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Abstract

noma as well as neuroblastoma have been shown

Human colorectal, pulmonary carci-

to be rich in opiate receptors. A possible targeted
fusion protein, consisting of Enkephalin and a |

interferon, was constructed, bacterially expre
ssed, and purified. When injected intracerebrally
into mice, enkephalimal interferon fusion pro-
tein caused more potent analgesia than al inter-
feron. The analgesia effects of the fusion protein
were prevented and reversible by opiate antago-
nist, naloxone and naltridole. T he fusion protein
also inhibits bindings of [*H] DPDPE to opiate
receptor. The enkephalima I interferon fusion
protein was shown to have more antiproliferative
and antitumor activities against opiate receptor
bearing tumors, both in wvive and in wvitro.
These results suggest enkephalira [ interferon
fusion protein may be able to target opiate recep-
tors on tumor cells.
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Abstract The GI mutant, GIK253RA198C,
was obtained by in vitro site directed mutagene
sis using the double primer method and then
expressed in E. coli K38. The characteristic
analysis of the enzymes showed that thermosta
bility of GIK253RA 198C w as significantly lower
as compared with wild-type GI in 80°C. More
over, its reaction
decreased from 75°C to 70°C. The results are

explained by the kinetic parameters.

optimum temperature
Previous
experiment indicated that the same mutation of
K253R produced different effects on the ther
mostablity of SM33 GI and A.

GI. It is clarified here, based on structure and

MISSOUriensis
mechanism, that the result was due to the minor
difference between Lys253 s positions in the two
GI structures.
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