55 35 &4 22 ) EfE R Vol. 35 No.22
2022 4F 11 H Journal of Medical Information Nov. 2022 it =

-+

-iE-

DHEA Fil EPEA X}/hpizs s gl fi i B i s g i i
@%Wﬁﬁ%

RIEA LR ES L Z N B 42 E LIROR S, X Bk
(1. BZEFREREFE ?Eﬁ&%ﬂ}i‘é‘ﬁ[‘; 5 H’zi VR B 710021
2 EEFRGREFREE L FRBRAG Y08 T 2P BE H% 710021,
3HEREFRGE—WRBEREZH ® &% 710077)
WE.BH KA+ =8 SHs 8 CBEatk (DHEA)f» =+ 8 £ 4 8 3% BB (EPEA) & A2 9 J& st/ 4 22 i R 4w i Fe
ETIR n ety VR | B A2 A P ARAY 2 PR 76 7 BB R B A S B sk 53K *F DHEA A= EPEA KR Rl B 26 25 fo 38 iR 25
BhmAr sy X, RS A control 8 (F i 3% i), 100 ng/ml LPS £8 (100 ng/ml LPS),DHEA #8 (8 wmol/L DHEA &
LPS),EPEA #41 (8 pmol/L EPEA % LPS), 3£iR %77 Delay control ZLAm N J e 7 3% 5% , Delay LPS 41, Delay DHEA 41 Delay
EPEA 284 )7\ 100 ng/ml LPS # AT, AP Z IR 40 LB 16 h BT R T 20 BUISE 24 h )G A AN T ofn i 3% 3 ik 3 Delay
LPS 28, 4 % #m X 8 wmol/L DHEA % 8 pmol/L EPEA %] Delay DHEA #87» Delay EPEA 48 LI AP 2 I R afo Tl B AL (R
A H 54 INOS % GFAP £k, %58 5 control 4148, LPS 4L 22 b 22 Ji iy 2m Mo 290 IR 20 BLJG 4m RARBAR B K, RAL Y 42
(P<0.001),iNOS 4 iA 2 F 3 mm[(3.3411.06)% vs (67.79£4.45)% , P<0.001], GFAP & A 2 F 7 & [(21.36£5.17)% vs (40.12%
6.39%), P<0.001]; 2 EPEA #= DHEA F| B 2E 2125 25 4L 22 )5 4m gL 52 A2 i B (P<0.001) ,iNOS & £ % & A% [(35.5745.34)%, P<
0.001], GFAP & ik 4, 2 % T B [(23.1244.26)%, P<0.001], £5it DHEA #= EPEA R B JEML HmA L E FTHRK TR ES
A L2 IR tn e BT IR R T s A R A
IR AP IR e B YR e it DHEA ; EPEA B 5Mp B & %
hESHES R329.2 MHRFRIRAD . A DOI:10.3969/j.issn.1006—1959.2022.22.009
XEHE :1006—1959(2022)22-0055—06
Effects of DHEA and EPEA on Microglia and Astrocytes In Vitro
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Abstract: Objective To investigate the effects of docosahexaenoyl ethanolamide (DHEA) and eicosapentaenoyl ethanolamide (EPEA) on microglia and
astrocytes after spinal trauma, aiming to provide theoretical and experimental basis for the treatment of central nervous pain.Methods DHEA and
EPEA were treated with simultaneous administration and delayed administration, and were divided into control group (serum—free culture medium),
100 ng/ml LPS group (100 ng/ml LPS), and DHEA group (8 pmol/L DHEA and LPS). EPEA group (8 pmol/L EPEA and LPS), Delay control group
were added with serum—free culture medium, Delay LPS group, Delay DHEA group and Delay EPEA group were activated with 100 ng/ml LPS,
respectively. After microglial cells were activated for 16 h and astroglial cells were activated for 24 h, serum—free medium was added to Delay LPS
group, 8 wmol/L DHEA and 8 pmol/LL EPEA were added to Delay DHEA group and Delay EPEA group, respectively. The morphological changes of
microglial cells, the percentage of protrusions, the expression of iNOS and GFAP were observed.Results Compared with the control group, the cell
bodies of microglia and astrocytes treated with LPS became larger, the processes were shortened (P<0.001), the expression of iNOS was significantly
increased [(3.34£1.06)% vs (67.79+4.45)%, P<0.001], and the expression of GFAP was significantly increased [(21.36+5.17)% vs (40.126.39)%, P
0.001]. After treatment with EPEA and DHEA at the same time and delayed administration, the cell protrusions recovered (P<0.001), the expression of
iNOS decreased significantly [(35.57+5.34)%, P<0.001], and the expression of GFAP also decreased significantly [(23.12+4.26)%, P<0.001].
Conclusion Both DHEA and EPEA can change the morphology and state of activated microglia and astrocytes under simultaneous and

delayed administration.
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