 10 min.
AN 15 97510 R : TNF-o 37514 5'-CC
CTCACACTCAGATCATCTTCTCAA-3', Fil5|
M. 5-TCTAAGTACTTGGGCAGGTTGACCTC-
3'; NF-xB_Li#514): 5-ACGATCTGTTTCCCCT
CATC-3', Fiii514: 5'-TGCTTCTCTCCCCAGC
AATA-3'"; iNOS L 514)5'-ACAACGTGGAGA
AAACCCCAGGTG-3', FiiF54#5'-ACAGCTCC
GGGCATCGAAGACC-3' (f1£EGibcoA Tl &
B). AER 4% FEANF-«B, TNF-a.flliNOS mRNA
I, SR B-acting [ 4 3G S FEAS, LI %
FEARFIRNAMEAT T AR HEILPEAS . PCR )£
20 g/LEENER K, FBER b REEHEAT 0.
St A0 RAISSPS 10,0845 W ¥,
i HmeanE=SDEIR, KHALE:, P<0.05I\ N
R E AP

2 BR

2.1 MTTEA M IE-15 3T Wistar K R E % 48 A
F M HepG,2a it st v % S5RFHE-15 20k
R 0%ZHAHEL, 76100 pmol/L. 75 pmol/ Lifk
FERS, EREAN o Hep G40 i HAT W) & (0 5 41
FH, g 4t a4 a1 22 3900k 28%, 23.5% (P<0.05);
M50 pmol/LFI25 pwmol/LI 25k FEEASRENE
I 41 i 2 5 A3 i Hep G, 41 L (P>0.10) (K 1).

2.2 FFE-15 3 Wistar Kk R E % 49 M NF-« B,
TNF-0#2iNOS mRNA £k #9 % % SCh ik i
~, #7] WUNF-xB, TNF-afliNOS mRNAK X,
HLBH R B8, I8 238 s SAdE).
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m2AZE 100 bp
KT A AR 250 bp B-actin
HRITREA S, A 500 bp NF-xB
RO S XX 750 bp
B, A AT 122508 1[5 (% 1000 bp
55 75 75 5L FFEE-1SZDRE (umol/L) AlE : HOHIZR (%) 2000 by
A 100 0.10+0.01 28045
Fadfe ) M4 75 0.11£0.02° 235+3.4
100 bp
50 0.14+0.02 6.4+£18 250 bp
25 0.15+0.01 3.2+0.7 500 bp
750 bp
0 0.15+0.01 0 1000 bp
2000 bp

°P<0.05 vs XENHB.

Eo R AS SIS N E B L7/ | BUK (11 55 K RN A
B TR RE . BRIEMIA . R IR BT
H . AR B 4 By vk, iRy
(R — 2 IR IR T 2%, AR B ARAE 2 F L
i, WA AR BRI R A i ) A
£ AN M, BIF 9 3 WE VR 2 P P 2y 2 T
TG AT M, 4 5 A A 40 R PR T -1
IL-6. TNF-o, FEJENOSE, MR AT 1)
T

ARSI OB MTTYAUE S, FF -1 thal %
P E AN, Bl 2P0 BEIRE N, Wistar KELE
Wi 41 A i Hep G, 40 I g ) o & 19 ik, I HLBEZY
VIR FE (038 0, BN fUNF-xB, TNF-ofliNOS
mRNARIAWEZ . NF-«cB& 1 A7 75 T4 i i
(1) — Rk S N s DN, 22 5 22 Bl T DA -
DRI (PR Bt Sk 48, 5 e RN AT B D) R 2. Rtk
AF, EMEGNH A NF-k B5 ] 2 FIkB4E &,
AR 3% Pk IR 25 A7 78 T K 22 5040 b ) e v
TNF-o 1 G NF-x B, {1 BIR S i 2 10 T,
PWOE INF-« B AT/ H, 5SDNAJRZ) T
REE RN SIS &, ek MR, 5 540
FEAE T 22 (AN B IR U TNF-o>, TL-245 K% 4 5
FCRAR. lapi)Jrikik, W HPusiE k. TNF-a
T it IR A i R A TR AR S UG AR L, kT
o R 40 PR B0 B S S0 4l o T, ik
Ah, TNF-ait BA G 15 1E . fETNF-a
R, WA BV A K & 1R R IR IN O SH 77 4R
NO!™, 1N O 2 55 41 g 7% K oIR8 41 it 11 F 2
RN 53, ANANCRT B W7 983 40 i 1 e oA i
DNAK i, Fif bR gn f A, [R5 s
0 g ot

DRI, A T4 FE - 15 Pl e Ja s e 4
Jid, 155 HINF-xB, TNF-0./2iNOS mRNA [k,
i B S R B T R A R T, SRR L
PUR Y. BT 7 AR R AR S i H 24,

100 bp
250 bp

500 bp
750 bp
1000 bp

2000 bp

Marker 1 2 3 4 5

1 REAYRENEEMMANF-«B, TNF-aF]iINOS
MRNAZRIRBVEZ 0. A—EFkE 25K EE 5241 100, 75, 50,
25, 0 umol/L.
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