rhAE G E A EE A 2013 4E 6 J1 45 25 %455 6 ) Chin Crit Care Med, June 2013, Vol.25,No.6 - 335 -

EEYLI N RNA—146a X lifive B s 4 it
AR ERBE IR T — o ik FIHE

X4 FRE A TARE BRER R A

[#HE)] B WEHLYMUN RNA-146a (miR—146a) Xof BRI E 1540 L 48 5 B - i ed IR A8 B F —au
(TNF—cu ) FR35 1 5200, PR U miR-146a X iy L Wk 40 B S 0E R W TRV E . ik IRAM IS SR K R I
Ei W2 i ik NR8383, 43314 25,50, 100 nmol/L Cy™3 FRic i) Pre—miR™ B X IRA% YL 20, BE 7% Y W0R I =
PR BEAE R S vk B o F% NR8383 4 70 i A, 5% e 255 44 50 nmol/L Pre-miR™ miR—146a FifA , Xt HE 41 5%
4 50 nmol/L Cy™3 FRiC 1 Pre—miR™ B IR, SR S 2O 2 1300 5% st — SR W S (RT-qPCR) K il %
YJE AN miR-146a i mRNA 35 FIE 24 (LPS) 1 me/L HIBLANM 6 h 5 , 2K FBEDE S e i BHRBG (ELISA )
2 AN 7 _E TN TNF-o 25 13635, R RT-qPCR K408 TNF-a mRNA ik, 58 LA 50 nmol/L
Cy™3 FRIC Y Pre—miR™ BPEX HREG YL AMMACR Be i, 290 80%.. SXTHRAL (fER 1) MLk, Hyedi4nie i
miR-146a [ mRNA 3k 34 1 (24.55 + 6.14)f% (P<0.01). LPS U5 , 55 Y20 40 M0 b5 TNF-o 25 A &4
(ng/L) BN} BRZHAH B T R (211.5 £ 30.4 L 616.6 +42.3, P<<0.01), 4l H TNF—a mRNA 235 T8 T (47 +6)%
(P<0.05). 518 %% 4% miR-146a fig F IR E WG SAE 7 TNF-o 193R55 , W] miR-146a AENH] LPS 5
0 1 W 0 L ) S S o

[X#iF] U RNA-146a;  BHREMELINE;  EHRIER T -«
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[Abstract] Objective To observe the effect of transfected microRNA-146a  (miR-146a) on expression of
tumor necrosis factor—-a  (TNF-a ) in alveolar macrophages, and to analyze its regulatory mechanism in the
inflammatory response of alveolar macrophages. Methods Cy™3 labeled with 25, 50, 100 nmol/L. of Pre-miR™,
respectively, were transfected into rat alveolar macrophages NR8383 cultured in vitro. The highest transfection efficiency
was selected to be the experimental concentration. NR8383 cells were divided into two groups: transfected group was
tranfected with 50 nmol/LL Pre-miR™ miR—146a precursor, and control group with 50 nmol/L. Cy™3 labeled Pre—miR™
as the negative control. The mRNA expression of miR—146a of cells was detected by real-time quantitative reverse
transcription—polymerase chain reaction (RT-qPCR). Then cells were stimulated with lipopolysaccharide (LPS,
1 mg/LL) for 6 hours. The production of TNF-a protein in the supernatant of cells was assayed by enzyme-linked
immunosorbent assay (ELISA), and the expression of TNF-~a mRNA of cells was detected by RT-qPCR. Results
Transfection rate was highest in the 50 nmol/L. Cy™3 labeled Pre—miR™ cells, and it reached 80% . Compared with
control group (set at 1), the expression of miR—146a increased by (24.55 +6.14) folds in transfected alveolar
macrophages (P<<0.01). After the cells were stimulated with LPS, the production of TNF-a protein (ng/L) in the
supernatant of cell was decreased from 616.6 + 42.3 t0 211.5 +30.4 (P<<0.01), and the expression of TNF- o mRNA
was decreased by (47 +6) % (P<0.05) in transfected alveolar macrophages when compared with that of the control.
Conclusions Transfection alveolar macrophages with miR—146a precursors could down-regulate the expression of
TNF-« . It is therefore suggests that up—regulation of miR—146a can inhibit inflammatory responses as induced by LPS,
in alveolar macrophages.
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