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[ ABSTRACT ] Aim To investigate the influence of angiotensin Il type 2 receptor (AT2R) gene transfection on the
maturation and some immune functions of bone marrow derived dendritic cells (BMDC) from mice and explore the mecha-
nism of AT2R-induced immunologic function in atherogenesis. Methods The cell suspension was made from C57BL/
6J mice marrow, purified and differentiated to BMDC.  First the BMDC were transfected with pAdCMV/AT2R or control
virus pAd-GFP, containing green fluorescent protein reporter gene; Then were stimulated by 100 wg/L lipopolysaccharide
(LPS) into mature DC; In the same time were added to antagonist of AT2R as pAdCMV/AT2R + PD123319 group; PBS as
negative control and LPS as positive control. ~ The expressions of AT2R in DC were evaluated by RT-PCR, immunofluores-
cence staining and confocal microscope. The CD86 and MHC Il expressing rates were detected by fluorescence-activated
cell sorting (FACS). Liquid scintillation counting( LSC) was used in mixed lymphocyte reactions (MLR) to reflect the
ability of BMDC to stimulating homologous T cells proliferation.  Cytokines IL-12 and IFN-y were detected by ELISA.
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Results  After pAdCMV/AT2R was transduced into BMDC, the expressions of AT2R mRNA significantly increased at 48

hours and 72 hours, green fluorescence localized to cell nuclei and plasm, red fluorescence labling AT2R was present in

cell plasm.

Compared with PBS negative control, the expressions of CD86, MHC Il was significantly up-regulated in

pAdCMV/AT2R group and pAdCMV/AT2R + PD123319 group (P <0.01), the stimulating capacity of BMDC obviously
enhanced (P <0.01), levels of IFN-y and IL-12 in the supernatant increased( P <0. 01) ; But compared with LPS positive
control, the changes of pAdCMV/AT2R group were significantly decreased( P <0.01 or P <0.05) , the changes of pAdC-

MV/AT2R + PD123319 group were not significantly different (P >0.05).

Conclusion BMDC can express AT2R

stably in vitro, AT2R can inhibit the maturation and immunologic action of BMDC and antagonist of AT2R can hold up the

effect, so AT2R may induce inhibition of atherosclerosis.
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Figure 1. The expression of CD11c in BMDC by fluores-

cence-activated cell sorting
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Figure 2. Immunofluorescence staining of BMDC after pAdCMV/AT2R transfection with confocal microscope
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Figure 3. Expression of AT2R mRNA in BMDC after pAd-
CMV/AT2R transfection
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Table 1. Levels of phenotype on BMDC maturation
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Figure 4. The expression of CD86 and MHC II in BMDC by liquid scintillation counting
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EEZ i 1266.50 £162.12*  3.99
pAd-GFP 41 1361.60 £124.12*  4.29

pAdCMV/AT2R 4 859.80 +£201.70"  2.71
pAdCMV/AT2R + PD123319 4 1155.60 +197.53* 3.64

Tl B = SEEe A cpm &/ %t MR 2H cpm {H, a’h P<0.01,%5 PBS %
R LE D A P <0.01, SIR M LL# ;¢ A P <0.05, 5 pAdC-
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HENE Z B A (P <0.05) , pAdCMV/AT2R +
PDI23319 5 R L HEdl Lk 2 R o &M (P >
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| IFN-y 1L-12

PBS X &40 247.86 +123.52  118.23 +179.33
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AT2R /MR T RNR KBS , 3h ks A B B 1 1 71
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fR 2
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I, AT2R BEFIH] BMDC 1 34 K H i & 1 R % I
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AT2R 10351 3 fik ok A 0 Ak B e 20 SR AL TR F 55 A A
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