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[Abstract] Objective To investigate the effect of all-trans retinoic acid (ATRA) on expression of in-
flammatory factors in human mesangial cells (HMC) cultured with high glucose. Methods HMC was cul-
tured in vitro,and high glucose and ATRA were given,then divided into the normal control group (group I .,
without any stimulants) ,the high glucose intervention group (group II ,high glucose),the osmotic pressure
control group (group [l , mannitol), the NF-kB pathway inhibitor group (group IV, high glucose + Bayll-
7082) ,the high glucosetlow dose ATRA group (group V ,high glucose+low dose ATRA),high glucose+
middle dose ATRA group (group VI,high glucose+middle dose ATRA) ,the high glucose+high dose ATRA
group (group V[ ,high glucose+ high dose ATRA). In group | and Il , the final concentration of D-glucose
was 5.5 mmol/L,which in group Il was 30. 0 mmol/L,the final concentration of mannitol in group [l was
24.5 mmol/L. In group V, VI, V[ ,the final concentration of D-glucose was 30. 0 mmol/L,the final concentra-
tion of ATRA was 1 X10 7,1X 10 ° and 1 X 10 ° mol/L, respectively. All the cells were cultured for 48
hours,RT-PCR was used to detect the expression of NF-kB,interleukin (ILL)-6,I1.-1 and tumor necrosis fac-
tor-a (TNF-a) mRNA in each group. The cell culture supernatant was collected. ELISA method was used to
detect the expression of I1.-6 and TNF-a. Results There was no significant difference in the expressions of
NF-kB,1L-6,1L-1, TNF-a« mRNA and the expressions of IL.-6, TNF-a between group | and [l (P>>0.05).
All the expressions were the highest in group [l ,and these in group V., VI and V[ were significantly lower
than those in group [l (P <C0.05),with the increasing of ATRA,the expressions of NF-kB,I[.-6,11.-1, TNF-a
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mRNA and the expressions of 1L.-6, TNF-a decreased gradually. Conclusion
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High glucose can promote the

expression of HMC inflammatory factors,and ATRA can inhibit the expression of the factors. The mechanism

may be related to the blocking of NF-«B signaling pathway by ATRA.
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