2000; 27 (4) M FESE B ER

P LK BORn 6 A2 bR id R By, BAR
TR S aid. B AR ) TE 4L BT e ik N
Ui AT 6 Nl MR AL, IS RCIEI 255 )R
P S ) VAN i L L 7 o
VEME oK. 2 SDS- 2R VA A ok i 458 Ji v VKR N 6 s
fE7.1 ku b5 — 55, HEEBK SEAHE
BRI By TR AT, 28 E . coli KiaD3 B i%
PEAS I E BA A A H AR =4, A 22 Al 2 MR AR d 11 )
—E R ILSr T RS, R T S R RO
Y5 wi 7R NS N Ak S E R VIBR. E . coli
K2 D3 90 TR 375 P A 26 B SEAL 5 1 B0 b s M L 4l
AT BT .

e R W, [ b R S R MR A S 2
IR SRIR e LS E % N O NI Ak =0 R
Or B A AT 2 21 A bR T B O TR [ e A 4
JBEE G RMEN AR SN 2 —,  BSR A
b H A&l IMAC — 2 5l fe g 1o 52 24 1)
RS 2y LA T R PR U s A Drek g T R S T
AT B B0 2 A4 L R TR B R % LR =4
O HE AR

Boigt it b B A R B A A AR 5
T ST 0 5 1) 40 2 ) S A N B o A SR AL TR 4 5% RE

Z % X W

I Poroth J, Carlsson J, Olsson I, et al. Metal chelate affinity
chromatography: a new approach to protein fractionation. Nature,
1975, 258 (5536): 598~ 599

2 Beeskow T C, Kusharyoto K, Anspach F B, et al. Surface
I]!()lliri('ulinn llr T]]i('l'ﬂ[ll)l'ﬂll:‘i [Il]l}'i“llil!"‘. IIIHI'T]I'II'EIII(".S \\'ilh Il_‘"(lrl]X‘
yethyl cellulose and their application as affinity membranes. ]
Chromatography A, 1995, 715: 49~ 65

3 Serfica G C, Pimbley J, Belfort G, et al. Protein fractionation

using fast {low immobilized metal chelate affinity membranes. ]

Prog. Biochem. Biophys.

+ 403 -

M embrane Science, 1994, 88: 292~ 300

4 Reif O W, Volker N, Bahr U, et al. Immobilized metal affinity
membrane adsorbers as stationary phases for metal interaction
protein separation. ] Chromatography A, 1993, 654: 29~ 46

5 Boman H G, Fink J. Inducible antibacterical deference system in
drosoplhila. Nature, 1972, 237 (5354): 232~ 235

6  Boman H G. Antibacterial peptides: key components needed in
immunity. Cell, 1991, 65 (2): 205~ 207

7 Craig A G, Trenczek T, Fries 1, et al. Mass spectrometric
identification of peptides present in immunized and parasitised
hemolymph from honeybees without purification. Biochem Biophys
Res Commun, 1989, 165 (2): 637~ 643

8  Fink J, Boman A, Boman H G, et al. Design synthesis and
antibacterial activity of cecropirrlike model peptides. Int J Peptide

Protein Res, 1989, 33: 807~ 813

Separate Recombinant Antibacterial Peptide With

Immobilized Metalchelated Affinity Chromato
graphy Membranes. WEI Qi, YAO RuHua
( Department o Bioengineering, South China

University of Technology, Guangzhou 3510641,
China); BAOQO ShrXiang ( Biotechnology National
Key Laboratory,
Agricultural Sciences, Haikou 571101, China).

Abstract affinity

chromatography (IMAC) membranes were prepared
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Immobilized metalchelated

for separating a recombinant fusion antibacterial
which

(HISg tag) at the N-terminus. Low bleeding of metal

peptide, carried a polyhistidine sequence
ion was achieved. It was proved that the properties of
IMAC membranes were better than conventional
chelating sepharose fast flow column. The fractiona
tion of recombinant proteins that carry a polyhistidine
tag is currently perhaps the most promising applica
tion of IMAC.
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Abstract

of ischemia/ reperfusion injure after improved by

The key process and information gatew ay

drugs and way were researched. Langendorff installa
tion and cardiac muscle of Wistar rats were used. The
excitant of adenosine A1 recepor R-PIA was selected
as protecting medicine; ATP sensitive potassium
channel retarder glybenclamide and PKC inhibitor
stauroprine were used simultaneously or separately.
The changes of oxygen free radical, nitric oxide,
ATPase and inducible nitric oxide synthetase gene
were observed, which were compared with ischemia
pretreatment at that time. The results showed that
R-PIA and ischemia preconditioning had preferable
protection and these effects depend on the opening of
potassium channel and the activing of PKC. The
opening of potassium channel depends on partly the
activing of PKC,

may be a key factor even more than PKC at

but opening of potassium channel

dow nriver position.
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