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Experimental study on the effect of IncRNA-Scarnal0 on resveratrol-induced M2 polariza-
tion of macrophages

LUO Jianming, JING Jie, LIANG Yaodan, ZHANG Taicheng, CHENG Dongyu, JIANG Haixing, QIN Shanyu.
(Department of Gastroenterology, the First Affiliated Hospital of Guangxi Medical University, Nanning 530021,
China)

Abstract Objective: To investigate the effect of IncRNA-ScarnalO (Scarnal() on resveratrol (RSV)-induced
polarization of macrophages. Methods: M1 polarization model of RAW264.7 macrophages was established by
LPS and treated with RSV for 24 hours. The study groups were divided into control group, LPS group and RSV+
LPS group. Reverse transcription-quantitative polymerase chain reaction (RT-qPCR) was used to detect the ex-
pression of Scarnal(, and western blotting and immunofluorescence were used to detect the expression of macro-
phage polarization markers (iNOS, Arg-1, CD206). RAW264.7 cells were divided into Si-NC group, LPS+Si-NC
group, RSV+LPS+Si-NC group and RSV+LPS+Si-ScarnalQ group after silencing Scarnal(, and the expression
of Scarnal( and macrophage polarization markers in each group after transfection was detected. Results: After
LPS induction and resveratrol intervention, the protein expression level of iNOS, a M1 polarization marker, was
elevated in the LPS group, the protein expression levels of Arg-1 and CD206, M2 polarization markers, were ele-
vated, while the protein expression level of iNOS was decreased in the RSV+LPS group. At the same time, the ex-
pression level of Scarnal0 in the RSV+LPS group was higher than that in the LPS group. After silencing Scar-
nal(, compared with the RSV+LPS+Si-NC group, the expression level of Scarnal( and the protein expression
levels of Arg-1 and CD206 in RSV+LPS+Si-Scarnal( group were decreased, and the protein expression level of
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iNOS was elevated. The differences among the above groups were statistically significant (all P<<0.05). Conclu-

sion: The expression of Scarnal( is upregulated in M1 macrophages following RSV intervention, and silencing

Scarnal( can reverse the RSV-induced promotion of M1-to-M2 macrophage polarization.

Keywords IncRNA-Scarnal0; resveratrol; macrophage polarization

W 20 M2 — Bl V2 o AR AE S A B
YA, A AR B AT BB TR A [ ) 9 2% 1A
NATRARAC A R R, RIEAF SR, M1 %Y
W A 7 A RRE BRI 1, R HEATLAAR 9RE s 2 s M2 Y
5k 20 A A S 7 AR T A R 1 DR A IR, iR
BEHBUEED ., B M 1 {2 28 At R A BT
CATER T R R A . A EE(RSV) A2 —
FhRIRZ By KA EW), ) IZ AFAE T3 &) K 7 A
o, BAPUEREAMN PR PR & 2 R AR )T
PE, AT S B, RSV /] LLE@ T bR Py Y
I3 (L) -10 18 W40 B b A0 36 208 F ML 2R o o A2
M2 AL, i s DY SR B (CCL4) 75 5 10 71N BT
RYEALS, R, BT 58 RSV S0 545 40 i B AL f B
KL A BT B 25904 AR i B B S

K45 JE % % RNA (IncRNAs) /& 45 K & KT 200
nt N 2 5 2 3 7 I RNA 20 1, &4 W 7T % 9] In-
cRNAs 5 E 1 20 f A 46 %5 VI AH 5% . LncRNA-SN-
HG1 5 NF-«B A8 . F °] L& Ui 2808 7 7
HMGBI1 , M i e 33F F &1 i M1 R AR, R R A Al
AR AL & B, IncRNA-Scarnal 0(Scarnal O 1E RSV +
T e A4 B 5 43 0 1) A B b A, R A i
Scarnal 0 ] 75 31X A BE 2 520 RSV 7 S 1) E I 41
MR A, (B B ARAE ) H AT AR LA S Fi ik iE .
I, AT LUIE 2 95 (LPS) 5 5 RAW264.7 41 ity , i
o 7 7 B A g M1 B A Y, R Scarnal0 1
RSV % 5 (1) EWE 4 B AL IVE R B 7E 487K Scar-
nal01E 1) F00E W 4H B A0 R 4% Hh (VB Th gL A
RN B fif 15 W05 24 B 7 5 03 A A= e P R A FH i
BT A A

1 MR57TE

1.1 A5 2

RAW246.7 /)N 5, B 21 B ) B 0 v 28 4E
B PR A A s DMEM 41 Jg 15 772 520 5 22 BR K H /R
(THFPDACEA PR A F] 5 JG 25 M5 8 B ik R /R
ERHEA IR AR H—HERRESRIEE LR R
ERERBHEA R A A ; LPS I 3 3% [E MedChemex-

press, RSV I BB Ay %2 (O T K A TR A
a4 i T HOR 7 (CCK-8) 1 [ 25 [H APEXBIO; #%
4 57 Lipofectamine ™ 3000 i H 3£ [® Invitrogen,
Small interfering RNA (Si-RNA) i H {18 2 P kL
(B AR A A, RNA FEHUA A TransZOL 1 H 4k
HAERESEMEARRA A RA T 5L 56 E &%
i =X B (RT-qPCRO R EE IW F T 75 B 2B 4
R R A7 ;—$H1: GAPDH. Arg-1.iNOS.CD206
0 B QN = A HAR A PR A 7] s 491 : Goat an-
ti- Rabbit IgG (H+L) DyLight 800. Goat anti- Mouse
IgG(H+L)DyLight 800 )4 H 3 [ Invitrogen.
1.2 4HfiuEs %

1E RAW246.7 40 il In N 547 10%16 44 1L 3% #1
1% — 85 R IR G DMEM B33 3% B H 8 T
AN 3T °C5%CO TR T T . i
KBRS, 1 20 PR B R I MR L VR AT 8
FrAEAERAE
1.3 CCK-8 il AN A Z LPS S RSV % RAW264.7
gliieyali Al

1696 LR 1 B 7 AN, [ s AN E AL B AEK
2RI RAW264.7 41 i F8: 5 , 7ERAN L
A 100 pL 584 R IR Rl 1< 1040 A 40
I B A A S 5 23 I NS R 3R BE 1 LPS (0 pg/mL
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WAz Ak A M1 B, Scarnal 0 Rk K T W, 4T



+ 1126 -

IR ER} R 2R 2024 Aug. 41(8)

RSV il J5 , B Al Ak e M1 A ) M2 B4k
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