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[ ABSTRACT]

mitogen-actitated protein kinase actitaved protein kinase 2 ;

The development of cardiovascular disease is related to chronic inflammation.

cardiovascular system; cardiovascular

p38 mitogen activated

protein kinase ( p38MAPK) mediated signaling pathway plays an important role in cardiovascular cell inflammation, prolif-

eration, differentiation, migration and metabolism.

flammatory mediators.

Inhibition of p38MAPK can effectively inhibit the expression of in-

In terms of safety, p38 inhibitors are unacceptable and it is necessary to study the downstream sub-

strate.  Mitogen-actitated protein kinase actitaved protein kinase 2 ( MK2) is an important downstream substrate of

p38MAPK and is involved in the development of cardiovascular diseases.
clinical significance in the treatment and prevention of cardiovascular diseases.

and function of MK2 and its role in cardiovascular diseases.

FEMER AR | VF 220 5 38 B e O 1L R 56
fﬁfﬂiﬁﬁiﬁ%ﬁﬁ i TR, L
22 54 )i 1% AL B T ( mitogen activated-protein
hmeWM)%%%ﬁWMKEﬁ%&
p38MAPK 45 145 18 %76 L I A5 200 JHO 98 | 14

5 oAk SRR AR S EEAE Y, f T p3s
[WFBH] 2018-05-09 [1EE A
[1E&ERT]

Ao i, FAREE W,

hotmail. com,

Therefore, inhibition of MK2 activity is of great

This article mainly reviews the structure
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Figure 2. The role of MK2 in p38-pathway mediated inflam-
[3]

—

matory process and mechanisms
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