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Clinical study on thymopentin in treatment of elderly dilated cardiomyopathy

XIONG Wei-ping, SHEN Ze-ning
Shanghai Tongren Hospital, Shanghai 200336, China

Abstract: Objective To investigate the curative efficiency and possible mechanism of thymopentin in treatment of elderly dilated
cardiomyopathy. Methods The patients with dilated cardiomyopathy (96 cases) of Shanghai Tongren Hospital from August 2013 to
March 2014 were randomly divided into control and treatment groups, and each group had 48 cases. The patients in the control group
were given conventional therapy. The patients in the treatment group were im administered with thymopentin for injection, 10
mg/time, once daily. After one course of treatment (15 d), thymopentin was stopped 15 d when one course completed, then the next
course started. Two groups were treated for three courses. After treatment, the efficacy was evaluated, while the changes of cardiac
function indexes, lymphocyte subsets and IgG were observed. Results The efficacies in the control and treatment groups were
68.75% and 85.42%, respectively, and there were differences between the two groups (P < 0.05). After treatment, LVEF, LVEDV,
LVESV, LV, +dp/dt,., -dp/dt,., EPFV, APFV, and E/A were improved better, with statistically significant difference before
treatment (P < 0.01). And after treatment, improvement degrees of LVEF, LVEDV, +dp/dt,.x, DP/dtyax, EPFV, APFV and E/A in the
treatment group were better than those in the control group, and there were differences between two groups (P < 0.05, 0.01). After
treatment CD*", CD®*", CD*/CD®", NK and IgG in the two groups were statistically significant difference before treatment (P < 0.01).
And the differences of CD*", CD*'/CD*', and IgG in the treatment group were statistically significant compared with the control
group (P < 0.05, 0.01). Conclusion Thymopentin has the good clinical effect in the treatment of elderly dilated cardiomyopathy, and
can regulate the imbalance of lymphocyte subsets, while can improve the humoral immune, which is worth clinical promotion.
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Table 1 Comparison on clinical efficacy between two groups
417 n/fl B A 3 Jesk/ A%
POy 48 17 16 15 68.75
Iy 48 21 20 7 85.42"
Hxteaithis: T P<0.01
*P <0.01 vs control group
x2 WEABHZONEELLE ( x£s, n=48)
Table 2 Comparison on cardiac function between two groups ( X£s, n=48)
415 W52 i ] LVEF/% LVEDV/mL LVESV/mL LV/g +dp/dtnan/%
X HE TR 41.6+15.6 113.54+25.6 63.9+12.5 75.1£16.8 57.6+14.9
HIT )G 48342157 82.5+24.17 33.6+18.5" 55.4+12.9" 44442377
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SR4UAITITIER: TP<0.01; SxIB4ILE 4P<0.05 **P<0.01
P <0.01 vs same group before treatment; P < 0.05 4P <0.01 vs control group
£3 WAMKRBARITEN IgG (i ( x+s, n=48)
Table 3 Comparison on subsets of lymphocyte and IgG between two groups ( X+, n=48)
41 51 MLEZ I A] CD*'/% CD*/% CcD¥/%  CD*/CD*/% NK/% IgG/(ng'L™")
pagiGt YRITHI 55.3+12.8 22.1%+10.5 35.8+7.2 0.6+0.1 9.8+1.1 9.5+1.6
WA 59.5£7.95 30.5+7.5" 28.6+152"  1.0+£15" 1314417 46+11"
bi=pad WBITHT 54.1£113 24.1£6.9 36.1£7.1 0.740.2 9.740.6 9.6%3.1
WY 56.849.5 367482744 3044837 1240674 1544347 31420274
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