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Changes of Serum Interleukin-18 and Interleukin-10 in Myocardial Hypertrophy
Rat Animal Model

LIU Zi-you, WU Zhong-kai*, CHEN Guang-xian, LIU Hai
(Department of Cardiac Surgery, The First Affiliated Hospital, SUN Yat-sen University, Guangzhou 510080, China)

Abstract; [Objective] To investigate the changes of interleukin-18 (IL-18) and interleukin-10 (’IL-IO) in myocardial
hypertrophy rat animal model, and to explore their role of them in the development of myocardial hypertrophy. [Methods] Using
abdominal aorta banding myocardial hypertrophy rat animal model, sixty four F344 rats were arranged into eight groups: post-
banding two weeks, post-banding three weeks, post-banding four weeks, post-banding eight weeks and the control groups
respectively, every group eight rats. Degree of myocardial hypertrophy was confirmed by ultrasonography. The concentration of
serum 1L-18 and IL-10 were measured by enzyme linked immunosorbent assay (ELISA). [Results] Abdominal aorta banding 2-8
weeks, myocardial hypertrophy rat animal model was confirmed by ultrasound with IVSTd and PWLVd. The concentration of
serum 1L-18 and IL-10 in the groups of myocardial hypertrophy were higher than those in the control groups. With 2-8 weeks
banding IL-18 levels(pg/mL) in the two groups were 461 + 387 vs 529 + 394, 516 + 428 vs 458 + 367, 816 + 442 vs 470 =
355, 462 + 343 vs 466 + 424; IL-10 levels (pg/mL) in the two groups were 926 + 634 ps 717 = 664, 1033 + 661 vs 736 =
544, 1221 + 568 vs 700 + 601, 891 + 569 vs 735 + 579, respectively. With prolonged banding, the levels increased significantly
(2, 3, and 4 weeks, P < 0.05), but in 8 weeks no significant difference (P > 0.05). No significant difference among control
groups (P > 0.05). [Conclusion] The levels of serum IL-18 and IL-10 in myocardial hypertrophy rat increased significantly, and
to a certain extent, reflect the severity of the illness.
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Table 1 Results of diastolic phase interventricular septal thickness (IVSTd) and posterior wall of left ventricle (PWLV4)

(x+s, mm)

Group IVSTd PWLVd
2 weeks 3 weeks 4 weeks 8 weeks 2 weeks 3 weeks 4 weeks 8 weeks
Control  1.18 + 0.25 1.29 + 0.24 141 £ 0.27 146 £ 025 139+045 143037 154+058 1.88 + 0.47
Study 1.65 + 0.18" 172 £ 017" 1.61 £ 0.06Y 1.60 = 0.17Y 2.06 + 0.33D 2.12 £ 0.120 1.99 + 0.36Y 1.76 + 0.20
P 0.029 0.010 0.037 0.040 0.030 0.010 0.039 0.38

1) Compared with control, P < 0.05
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Fig.1 Post-banding three weeks control and study groups

ultrasonography
Compared with control (left) , IVSTd in study group (right) and
PWLVd hypertrophed signifiscantly
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Table 2 The concentration of serum IL-18 and IL-10 in rat models

(% s, pg/mL)

IL-18

IL-10

G_.
Toip 2 weeks 3 weeks 4 weeks

8 weeks 2 weeks 3 weeks 4 weeks 8 weeks

Control 461 £387 458 + 367 470 £ 355 466 +424 716 + 664 736 + 544 700 £ 601 735 £ 579
Study 529 +394Y 516 + 428" 816 + 4420 462+343 . 926 + 634V 1033 = 6610 1221 + 568" 891 + 569

P 0.041 0.027 0.010 0.035 ‘ 0.013 0.010 0.058
1)Compared with control, P < 0.05
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