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[ ABSTRACT] Aim  To study the effects of visfatin on the maturity of DC2. 4 cells and the mechanism of visfatin in
the pathogenesis of atherosclerosis. Methods The DC2. 4 cells were divided into four groups: normal control group,

LPS group (LPS, 1 mg/L), low-dose visfatin group (100 pwg/L) and high-dose visfatin dose group (200 pg/L). MHC-

IT, CD86 and CD80 expression were detected by flow cytometry.  Tumor necrosis factor-a (TNF-a) and interleukin-12
(TL-12) levels in cell culture supernatant were measured by enzyme-linked immunosorbent assay.  The ability of visfatin

to stimulate allogeneic T lymphocytes was measured by mixed lymphocyte reaction assay. Results Compared with the
control group, the synaptic of cells enlarged and cell volume increased in low-dose visfatin group, high dose visfatin group
and LPS group. The levels of MHC- 1 , CD80 and CD86 molecule expression increased, the supernatant TNF-au, IL-12
levels were significantly increased (P <0.05). Compared with the control group, when stimulating cell: effector cell ratio
was 1:10 and 1:25, visfatin low dose group and high dose group and visfatin stimulation index LPS group was significantly

higher (P <0.05).

rosis by activating T lymphocytes and initiating the immune inflammation response.

Conclusion The results suggested that visfatin could participate in the development of atheroscle-
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B 1. DC2.4 HBaFEZE( x400)
Figure 1. DC2.4 cell morphology( x400)

ACNXTIRZE B LPS 4, C MEFIEMIER A, D IEFlht

£ 1. NELEADC2.4 WREIRETW (x £5)

Table 1. Changes of DC2.4 cell surface markers in different groups

| MHC- I 284y F CD80 CD86
popiisEiE] 18.5% +5.6% 25.3% +5.3% 19.2% £3.2%
RN ERA 26.2% +5.7%" 35.8% +6.2%" 24.3% +4.1%"
FRlE AR R4 30.5% +6.3%" 44.5% +4.7%" 43.7% +4.9%"
LPS % 42.7% + 6.4%"* 56.7% =+ 5.5%"° 63.4% +5.9%"

a P <0.05, 5X A4 A,

*® 2. FAIL-12 5 TNF-a FILLE (x £5)
Table 2. IL-12 and TNF-« levels in different groups(x +s)

| IL-12 (ng/L) TNF-o( ng/L)
X} 20 45.51 £3.07 56.35 £3.72
IR 5 R R 20 139.80 =4. 13" 147.49 £4.31°
R R AR R A 167.42 £3.52°  173.14 £4.00"
LPS #5 193.67 £4.33"  217.36 +4.72"

a P<0.05, 5% A4 A,
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& 3. BEDC2.4 JEFHRE T HEHREAIRIFIEE (v £5 )
Table 3. The stimulation index of DC2. 4 cells on T lympho-

cytes(x +5)

i SI(1:10) SI(1:25) SI(1:100)
pugiicEicl 1.32+0.10  1.15%0.11  1.01 £0.09
LPS 21 2.86+0.11*  2.29£0.12° 1.83%0.12°
EFIREMAEFEHA 1.97+0.11°  1.83£0.10° 1.17£0.09
R NIERA 2.47+0.12°  2.07+0.12°  1.23+0.11

a i P<0.05, 5% 4 A,
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