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Interleukin 6 is a multiple function

Medical Sciences,
Abstract
cytokine, playing an important role in modulat-
hematopoeisis, acute

On the other hand,

over-expression of 1L-6 relates to the pathogene

ing immune response,

phase reaction and so on.

sis and development of many kinds of diseases.
I1- 6 exerts its effect on the target cell through a
two-chain receptor system, one is the ligand-
binding chain (IL-6R) and the other is the sig-

nal transducer gpl130. IL-6, IL-6R and gpl30
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interact through a heterohaxmer module,

sequentially triggers the signal transduction
within the cell. There exist two signal transduc

Jak-STATs pathway and Ras
MAPK cascade pathway.

tion pathways:
Any factor that can
block or interfere with the signal transduction of
IL-6 will be a considerable strategy in treatment

for IL-6

include growth factors, monoclonal antibodies,

related diseases. These strategies

antagonists, antisense gene and so on. The
study on the pharmaceutical design and selection
targeting to signal transduction of IL-6 will pro-
mote the treatment for IL-6-related diseases.
The two-chain receptor system of I1-6 and its
signal transduction have been reviewed, and the
strategies in treatment for IL-6-related diseases
have been elucidated.
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Structure and Function of VEGF Receptors.
ZHANG Man, ZHOU Airu ( Institute of car-
diovascular basic research of Beijing medical
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Abstract

receptors are the membrane spanning receptors

Vascular endothelial growth factor

which were found in vascular endothelial cells
and induce the proliferation and differentiaion of
endothelial cells. There are two receptors which
can specially bind with VEGF. They are Flt and
KDR, the gene structures and locations in the
chromosome of flt and KDR were identified.
Both Flt and KDR are receptors of type Il
RTKs. Their structures are similar. There are
seven immunoglobirrlike sequence in extracellu-
lar domain. The catalytic domains in intracellu-
lar region were inserted by tyrosine kinase

domains. Autophosphorylation was induced,
which results in intracellular response. The
VEGF repeptors play an important role in angio-
vascular, wound repair, inflammatory response,
tumour grow th and some cardiovascular diseases.
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