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Morphological changes of left and right atrial myocytes in rheumatic heart disease pa-

tients with atrial fibrillation
HUANG Ji, SONG Zhi-yuan, TONG Shi-fei (Department of Cardiology, Southwest Hospital, Third Military Medical University, Chongqing
40038, China)

Abstract: Objective To investigate the effects of atrial fibrillation (AF) on the morphological changes of left
and right atrial myocytes in patients with rthematic heart disease. Methods A total of 31 patients undergoing cardiac
surgery for correction of valvular defect were divided into three groups: Group I (n=11), AF lasted <6 months;
Group [I (n=12), AF lasted > 6 months; Control group (n =8) without AF. Atrial muscle samples of the left and
right atrial appendage were cut off during heart valve replacement. Morphological changes were observed by light mi-
croscopy and electron microscopy. Results (D The incidence rates of Aschoff body were 37.5% (3/8), 46%
(5/11), and 50% (6/12) in Group | , Group [, and the control group. There was no difference in Aschoff body
between the left and right atrial myocytes. (2) There was no difference in myocytic degeneration, interstitial hyperpla-
sia, and lymphocytes infiltration between the left and right atrial myocytes in each group. (3) Myolysis, accumulation
of glycogen, and fibrosis were detected by electron microscopy in the 3 groups. Changes of myolysis and fibrosis were
more obvious in patients with AF than patients without AF. Conclusion There are similar pathological changes in
the left and right atria in rheumatic heart disease patients with or without AF. Fibrosis of atrial myocytes may be in-
volved in the occurrence and maintenance of AF.
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Tab 1 Comparison of the results of the left and right atrial
muscles in the 3 groups by light microscopy

Interstitial  lymphocytes  Blood vessel — Aschoff

Group Degeneration hyperplasia  infiltration reative body

Control group

Lefi atrium + + + + Scattered

Right atrium + + + + Scattered
Experimental group |

Left atrium + + . + Scattered

Right atnum + + + + Secattered
Experimental group []

Left atrium + + + + Scaltered

Right atrium + + + + Scattered
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Tab 2 Comparison of results of the left and right atrial muscles in
the 3 groups by electron microscopy

Accumulation Change of  Karyopy
Group Myolysis Fibrosis . . .
of glycogen mitochondria  knosis
Control group
Left atrium + + * + +
Right atrium + + + + +
Experimental group [
Left atrium + + + 4 + + +
Right atrium + + + + + +
Experimental group Il
Left atrium + o+ + o+ + B +
Right atrium + + + + + +

B1 ZBACIEFREE (HEx200)
Fig 1 Interstitial hyperplasia of myocytes in the experimental group (HE x 200)
B2 MRACHAEFRSRT Aschoff Mk (HE x 200)
Fig2 Aschoff body in myocardial interstitium in the control group (HE x 200)
B3 xRECHLE RS RHEEMEE  (HEx200)
Fig 3 Lymphocyte infiltration in myocardial interstitium in the control group (HE x 200)
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M HE  (TEMx 7 000)
Fig 4 Reduction of the number of myofibril, swelling and increase of
mitochondria, and clear structure of sarcomere in the control
group (TEM x 7 000)
B s WA OMMATEMEE (TEMx 4 200)
Fig 5 Disappearance of myocardial sarcomeres in the experimental
groups (TEM x 4 200)
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