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BE BM STESE(LPS)FEZN/NRATTFRGE
Bh@m FREEE K3 MEXKE, HF #HER
CSTBL/6 /MR, BESE LPS B AV 2 AT AR 4, R FH e 4
SRS, BT R 459 AE A 30 i 7R & K0 ) i 7 79 R
HEFEEBE (ALT) M2 B4 S B8 (AST) K, Rz b 5%
I & K55 R - BB BHE KA (qRT-PCR) & Western
blot Kyl Kvl. 3 ik e 4k ; 5 B (o FE 735 4 O v 20 B IR AR
MEAE 40 i (KCs) , Ml Kvl. 3 IR kT4, KoM 153
RAW264. 7 41, {57 1] LPS R, ¥ — SRl Kvl. 3 )%k
oAb A Kyl 3 55 5 B o7 1) B 4% B K (MigTx) T4k 3
RAW264. 7 4, B im LPS %, 3% qRT-PCR 1 Western
blot i MAMEE FHREL L. HR HALURHEFEREIT
LM RGBT, B ALT 71 AST 5 B3
EFERH (P <0.01), B8 4] 4 20 50 74X AT BE KCs o
Kvl.3 RKHE T IEH 4 (P <0.01), {5525 LPS ¥
RAW264. 7 FfffS , Kvl. 3 FXFEME (P <0.05) ;Kvl. 3 H 5t
PEFHBETR MgTx 3 /> LPS 3% 3 9 40 M B8 7 A9 430 ik, 58
Kvl. 3 7E 2 PR A AR 0 o A 2R B K, BT Kvl. 3 BB
LPS %5 B WE 404 AE B 7 /9 43 3, Kvl. 3 0] GEZE IR YT ATAE
FERA BN REEEEMEN.

xR BETEE;AMFRG MEE T T
L 4 e

hESHEE R 9I67;R 965.2
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SEFRGEZMRE (RS AFLH. 2
BE SRREBONLSR ) 51 Y B R B — B
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HEWA EZRE AR (45581273526 81473268 ,81500473) ;
TRAERHE BRI (45 :1301042212) s KBE AR
Bl 4 (4751308085 MH145)
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ToHF BB B 16 77 #5 . B £ ¥E (lipopolysaccharide,
LPS) F S a2 PR R, 2 HRTE AW
R IFEBGL R R, ERBEEFRG T, a5
MARANE REARAR T W B 40 R TEAL IR A A T iR
BEEE/FH. #EFEEEA K3 # THE
M E S R R EEEEA . S 52
R AE SRR, R ETE LPS F5F K
SRR, MR 2 T RAER Kvl. 3 3R
KAE AL, kSR A OLPS Rl /D RE W 40 M
RAW264. 7 Kl Kvl. 3 fy3RA44k, FIB R AR R
PR BTFRIRE BT Kvl. 3, K2 X LPS 175 3 ) 4% i 40 i
EF o R, 35 Kvl. 3 58 38 76 st S e AT
PR R TEER.

1 #EEF%

1.1 S£Bzhi 40 S{g RN CS7BL/6 /N, 18
~22 g, T HMER REZRIHYH Lo FHFET
BRERIKFA2EBT S 5

1.2 MEsMARESR /DREBHEK
RAW264. 7 I HEE ATCC 4/%E, K] DMEM 5%E
BEEHE(E 10%FBS X 100 U/ml F&E & .100
g/ml §ERR) T 37 C 5% CO, IIFHIETR, AN
WEEEA G, Y4 MO A K b5 A B 80% B, T 0.25%
JERBETE AL B E AR A B T BE B R B SRS SRR,
SEI0 4 LI AL TR KA

1.3 FEHRSIKF LPS WHEE Sigma A F];
NE B F R4 1 (alamine aminotransferase, ALT) |
A &L B ( aspartateaminotransferase , AST) il 52 12,
FEM A B BN A Y TR D BT RIPA 23
(3) dAE7ZEME PAGE By LR M (5X) JHRP-F
Ptk IsG HRP-FEH1/N R 1gG . BCA 3 ¥R I il
FEmA LEE s REYRARBR T ECL Z)6iR
&M 5 E Thermo 23w ; MR FER T o (tumor
necrosis factor o, TNF-a) \Kv1. 3 iR —EILEE

Conclusion CP-25 play important roles in immune regulation in AA rats through reducing the expression of BAF-

FR and TRAF2 in spleen.
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B (inducible nitric oxide synthase ,iNOS) —37; ) § 38
[E Abcam /2 ] ; H 20 i1 & -6 (interleukin-6, IL-6) .
B-actin , [ 41 8 4 & -1B (interleukin-18,IL-18 ) —¥i
W B S E LA ) TR A R ) ; TRIzol Reagent
RNA #5674 £ 3£ [ Invitrogen 2\ 7] ; B-actin  IL-
6 .Kvl.3 iNOS.IL-1B . TNF-a 3| ¥ty Invitrogen ( I
%) AR E R FBS BN INEF A TEMEE
FRZ\ 7] ; DMEM H537 W B 35 E HyClone /3] ; 5656
FE RGN SYBR Green [l § 78 H QIAGEN 147,

1.4 FHik

1.4.1 BRI 542  C57BL/6 /N 40
HOBEYL s AIEEH (n =20) M MHEFRGERY
(n=20), TA/NBRLBERER 12 h, ZHEL
R MR /N UK B Y ST 10 mg/kg FG LPS, IF
WHES AT 0.9% NaCl W, AbHiT 24 h
J& A /N RIRBRR MM, 70 B L , M AE ALT AST i
P, BER R A N HER, F 10% BV B 2 , /)
RIFALBRARBEG, RGN -80 CIKFEHTT
KR

1.4.2 KCs R HBELREHEI KCs F D,
BBUEH 4 R KCs, HFTE 8%,

1.4.3 LPS %)% RAW264.7 2 5 ¥ 484 H 1
000 ng/ml LPS ¥y H3 RAW264. 7 40 24 h, 2T
RAEBEAY . Kvl. 3 55 5 M BT B 4% 3 ] (MgTx,
10 nmol/L) F LPS £bHET 2 h A,

1.5 WEFRMAE

1.5.1 FHE®BAFHE £6 B I10% FEBER
B 2 AT ZE R AR, A S E I, U0 R G Bk T 5
ARIEFFR YR PRI G &, 3R 5 ok B MR
T FHAEFAL

1.5.2 ALT.AST &H4m  /NRIRERF 0,4 CHR
EI®IE,2 000 r/min B0 10 min, |RE R I,
MR A A5, A i V5 M 35 ALT (AST 3614,
1.5.3 f@aibFixshn Kvl.3 Ba ks /PR
JFHR L BV B K AR E R 2 wm
BEWY A, 42 R A kY] 58
W RN 3% o AL AR LA R B AL
B, B TZEETMEE 15 mn, MHEATHERET
FrERPRER 5% B P, O RGO = o 10 ~ 15
min, LMEE REHLR , PBS ke J5 in A L= i 7 =t
41,37 CHEE 30 min, FEHMLUFEH KR Kv1L.3 £
SEREDLM(1 - 500) , ff F PBS YE N BAMEXT B4, J5
WET 4 CHRFF R, 2 X, BT R BA 3T C
BT E 30 min £, PBS MUt TR MESE

Y458 ,37 CHEE 20 min, PBS sk /5 A A BRAR
EHRIC L FEPL/N R 166 ZRK,30 CHFF 30 min,
PBS w3t T /5 R A DAB B,

1.5.4 &8 &% RT- PCR & Kvi. 3 4AiE A
FHFR XN TRIzol K &R BT HR JFEAIRIK
KCs 40 itk RAW264. 7 1 5 RNA, 3 %2 Hvk FEF
#iFF |, FHBESRIE G E (absorbance, A) {H A260/A280
H1.8~2.0,38% RNAREEE 1 mg/L, RF—
# % RT- PCR g & U f% % cDNA,

®1 ERASIMFSI

BREE  5/F51(5'-3")

Kvl.3 F;CAGTGACCATAGGAGGCAAGATT

R:TCTGCTGAAGAGGAGAGGTGCT

IL-6 F: GAGGATACCACTCCCAACAGACC
R: AAGTGCATCATCGTTGTTCATACA
F: TGTCCCTTTCACTCACTGGC
R: CATCTTTTGGGGGAGTGCCT
IL-18 F:CTTTGAAGTTGACGGACCC

R: TGAGTGATACTGCCTGCCTG

iNOS F:AATCTTGGAGCGAGTTGTGG
R:CAGGAAGTAGGTGAGGGCTTG
F: GGACCTCATGGCCTACAT
R: TAGGGCCTCTCTTGCTCAGT

TNF-a

GAPDH

1.5.5 Western blot #m] Kvl.3 2@l F &4 %
ik {# ] RIPA MBI AR JF KCs
RAW264. 7 4101, HfE 757 G , B R B IR R
B%E 1.5 ml EP & 4 C 12 000 r/min & 1> 30
min, B L E G BCA R EHITEHEER
M, &4 EERANEBRRASHFAEARE, MAS
x SDS & [ _FFELE Mk, 100 °C B8 7K & 10 min, #F 1T
SDS-PAGE Hiyk 3+ 54T PVDF f& I ,PVDF B A&
5% BRRRF P EIRE T/K PRSI 3 he REHKIK
BN 1:500 f BT Kvl. 3 ¥ TNF-o 37 IL-6 I B-
actin Hik 4 CHIEF S5 TBST ¥hik 3 ¥k, HIK 15
min, F 1 : 10 000 WEM B/ R _HHE 1 h,
TBST Y& 3 K, BK 15 min, /)5 ECL ZHH
HITERGE %, Bio-Rad FRAHR S0 IR, 3 F Image-J
AT E WA RIEE

1.6 ZitFA®E KA SPSS 13.0 Gt ik 1T
HESW,ITEERL x 25 Fx, R ELERH
LSD-¢ #: By, 22 48 ¥ 3 b %5 3R F| One-Way ANOVA

2 &R

2.1 RFALARMFHAXEMER
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2.1.1 BASKRAOFARREFHEE B
TR, ERHAFRARESESR, F/N 47
R IR B T4 MR ST, AT /Nt S5 iR
HLNCE X TR, A 321 30 AR M 40 3 T ] K/ AS
LSRR, T4 M TR IR Ab Bk H RANTE R B
AIRYe, T 1,

2.1.2 HE Kb ALT AST FH 42 &im
TH P EERYTE MR B AT LS B R R S RENE 0L, 24
JHF-40 M 32 R8s, BT 40 B P 9 ALT  AST BEC AL, If
H ALT AST iEHESH R Ei, XHFAEEHEEA
EBCA TR Z MR R e R, SR BR, EE
H/NRIMLTE ALT AST IEM B EF 5, SIEH4H
b, BB %125 X (1 =8.020 .5.033,P<0.01),
WK 2,

B1 RAFRELAKRSHFEEE HE <200
A TEH ;B B

10(
*
T
5 s
o
¥ 6f
%
=
. |
4l
ﬁf; T
H i
0
FH#H bi Y]
150
= -
5100
5
¥
=
% sof
i T
=]
0
EEA HRIA

B2 EFHASERIEALT ASTER
HSEFHIE.: " P<0.01

2.1.3 SEMAERDATER Kv1.3 B k% H
A REAAGERER, SEFAHML, MARIHEATH
ZUKvl. 3 EHFRXHE R, WHE 3,

A B

B3 R AL ERICES K. 3 B‘Jix_ SP x 200
A IEHH B BRI

2.1.4 Zr%ELZ B RT-PCR MM EZSLE
Sk A qRT-PCR g ] 1E % 41 0 45 54 40 JiF 40 4
Kvl.3 K& 4iEF mRNA FikKF, 4R 8RB
RUZH AT 4H 41 TNF-o L6\ IL-18 mRNA 7K i 3%
FE (¢ =10.03,9.811,14.88, P <0.01), Kvl.3
mRNA 7K ERE{% (2 =3.353,P<0.05) , LA 4,
2.1.5 #H4E Kvl.3 TNF-o.IL-6 B & .k ik F
EX  Western blot Z5 R /R, S IEFAHME, R
SH AT LR M A F TNF-oe (£ =9. 532, P <0.01) [IL-
6(r=3.663,P <0.05) EHKIXKFAR, Kvl. 3 &
HRIBKTBEEMK(r=5.941,P<0.01), WA
5.

2.2 [E{ KCs 1 Kvl. 3, TNF-o mRNA K%
qRT-PCR 45 B/R, A 4H 2 LA KCs 1 TNF-«
mRNA KB ER TIEHH (1 =4.886,P <0.01),
BEAUZH Kvl.3 mRNA XA B EMTIEFH(r =
14.35,P<0.01), W& 6,

2.3 &40 LPS 55 RAW264. 7 4l A Kvl. 3 f45%
ix BEAIHNRAE 1 000 ng/ml LPS H| #
RAW264. 7 4i}fi 24 h, qRT-PCR R 8%, 5IE#
AR, BRI Kvl. 3 mRNA FRAREK, 5IEFA
L, ZERAGITEE X (1 =4.583,P <0.05), L
&7,

2.4 MgTx i1§] LPS 55 RAW264. 7 480 B F 9
43 idh

2.4.1 Em%AEZF RT-PCR #44axt T 84 R
qRT-PCR £ 5 R, MgTx Hisb B J5, LPS 5% 1Y 48
M1 F iNOS IL-6 ,IL-1B . TNF-o. mRNA k7K %
K, SHEBALE, ZERARITFENL(F=168.2,
862.9.596.7 61.11,P <0.05,P <0.01), WL S,
2.4.2 MgTx ##] LPS #§-45 RAW264. 7 @i R



+ 652 - FEHMEMKFFIR  Aca Universitatis Medicinalis Anhut 2016 May;51(5)

201 10 *%
%* %
b T o gl =
RIS B
= w®
= g 6
= E
< 10f %
Z
~ Z 4+
=] -4
& =i
g o e L
Z 3
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0 1 0 I |
EHH LRk E#A 1 g1
80 . 1.5
iz T g
60 I & ol T
Taf P
r4 E *
°§ £ 0.5 T
© 20 “
2 >
~ v
0 0.0
EHA B4 E#A B R 47
B4 FEALKSMMETFR Kvl.3 mRNA RikKkP
SE#4HE. " P<0.05, **P<0.01
I 41 FE T 4] 61 :[’t
e ) =
IL-6 ) -~ E | )
:‘ e Sl é : % 4 |
TN ——— R ——— =
4 <
Kvi.3 j& — z
| e i . - i g 2r
B-actin T — - Lé T
1.5 0
T L Kvl3 M Rl
A 1L-6 15
2 TNF-o *
) 1.0} e
" & T
;\ = 1.0}
= 05F £
= <
o 2
E o5t
o
0.0 \ \ ._>.
IF & 4 i 284 4 M
BS5 FARSARETE K3 BEARK 0.0 L
SIEHWH . " P<0.05, **P<0.01 EHA poeip]
6 JE KCs i Kvl. 3, TNF-o mRNA FiEKF
FouktgE & Western blot 458 g /5, MgTx Hi4tb SIEHHLHE: " P<0.05, " P<0.01
5, LPS R AR T 5 LPS A4 F L, 3 it

iNOS \IL-6  IL-1B . TNF-o 25 ik K F R, £ 57
BEAT2E X (F=377.3.109.5.115.0.,20. 44 P < SR S &R E WL IR B, T S B
0.05,P<0.01), UL 9, EMELSEFRGHFERE, FENFRIFR
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[=)
T

Kv1.3 mRNAMX #ik &
o

0.0

E#4A
7 Kvl.3 mRNA RikKFE
HE®RHLE.: " P<0.05

SHEFF RIS RS B 2 5 X SRR BT ARG PR 25 3 5
BEER X, Wkah Y i B A LPS &
5FERERERE LIRS ERERGER, B
Bz AN, AR SE K R M R T 4T 10 mg/kg
LPS {ER] 24 h 5 , IR VG FNIFAEAH L, HE 3
% HE e RAFRRIE S 20, 7§ ALT/AST &4
BRI E BB T AT 40O ISR SR AR
SCHRTHRE , CD4 ™ T i £ 4 A B JE 43 08 1 40
JEHEF4n TNF | F 1 Z-v (interferon-y, IFN-vy ) # {£
FRRES 5 1E A, R 7E B B St A B Hh, T o3
B 4 O A 5 19 B8 SRAE R A 2 AT AR 9 P
R & R F B . S5 4 R 9 40 B
LT E 4TSSy CD8 ™ 1 CD4 " T 4, it 7

-2k

300 ( -
L] T
200 #
F=y
z T
Z
2 100 |
[72]
o
Z
0
E%A BRI LPS+MgTx4
100 .
i 80
®
*;: 60
#
% 40 ==
@ 20|
=
0
E#A FRIZH LPS+MgTxZH

W IL-18 . IFN-y \TNF-o 25 20 il (R 7, 38— 25 86 T
Ik KCs, 73X BB BBl F AR B M 2 F I § T
TR AR IE R I S BT A R AL, KCs
FE TR & B B W 40 B, 7E 4 5 F0 B A A 22 TR i
EEMEM, LPS 1@ 3% & ¥ S NF-«B, f fif It
KCs BN TR SR 0 E 7, 76 5 5 FF 2 4
EHEEREEAH,

MM Bl A A, X TR TS
1t HEE TR W AR SEREETEEER,
1EH K BRUE S B I 40 P 5 7 3 3 i A B IR S
TEBMREZAARMNENFE T EEERT
I ekl iR, Kvl. 3 XFE M40 i A B T RE
VTR AR, 5 40 0 7 40 i B 4 o
Kvl.3 3§88 TH K[ 1# 488 Shaker K%, 2
247 500 A8 FE R A Y 7 AEFEAN 25 A T8 B A TR YR
RBE,EERARFIFERAMNH B FEET R,
Kvl. 3 ZEshpkoRmem@ibt " e (AN &
IR RERE, BB NERIATWEEE S,

WF Kvl. 3 EEWAE M FZERTHES
EEVEM, M Kvl. 3 ZEFFIESRG 7 mE EHE, R
BEASR B #3383 Kvl. 3 78 S P T 3 4 R /9
Ve, 43R BR,Kvl. 3 7 LPS S8/ R A HEAT
ORI R ARRE, 28 Kvl. 3 WRE RIATRE
S52EFRHGEUWEERBE TR, KIMLRIEL
Kvl. 3% 5 £ BH %7 57 MgTx 8 3 2> LPS 5 & 1Y

2071
Hg@ﬂ sk
ﬁ 15 -
g
< 10| *
2
E
FOS5SE
g |

0

ERA BRI LPS+MgTx#4

3
iz *ok
&6 i
®
£
54
2 i
2 —
=1

0 I

EEH BRI LPS+MgTx#4

8 MgTx $4%) LPS % ShY RAW264. 7 ZEB B T4 i mRNA Fi%
HIERHE S " P <0.01; SERMA K *P<0.05,%P<0.01
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I 5 4l H 0 4 LPS+MgTx4]
TNF-a , ;
IL-1p .
iINOS R <—
IL-6 T — ——
LSr—iNos
IL-6
IL-1B
3 [ TNF-a -
i | ==
w 10
e o
e
oSt
7
N
0.0 AN

IE i 4 H 0 4] LPS+MgTx4l

B9 MgTx #H LPS 56 RAW264. 7 HHEFH R ERARE
SERARE: " P<0.01; 5BEMHE.*P <0.05,%P <0.01

RAW264. 7 i N F TNF-a \IL-6 IL-1B FYFERL, [F
i & 3, MgTx BB 7> INOS 4 B, M 41 NO %k
HU B ERR Kyl 3 B 5 AT i i, 7T
BE ST KCs ZHA A+ 147 i %, IS
F2H , TNF-o L6 \IL-1B % 40l 5 7 7] 7% ALK M40
Ha 35 B AT 4R M B IR FE , Bk S BT RIS, KELOKG
Kvl. 3 B3> KCs MR 7400, KB Kvl. 3 R
R Gt K EETEEH,

YT Kvl. 3 FEATAE KCs 3% bt 72 v Br 0y S i)
Ft,, M KCs IF 2 S 5 P S FF 4 45 B 88 0 S B 4
M, Kvl. 3 5 ] Re BN e et B B A M B E
L Y=

BE
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Expression profile of voltage-gated potassium

channel Kvl. 3 in LPS-induced acute liver injury

1,2,3 . 123 . . 1,23
Zhou Qun*”, Wu Baoming **” , Meng Xiaoming " ,et al

('School of Pharmacy , Anhui Medical University ,Institute for Liver Diseases of Anhui Medical University ,
* Anhui Institute of Innovative Drugs ,Hefei 230032)

Abstract Objective

To investigate the expression profile of voltage-gated potassium channel Kvl1. 3 in lipopo-
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Gas-6 & 1 07D s 3 PRl 43 0 PR 5 1 O B 52

F BB #E

BE By BIISNRY Gas-6 BAXTAEEHE (LPS) R/
RAEmHRGRRIPER. A% # Balb/c /MRBENY A
ZE X Gas-6 F IR \LPS 4L #R4H | Gas-6 AR
. LPS A-34H | Gas-6 2E H AR 47 4 53 5! 38 i B8 s vk 4 LPS
FHR MR R, KARE NS BB R, W
f5 Gas-6 S EIXT FRZH B Gas-6 B BRIP4 37 2@ 1f R Ak i
A Gas-6 B, HRMA LS RABIKEAX K, LPS/ &
BEL RS 12 h J5  BUNRILTE X AHHR . HE B E0%/0

=7
/'36,5'3

8,1 M R E

BT L0E/ T R E b BSR4 L E P TNF-o
IL-6 &K B 20 40 7 TNF-o mRNA \IL-6 mRNA a'\ﬁa_ﬁi
X RAAR , ZRFHITFEREN(P<0.05), i Gas6 &
ARE ERIEVRER LPS A A A BT TR, ERE &Kit%
BU(P<0.05), &it Gas-6 BEX LPS B S AMM
B/ BA RPER,

KEiR Gas-6 HH; IESH: LUEMHG

FE4%KS R563.8

RS H AR BUE W E A SUR B 24 AR/ T
R b R 1 R AR A S8 B F oo (TNF-o) FI B A B -6
(IL-6) 7K LA B fi4H 48 & TNF-o mRNA IL-6 mRNA (%35
B, &R MALKBEEREER: 5SEEXBHLE,

LPS Sb3BLH /MR K B TR FE L P R SRR 1 R
BHEHAE W Gas-6 AW i3 iRk A, LPS 434 /I

NHERFRAERS A XESHS 1000 - 1492(2016)05 - 0655 - 05

2B {5 (acute lung injury,, ALD) & & & fb i
YR RSB 40 M4 P9 B2 4 A0 Al e iz 48 R
7 , 3 TS LR IE MK B, AR ) R P TR
EEMRREN N . 824 (lipopolysaccharide, LPS) &
FEAMAE AR RS, 25 B EIPER
FE R, BT S8 ALLY, Gas6 ZEAB THE4EE KK
BREA R K. i £ Cas6 EHARRATF
Tyro-3 Mer , AxI( f&JFR TAM)3 4~ A [R] # 32 (4 B R
BHG, 1N KA B, Giangola et al™) % 2 /NRL 1
JEBR I/ FEE AR B BF 5T R B, Gas-6 EHBER B

2016 ~02 - 22 #UX

E&TEH: ERARBEES (H'5:81400058) ; ZRERERAA
BHEFRIE (485 : KI2013Z154)

EH AL BHER KEE _HRERFIR AR, S8 230601

EHEN F B MR,
Rk &, B, 0t £ R0, 5%

hotmail. com

{E4E % , Email ; luyougolden @

lysaccharide ( LPS) -induced acute liver injury. Methods C57BL/6 mice were injected with LPS intraperitoneally
for 24 h,to establish the model of acute liver injury. The morphological changes of liver tissues were observed by HE
staining. Alanine aminotransferase ( ALT) and aspartate aminotransferase ( AST) levels were measured using test
kits. The Kvl. 3 expression was measured by immunochistochemistry, Florescent real-time quantitative RT-PCR
(qRT-PCR) and Western blot. Kupffer cells (KCs) were isolated by in situ perfusion, and then applied to detect
Kvl. 3, tumor necrosis factor alpha( TNF-a) expression by qRT-PCR. The expression of Kv1. 3 was also detected in
LPS-stimulated RAW264. 7 cells. Margatoxin( MgTx) was pretreated to block Kv1. 3 in LPS-stimulated RAW264. 7
cells, then detected the expression of cytokines by qRT-PCR and Western blot. Results

liver tissueswere damaged by LPS,ALT and AST levels increased significantly after LPS treatment( P <0.01). The

HE staining showed that

Kvl. 3 expression decreased significantly in model group compared to normal group( P <0.01). Kvl.3 was low ex-
pressed in KCs in LPS-inducedacute liver injury model group ( P <0.01). LPS-stimulated RAW264. 7 cells ex-
pressedlow level of Kvl.3(P <0.05) , and MgTx, the Kvl. 3 specific blocker, decreased LPS-induced cytokynesis
secretion. Conclusion The results indicate that Kvl. 3 is low expressed in LPS-induced acute liver injury and bloc-
king of the Kvl. 3 channel decreases LPS-induced cytokynesis secretion in macrophage. Kvl.3 may play an impor-
tant role in the treatment of liver diseases.
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