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Effects of Calpain [ on atrial fibrillation patients with rheumatic heart disease

JIA Bao-cheng, L1 Li* , ZHANG Bao-ren, XU Zhi-yun, GUO Su-hua, LI Bai-ling, ZHAQO Feng (Department of Cardiothorac-
ic Surgery, Changhat Hospital, Second Military Medical University, Shanghai 200433, China)
[ABSTRACT] Objective: To study the relationship between Calpain [ and atrial fibrillation in patients with rheumatic heart
disease(RHD) and to study Calpain | changes in different type of atrial fibrillation. Methods: Fifty patients underwent heart
surgery were divided into 4 group. Group A(n=12): Sinus rhythm group without rheumatic heart diseases; Group B(n=13):
Sinus thythm group with RHD; Group C(n=14); Paroxysmal AF with RHD; Group D(n=16) . Persistent AF group with
RHD. Atrial proteolytic activities in 4 groups were compared with and without Ca’* by ‘colorimetric method after atrial myocar-
dial tissue was treated with E-64, Calpain [ inhibitor,Calpain [l inhibitor and Lactocystin. Results: No significant differences
of proteolytic activities were found between group A and group B under the same condition. Proteolytic activities in group C and
group D were significantly higher than those in group B(P<{0. 01). Calpain [ inhibitor inhibited atrial proteolytic activities
whereas Calpain [ inhibitor did not. Conclusion: Proteolytic activity increases in atrial fibrillation patients with RHD and the
increases has close relationship with Calpain [ . .
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Tab 1 Proteolytic activity in atrial myocardial tissue before and after 1 mmol/L Ca’* was added

[+ 5s,2/mmol - mg™' » (30 min) ']

Group n Basic level 7E*64 Calpairl [ inhibitor Calpairl I inhibitor Lavilacystin
(10" *mol/L) (10~* mol/1) (1074 mol/L) (107* mol/L)
A 12 28+ 9(42+£14) 18+4(21x6) 23+3(24x4) 21+£5(23L5) 34+12(32£11)
B 13 31%£10041£12) 19£5(20£5) 224+4(24£3) 20k3(24+6) 36+11(34£13)
C 14 54F15""(73£18" ") 224+3(23+7) 24£5026+4) 28+6(36+8") 48167 (6117 ")
D 16 59+17*°(83+20"") 24+6(25%6) 25+£4(27E5) 3444 (3911 ) 6816 (73£19" )

* P<C0.05," * P<C0.01 vs group B; Data in brackets were proteolytic activity after 1 mmol/L Ca’>~ was added
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