DOT :10. 160167. 1000 5404. 2000. (. 018
22 9 Vol. 22, No. 9

860 2000 9 ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Sep. 2000

B %5, 1000- 5404 (2000) 09-0860-05

AE; mRNA
# RUERMEA FnEL AW ! .2 . 400037
: BN AE, mRNA ,
7‘5“2‘2‘5 b b 9
AE, mRNA . HR AE; mRNA , 10D
(P<<0.0D. it AE; mRNA
Ca2+
Cl Hco; . ; /
. R394.3; R541.61; R542.220.6 . A

Gene expression of myocardial anion exchanger 3 and its siginificance in rats

with congestive heart failure after recovery from myocardial infarction
HUANG Jian, QIAN Gui—sheng, L ]_ONG—gui, XIA Qia_n—m]'ng (Department of Cardiology, Xinqiao Hospital Third Military Medical
University, Chongging 400037, China)

Abstract: Objective To investigate expressions of mRNAs and proteins of myocardial anion ex-
changer 3 in rats with congedlive heart failure after recovered from myocadial infarction, and explore its
pathophysiological significance in cardiac failure. Methods The model of congestive heart failure recov-
ered from myocardial infarction in rats was established by ligating comnary artery. The expressions of
mRNAs and proteins of myocardial anion exchanger 3 were detemined with in situ hybridization and im-
munohistochemical method respectively. Results Expressions of mRNAs and proteins of myocardial an-
ion exchanger 3 increased significantly. Integral optimal densities of images from rats with congestive heart
failure were higher than sham-operation and nomal contwol rats(P<<0.01). Conclusion The increase
in the expressions of mRNAs and proteins of myocardial anion exchanger 3 in rats with congestive heart
failure is a compensatory effect, which may lead to intracellular acidosis and Ca’ overload and exacer-
bates the progression of congestive heart failure.
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Tab 1 Cause of death of rats
Group r:;‘];a:r Operation Heamorrage Acute MI Acute CHF P‘:f Z’:;’“ S:ii;“ li];’lit:’ Motality
N 18 18
SO 20 1 1 18 10%
CHF 40 15 2 1 1 2 2 17 57.7%
N: Nomal contol SO: Sham-operation; CHF: Congestive heart failure; MI: Myocardial infarction
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Tab2 Comparison of hemodynamics in different groups of rats

CHF (n=17)  SO(n=18) N(n=18)

Parameters

BW(m /g) 316 2£43.8 332.51448.6 338.6148.6

LV /BW @, jmg" g~ 1) 2.240.29 2154027  216+0.2

HRC/min) 387.5+38.5 376.6+17.2 382.31+1838
MPAP (p lnmHg) 324+11.2  20.5+5.9" 20.7+5.37
LV EDP( p fmmH g) 23,4457  8.6+2.47 8.8+2.2"
LV ESP (p fmmHg) 12274+18.8 142.24223 " 141.24+24 5"
+ dp Jat,,, (mmHg /) 45834387 6771436477 6 8294423
— dp Ity (mmHg /) 3580+288 5486+3% " 5530+38 "
MAP (p amHg) 103.94+14.3 125.6+13.7 " 126 4+14.7

BW: Body weight; LV/BW: Ratio of left ventricular weight
and body weight; HR: Heart rate; MPAP: Mean pulmonary
arterial pressurg LVEDP; lLeft ventricular end-diastolic pre-
ssure; LVESP: Left ventricular end-systolic pressure; MAP:
Mean arterial pressure; 1 mmHg= 0. 133 kP *. P<TO.
05, **., P<C0.01 w CHF

(Masson K, =&, 4 &, X 5)
Fig1 Blue infarct region in left ventricular horizontal plane
of rat in group CHF (Masson's three colors stainX 5)
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Fig2 Enzyme-splicing analysis of plasmid pBR322
A: Low molecular weight DNA marker;
B: pPBR322+ Aval ; C:pBR322
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Tab 3 Results of AE, image analysis (I0OD value)

Method CHF(n=17) SO(n=18) Nn=18)

Immunohi so chemist ry 5318+£672 1 742417 17%+253

In situ hybridization 46171549 2 2142537 2387264

*x, p<0.01 vs CHF
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3 CHF AE, mRNA R A F2 30X 2000
Fig3 Expression of myocardial AE; mRNA in group CHF (In gfu hybudizationX 200)
4 SO AFE; mRNA (R Az 2 32X 2000
Fig 4 Expression of myocardial AE; mRNA in group SO (/n situ hybudizationX 200)
5 CHF AE, ( %% 484X 2000
Fig 5 Immunohistochemical staining of myocardial AE, in group CHF (ICC /S-PX 200)
6 SO AE, (% 9% 484X 200)

Fig 6 Immunohistochemical staining of myocardial AE, in group SO (ICC 5-PX 200)
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