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[ Abstract]  Objective To investigate the effect of B-arrestin2 deficiency on the function of mouse peritoneal
macrophages (pM¢). Methods The primary mouse pM¢ were isolated from wild type mice and B-arrestin2 gene knockout
mice. The migration of pM¢ was measured by Transwell assay. Changes in the phagocytosis of pM¢ after B-arrestin2 gene
knockout were detected by the neutral red phagocytosis test. The expression of CD86 on pM¢ was analyzed by flow
cytometry. The levels of interleukin-13 (IL-1B), IL-6 and tumor necrosis factor-a ( TNF-a) in pM¢ were detected by
ELISA. Protein expression levels of (-arrestin2, JAK1, p-JAK1, STAT1 and p-STAT1 were detected by Western Blot.
Results Compared with the control group, B-arrestin2 knockout significantly inhibited the migration ability of pM¢, and

significantly enhanced the phagocytosis of pM¢ and the expression of CD86. The production of IL-13, 1L-6 and TNF-a was
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significantly increased in pMe after B-arrestin2 depletion. The result of Western Blot showed that B-arrestin2 deficiency

significantly up-regulated the levels of p-JAK1 and p-STAT1 in pM¢. Conclusions These result indicated that B-arrestin2

plays an important role in regulating the migration, phagocytosis and polarization of pM¢, and these effects appear to be

mediated by the JAK1/STATI signaling pathway.
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Figure 1 Morphological observation of pM¢



of E S SR 2022 4E 2 A5 30 %45 1 8] Acta Lab Anim Sci Sin, February 2022, Vol. 30, No. 1 43

2.2 PB-arrestin2 I /NR pMe BIEBEE N
2 m

R TWGE B-arrestin2 B S5 T pMe iE K
il it Transwell JE# 52 B KGN B-arrestin2 K& A
FRXT pMe iERE 52, S5 ANE 2 B, 5 AR

B-arrestin2BE P RKBR YT R B9 4E R ) sgcsE
B-arrestin2™ control WT+LPS

Liigackidbayichi:l
WT control

%200

x400

B-arrestin23 R R 4L
p-arrestin2 + LPS

(%t B pMe A HE, LPS HIUS pMe 1 40 32 #%
BH RN, 5 WT 4 pMe # L, B-arrestin2 F&[H
MR T pMe RAIEIE RS %L H (P< 0.01)
/8 B-arrestin2 & A @ bR 0l KL ] pMe 19 i 75
RETT .

OO B4R WT

SN B H R B-arrestin2”

k&

300
8&

200 #t

&&
100 §
0 T T
R4 Ta il
Control LPS

MpEBHH
Migration cells per fields

e G A RN B A, ¢ P< 0. 05,%P< 0. 01; 5 B-arrestin2 ZEF BN BALA L, ™ P< 0. 01 ; 5B AL BRI HAH L, **P< 0.01, (FEIF)
2 B-arrestin2 FEPH @ RN pMoe iEFHE T AT RZ A
Note. Compared with WT control group,¥P< 0.05,%¢P<0.01. Compared with B-arrestin2™~ control group,* P<0.01. Compared with WT+LPS

group, “*P<0.01. (The same in the flowing figures)

Figure 2 Effect of B-arrestin2 deficiency on the migration ability of pMe
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Figure 4 Effect of B-arrestin2 deficiency on the expression of CD86 on the surface of mouse pM¢
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Figure 5 Effects of B-arrestin2 deficiency on the production of IL-18, 1L-6 and TNF-a by pM¢
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Note. A. The expression of B-arrestin2 in WT group and B-arrestin2™~ group under LPS stimulation. B. The expression of p-JAK1 and p-

STATI in WT group and B-arrestin2™~ group under LPS stimulation.
Figure 6 Effects of B-arrestin2 deficiency on the expression changes of JAK1/STAT1 pathway in pMe
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il it Western Blot Kl & Bt, 5 WT 414 o, B-
arrestin2 J& K @ 5% 5 o7 DAXS 5% JAK1 I STAT1 AW
AL AR, $E7R B-arrestin2 @il 5 7T LAAE #F pMe
JAK1/STATI {5538 B 10 .

L LT , AR KB T B-arrestin2 & PR A 5
J& ,pMeo [FERERE S AW BE | 2 M 40 i [H 1 ) R
T A B AR AR BE 7 B & A U3 $ R B-arrestin2 ]
E2 5 T pMe YIRERY IR TR, HofE F T R sl it
P JAK1/STAT] 5 5B S0 BRY , iX— KRN
AR TR NIRRT B-arrestin2 7 WA A T BE i 1Y & 4%
(PR, LA AR S R 9 B ML 4 o 4R 3L 1 F 22
) S AR
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