2886 FREF 201959 A% 48 A% 17

< it . doi:10. 3969/j. issn. 1671-8348. 2019. 17. 002
WM& E % http://kns. cnki. net/kems/detail/50. 1097. R. 20190422. 1529. 004. html(2019-04-23)

ARAME—SUBRPEROMEREENEN

EFFRL.EFE CAFRLONERE KRAA
(O EFHRE—WEER 1. o % A2, 254,77 H T 453100)

(FE] BH HiTAREHBH—ZRIALKEFTHE(ACOP) E S IELWRE N TH A S IE LI 4.,
FiE H40 REF M Wistar K R4 ACOP 48, %t BB 48, 73:‘2}1 20 R, ii)ﬂﬂiﬂxﬁlvi%%-%h%@“\mﬂ‘%]é
ACOP éb#m%zi_ 2 h s fos & B R e R IR, 5 A AW fe b 8 A 4 B G (HbCO) K F 5 %, 9% 28 2 4L 3
(THC) A s PUZR 27 42 TR % B2 & & 43(Cx43) #9 5% ; Western blot #& W 447 & JL4A 21 % Cx43(T7Cx43) Bl B
1 Cx43(P-Cx43) 8 K F; B M BB CMA R G AR MEN, BGR S5Sa3BuEks, ACOP AKX R L o f
HbCO & F 8 23 & (P<<0.05) ;& F 00 B2, o0 BB I A 2% F &8 PLsk bk & (P<<0.05), THC
#m B w,ACOP 2B K R A TSI Cx43 A HEF) T 3L, 5555 1% B 4L Rk b ) i 45 4k & 20 f R @ & ik
32 7w ;s Western blot 40 2 7 ACOP 44 K R £ F S L P-Cx43 K -F B B B4k (P<<0.05),m T-Cx43 K-F /4
XRWEZFAATFEL(P>0.05) ;88 T2 7 ACOP AKX R £ ECUMR L %KM, 37 FL, 34
"’%éé#’@%%%’ém‘\i%,% > EAERASFE A, it ACOP B XA Cx43 o FE BB ALAR B AR T iE 5
AMEM TR, Ta 2 ACOP B /2% F & Ao f3 3 5k,

[ ] A%.-'Ti"ifih'ftﬁiq’ﬁ;'uﬂll;é}%ﬁ%ik«f%c

[(REESEE] R595.1 [Xmk#RiZE] A [XEHE] 1671-8348(2019)17-2886-04

Remodeling of cardiac gap junctions after acute carbon monoxide poisoning in rats”
WANG Xuehui' , LI Huidan' ,ZHU Xiuying® ,LIU Huibing' . ZHANG Yongchun'®
(1. Department o f Cardiology ;2. Department o f Emergency ,the First A f filiated Hospital of Xinxiang
Medical University sWeihui , Henan 453100, China)

[Abstract] Objective To investigate the remodeling of cardiac gap junctions and the pathogenesis of
myocardial damage in rats after acute carbon monoxide poisoning (ACOP). Methods Young male Wistar rats
were randomly divided into the ACOP group and the control group,with 20 rats in each group. ACOP models
were prepared by intraperitoneal injection of pure CO gas. After 2 hours, electrocardiogram was adopted and
sample of blood and cardiac tissue were taken for testing carboxyhe moglobin (HbCO) level in blood. Changes
of distribution of connexin 43 (Cx43) was observed through immunohistochemical (IHC) method. Protein lev-
els of Total Cx43 (T-Cx43) and P-Cx43 in myocardium tissue were detected by Western blot. Ultrastructure
of myocardium was observed by transmission electron microscopy. Results As comparing with the control
group,concentration of HbCO in blood increased obviously, heart rate is slower,and there are various arrhyth-
mia and myocardial infarction in electrocardiogram of rats with ACOP(P<C0. 05). Distribution of connexin 43
in left ventricular myocardium is disorder by IHC staining,junction in end-end decreased while that in side-side
and cell surface increased. The protein levels of P-Cx43 in left ventricular myocardium was significantly lower
(P<C0. 05) ,however, there was no statistically significant difference in T-Cx43 level between the two groups.
Myocardial ultrastructure in left ventricular myocardium of ACOP rats were observed that there are obvious
changes by electromicroscope. Myofibril was swelling and disordered. The structure of intercalated discs and
gap junction were destroyed, part of them dissolved or disappeared. Conclusion The distribution of Cx43 was
disordered, the phosphorylation was reduced, and the ultrastructure of gap junction was damaged, which may
be the anatomical basis for the occurrence of arrhythmia after ACOP.
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