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Hepatocyte growth factor promotes phenotypic polarization

of macrophage from M1 to M2 via the JAK2/STAT3 pathway
Gu Yiyue Hu Zeping Wang Yunfei et al
( Dept of Cardiology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the effect of hepatocyte growth factor( HGF) on the polarization of macro—
phage from M1 to M2 via Janus kinase 2 /signal transduction and activator of transcription 3( JAK2/STAT3) signa—
ling pathway and to investigate its possible mechanism behind the effect. Methods The normal RAW264. 7 mac—
rophages were used as MO control group; RAW264.7 macrophages induced by LPS and IFN—y( M1 phenotype)
were M1 group; M1 phenotype macrophages interfered with different concentrations of HGF(5 10 20 ng/ml)
were SM1 group 10M1 group and 20M1 group respectively; M1 phenotype macrophages interfered with 50
wmol /L JAK2 specific blocker( AG490) and 10 ng/ml HGF were AG490 + 10M1 group. The effect of HGF on the
proliferation of macrophages was detected by CCK8 method. The nitrite concentration of culture supernatant
(NO%) in each group was measured by the Griess reagents kit. Western blot was used to detect the protein ex—
pressions of marker for M1 group including nitric oxide synthase( iNOS) interleukin-6( IL-6) and that for M2
including arginase | ( Arg [) interleukind0( IL-40) . Theprotein expressions of JAK2 P-JAK2 STAT3 P-
STAT3 involved in JAK2/STAT3 signaling pathway were also detected by using Western blot. Results HGF did
not significantly inhibited the proliferation of macrophages. The results of the Griess reagents kit showed that the ni—
trite concentration of culture supernatant( NO% ) in the M1 group was higher than that in the MO or HGF interven—
tion groups; the nitrite concentration of culture supernatant( NO%) in the HGF intervention group was decreased
explicitly in a dose-dependent manner( P <0. 05) . Western blot analysis showed that compared with MO group
the protein expressions of iNOS and 1L-6 were increased while the protein expressions of Arg [ and ILH0 were
decreased in M1 group( P <0. 05) . Compared with M1 group the protein expressions of iNOS and IL-6 in HGF in—
tervention group were decreased in a dose-dependent manner; the protein expressions of Arg [ and ILH0 were in—
creased in a dose-dependent manner( P <0.05) . Compared with MO or M1 group the phosphorylation of JAK2/
STAT3 signaling pathway in HGF intervention group was increased in a dose-dependent manner( P <0. 05) . Com—
pared with the I0M1 group the protein expression of M2 phenotype-associated Arg [ was decreased in the AG490
+10M1 group( P <0. 05) after blocking the JAK2/STAT3 signaling pathway. Conclusion HGF promotes the po—
larization from M1 phenotype macrophage to M2 phenotype by activating JAK2/STAT3 signaling pathway.
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