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The Bfects  Recombinant Apdipoprotein (a) Kringle -10 on the
Binding of Plasminogen to the Endothelial Cdls

PENG Fangfang” , HONGJialing, YU Hong, WANGBinghua, YIN Yi-li , LI Xiao-ming
( Department o Biochemistry , School d Medicine, Wuhan University , Wuhan 430071 , China)

Abgtract In order to €ucidate the mechanisms of atheroscleross which caused by lipoprotein(a) and discuss
the inhibition of fibrinolys's by apolipoprotein(a) [go(a) ], the dfectsdf recombinant gpo(a) Kringe -10
(K -10) on the binding of plasminogen to endothelia cdls by the capacity of lysine binding were sudied.
The recombinant plasmids desgnated pGEX- KG/Tp” K -10 (wildttype K -10/Tp” , w=K  -10/Tp")
and pGEX-KG/Arg” K -10 (mutate-type K -10/ Arg” , mut- KIV-10/Arg”) of apo(a) were trandormed
E. cdi DH® and expressed asfuson GST-proteins, following with ilation and purification by dfinity chro-
matography on Qutathione-Agarose. The lysine-binding capacities of the GST-K  -10 fuson proteins were ex-
amined by dfinity chromatography on Lys Sepharose. The dfectsof these two kindsdof GST-K  -10fuson pro-
teinson the binding of plasminogen to human umbilical vein endothelid cells (HUV EC) were gudied , usng
the plasminogen labeled with fluorescei n i sothiocyanate (FITC) . The results indicated that the expressed GST-
wt-K  -10/Trp” fusion proteins bound strongly to Lys Sepharose , while the expressed GSFmut-K  -10/Arg”
fusion proteins had ro dfinity to Lys Sepharose at al. GSTwt-K -10/Tmp” fusion proteins could effectively
inhibit the binding of plasminogen to HUVEC, in contras , GSFmut- K -10/Arg” fusion proteins could rot
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even in higher concentration. The inhibition of fibrinolyss by gpo(a) K -10 is asociated with its cgpacity of
lysne binding. The capacity of gpo(a) K -10 is asociated with Trp” in its lysne binding stes.
Key words endothdia cells, plasminogen, apolipoprotein (a) K -10, lysne binding
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