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The fresh slices were made from WT mice aged 4 ~6 weeks and the neurons were identified by their shape differ—
ent reaction to noradrenaline( NA) and electrical characteristics. AP firings of neurons were recorded during 11:00
~16:00 and 22: 00 ~02: 00 with patch-clamp recording. The firing rates of these neurons were analyzed using i—
test. Results The neurons in VLPO were successfully identified into two types. One type neurons with triangular
and multipolar shape could be hyperpolarized by NA and had the electrical property of low-threshold spike( LTS) .

The other type neurons with fusiform and bipolar shape could be depolarized by NA and lacked the electrical prop—
erty of LTS( non-LLTS) . Of 59 recorded neurons in VLPO 44 neurons had the character of LTS and 15 neurons
were non-L.TS. Using ¢-est of statistics AP firing rate of LTS neurons which were hyperpolarized by NA showed
higher at day time than that at night( P <0. 01) . Non-LTS neurons which were depolarized by NA showed the simi—
lar tendency that AP firing rate at day time was higher than that at night( P <0. 05) . Conclusion There are two
types of neurons in VLPO. Both of them show high firing rate at day time and low firing rate at night time which
indicates they participate in regulating circadian rhythem.
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Tumor necrosis factor o« enhances human fibroblast-like
synoviocyte proliferation migration and invasion induced

by angiotensin [[ and the mechanisms

Luo Xuexia Yan Shangxue Wang Ying et al
( Institute of Clinical Pharmacology of Anhui Medical University Hefei 230032)
Abstract Objective To identify the effects and mechanisms of tumor necrosis factor o ( TNF-o) enhances human

fibroblastike synoviocyte ( FLS) proliferation migration and invasion induced by angiotensin [ ( Ang 1II) .

Methods FLS was stimulated by different concentrations of Ang (107 10™* 1077 107 107" mol/L) com-
bined with or without TNF-o¢ (20 ng/ml) for 48 h and then CCKS8 assay and Transwell chamber were used to test
FLS proliferation migration and invasion. The expressions of Ang II receptors ( ATIR and AT2R) and GRK2
Ang (1077 107° 107" mol/
1077 mol/L was the optimum concentration. TNF-o ( 20
Ang I (1077 mol/L) combined with TNF-o
(20 ng/ml) had a further promotion on FLS proliferation ( P <0.05) . The migration and invasion of FLS were sig—
and invasion: P <0.05) . The

but the expression of GRK2 only had a rising trend induced by Ang

were measured by immunofluorescence laser confocal or Western blot. Results
L) could promote the proliferation of FLS ( P <0. 05)
ng/ml) significantly enhanced the proliferation of FLS ( P <0.05) .

nificantly increased by Ang II TNF-« or their combination ( migration: P <0. 01
expression of AT1R was increased( P <0. 05)
II( P>0.05). The expressions of ATIR and GRK2 on FLS were increased significantly induced by TNF-a( P <
0.05) and their combination group( P <0. 05) . GRK2 inhibitor could down-regulate the combination group effects
on FLS such as migration and invasion ( P <0.01) . Conclusion Ang Il promotes FLS proliferation migration
and invasion. TNF-a could promote FLS proliferation migration and invasion induced by Ang I through up-regu—
lating the expressions of AT1R and GRK2 on FLS.

Key words

Angiotensin [[; TNF-«; synovial fibroblasts; migration; invasion



