+ 196 - RN AR 2022 43 A5 39 %55 3 8] J Clin Intern Med, March 2022, Vol. 39, No. 3

[ DOI]10.3969/j. issn. 1001-9057.2022. 03. 016 . 'lﬁ %%ﬁﬂ E)tligLE -

http ://www. lenkzz. com/CN/10.3969/j. issn. 1001-9057.2022.03.016

U IR 5 I 240 0 R s st R
0 B3 KCa3. 1 S By B 8l p S 1 2 i

TR N HEE AR KREF RAF

(FZE] BE BRTOIMERR T E W BT PO B R R0 B KCa3. 1 Kt B B g ( &
Frps 80) Gy A2 . ik K 18 AR RBENLS Ry as Al R4 ATE BRAL, B2 6
R RAE AT T k- 200 s B 4 T R e k- 200 B IR 4 55 o e k- 2 s BT e g s 4 1 4
R R — A T4 (5 mg/ml, BN 0.5 ml) AT B3R W5k 2 L, 7 o500 R 7 R I 30 0 3 S 45 1)k
FRER 2% Wi Y (PBS ) I o A A S X HE o A R 4 R 975 A 2L K 49 52 DRk o0 55 A2 9 (600 Y%/ mim, ¢ 452
7 h) AESRAAT DB 0 A ORI (AERP) s 8075 R U BORN i B S B ] o SR FH i 9 1%
R Co 4/ MBI 7 FF I 200 32 7K - , SR B 1 T e 93 B3 v A 0 1 BB s 2HL 2R CD68 % e
WEAR.Co B3 LA A i A SRk R 1T 52 44R-1 (ATIR) (BFRfL P38 22 24 )53 AL 25 11 8 ( p-P38MAPK) |
c-Fos c-Jun KCa3. 1 kKT, &R RIARZOCHMA LS 1.3.5.7h ) AERP ¥ T 0 h
(P<0.05) . WEERAIRZEL AL H 5.7 h i) AERP BT 0 h(P <0.05) o #ERAIR A0 P 1,
3.5.7 h {¥§ AERP ¥4 F e 2l [a] — i) i BRALR A0 55 3.5.7 h ) AERP 35K 48 41 W] —Hif
] (P <0.05) o JEBRILK F 875 A UCRURN by B 7 452 1) (] 44K T 2 441 (P < 0..001 5 P <0.05) ,
3 IR AR TSR0 i LA 4L ATIR [ p-P38MAPK  c-Fos . c-Jun J KCa3. 1 kKT LA 2
SEHE G (P <0.001) o F 4] 1245 4L EBRAUK TRLL(P <0.05) . &ig O
G P A B0 S E RS B 4 2R B W MR T3 £ |, T Rg i@ R4 ATIR/P38MAPK/AP-1 {5538
% URAHAR.C By KCa3. 1 (235, DAITTHS i s 8 5 Jee:

[X#iR] OFEZ; EWNE; KCad. l; OAMERED

[FEIZES] R541.7 [ XEFRiRmE] A

Effect of macrophages in epicardial fat on atrial KCa3. 1 channels and vulnerability to atrial
fibrillation in dogs with rapid atrial pacing Cao Zhen ,Liu Dishiwen ,Fu Yuntao ,Chen Huiyu,Zhao
Qingyan. Department of Cardiology ,Renmin Hospital of Wuhan University , Wuhan 430060 , China

[ Abstract] Objective To explore the effect of macrophages in epicardial fat on atrial KCa3. 1
channels and vulnerability to atrial fibrillation( AF) in dogs with rapid atrial pacing. Methods Eighteen
beagle dogs were randomly divided into blank group, pacing group and clodronate liposomes grou ( CL
group) ,with 6 dogs in each group. To deplete macrophage , clodronate liposomes(5 mg/ml,1.5 ml,0.5 ml
per injection site) were equally injected into right pulmonary vein-left atrial fat pad,inferior vena cava-left
atrial fat pad and superior vena cava-aortic root fat pad in dogs of CL group,and dogs of pacing group were
injected with an equal dose of the negative control phosphate buffer solution( PBS) -liposome into the same
sites as in the CL group. Dogs in the pacing group and CL group performed rapid atrial pacing for 7 h
(600 beats/min) . Atrial effective refractory period( AERP) ,frequency of AF induced and the duration of
AF were measured. Level of macrophage infiltration in epicardial fat was detected by immunofluorescence,
CD68 in epicardial fat tissue and expression levels of angiotensin [[ receptor-1( ATIR) , phosphorylated-P38
mitogen-activated protein kinase( p-P38MAPK) ,c-Fos,c-Jun,KCa3. 1 in atrial tissue adjacent to epicardial
fat were detected by western blotting. Results AERP of the left and right atrium at 1,3,5,7 h were all
shorter than those at 0 h in pacing group(P <0.05). AERP of the left and right atrium at 5 and 7 h were
all shorter than those at 0 h in CL group( P <0.05). AERP of the left atrium at 1,3,5,7 h in CL group
were all longer than those at the same time in pacing group,and AERP of the right atrium at 3,5,7 h in
CL group were all longer than those at the same time in pacing group (P < 0. 05). Frequency of AF
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induced and duration of AF in CL group were all lower than those in pacing group ( P <0.001 ). There

were significant differences of expression levels of AT1R,p-P38MAPK, c-Fos,c-Jun and KCa3. 1 in atrial

tissue adjacent to epicardial fat among 3 groups,and above indexes in pacing group were higher than those

in blank group,above indexes in CL group were higher than those in pacing group( P <0.05). Conclusion

Rapid atrial pacing increases the infiltration of macrophages in epicardial fat and may upregulate the

expression of KCa3. 1 channels in adjacent atrial tissue by regulating AT1R/P38MAPK/AP-1 signal

pathway , thus increasing the vulnerability to AF.
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