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Protective effect of STNFR gene transduction on ischem ia— reperfusion

mjury of donor "s heart
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Abstract Objective To mvestigate the transfection effects of STNFR gene directly perfused to donor hearts in
vitro and to explore the protective mechanism of STINFR gene transduction to donor hearts against ischem ia = reperfusion
njury using the model of heterotopic heart transplantation n mice M ethods The experiment was carried out in three
groups with each group containing 10 donorm ice and 10 recipientmice The donor hearts were mfused with iced saline
containing replication — defective recombinant adenovims encoding murine sSTNFR — pd5 ( for AdmLacZ sTNFR gene
group), replication — defective adenovims vector AdHCV splLacZ ( for AdmLacZ vector group) and PBS ( for control
group) tespectively for 1 b before the donor hearts were transplanted to the recipients using cervical heterotopic heart
transp lantation method The STNFR —p55 level in senm and the graft infiltating cell (GIC) count in each recipient
group were exam ined with the allogeneic MLR in GIC analyzed as well Results High level of STINFR —p55 was detec-
ted in the semm of the AdnsSTNFR gene group 12 hours after the transfection atMOT 2 X 10% pfu/L which reached its
peak (59 5%6.5) ‘ug/L 24 hours after the transfection In contrast the SINFR —pd5 level in AdmLacZ vector group
was staying at amuch lower level (1. 53=0. 56) g/, (P<< 0. 05) 24 hours after the tnsfection The STNFR expres
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sion could still be kept at high level in the senm 14 days after transplantation in AdmsTNFR gene group The GIC count
in Adn sTNFR gene groups was (0. 510, 12) X10° Avell much lower than that in AdnLacZ veclor group (5 0E2 2)
X10° /vell (P<<0. 05). When GIC were cocultured with the ¥ — irrad iation — mactivated allogeneic lymphocytes fran

donorm ice for 72 hMLR, the proliferation of GIC was found obviously nhibited in the Adm sSINFR gene group as con~

pared with that in the other two groups Conchision These data indicate that adenovims mediated STNFR —p95 gene

can be tmnsferred successfully to cardiac allografis by direct perfusion under hypothem ic conditions (0—4C ) i vitro

which can bring about sustained high local concentration of STNFR —pd3, decrease of GIC count in the graft heart and in-

hibition of the proliferation of G IC.

Key words SINFR: gene transduction; organ transplantations heart ischem ia/mperﬁlsion injury; mice
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Absence expression of neuronal specific potassium chloride ion cotransporter 2 in

supraoptic and paraventricular nuclei
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Abstract Objective To observe the neuronal specific expression of potassium chloride ion cotransporter 2 in adult

rat supraoptic and paraventricular nuclei M ethods The adult SD rats were sacrificed and fixed with 4% parafomalde-

hyde to ranove the brain for frozen — sectioning The expression of potassim chloride ion cotransporter 2 and NeuN re-

vealed by mmunofluorescence were studied in the photos taken under laser confocal microscope R esults

The expres™

sion of potassim chloride ion cotransporter 2 was absent fran the supraoptic and parmaventricular nuclei Conclision

The neuronal specific potassim chloride ion cotransporter 2 is absent in the supraoptic and paraventricular nuclei

Key words hypothalanus supraoptic nucleus parmaventricular nucleus potassim chloride jon cotransporter 2
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