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Abstract

fies for a heparin binding factor, is transiently

A newly identified gene MK, speci-

expressed in the midgestation period of embryo-
genesis and in the early stages of embryonal car-
cinoma cell differentiation. In late embryos and
the adult, MK gene is expressed only in the kid-
ney. MK plays decisive roles not only in growth
regulation but also in regulation of cell differenti-
ation. The encoding sequence of mature peptide
of MK was obtained by RT-PCR from human
fetal kidney and was cloned into pBV221, after
transfering into E. coli . A highly expressed
vector of MK was constructed.
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Abstract

I -A";ﬁ gene transfer on the growth of the trans-

A cademy
In order to search the influence of

ferred mouse tumor cells in vivo, the a and B
chain ¢eDNA were synthesized, and inserted into
[-A

expressing recombinant plasmids pLSXN-Ah and

a retroviral vector, to construct two
pl,SXN-Ah. By means of a liposome mediated
gene transfer procedure, these two recombinant
plasmids together were introduced into mouse
lymphoma EL4 cells and mastocytoma P815
cells. The expression of the I -Aks protein on the
surface of the transconducted tumor cells was
tested by FACS using AntrASFITC. After
wards these tumor cells were injected subcuta
neously into autologous mice C57BL/6 ( H- 2"
and DBA/2 ( H-2Y)

observed that tumors developed at the beginning

respectively. It was

within the mouse bodies, and disappeared after a
few weeks with injection. While the nontrans-
These

results show that the tumor immune response

ferred tumor cells grew continuously.

can be stimulated by the tumor cells transferred
with allogenic MHC class 11
absence of B7 co-stimulatory signals.
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