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Effects of estradiol on T lymphocytes in angiotensin ll-induced hypertrophy in mice
Cai Shikun, Liu Zhengxia,Zhou Ping,Liu Ying,Lu Xiang*
(Department of Geriatrics ,the Second Affiliated Hospital of NJMU , Nanjing 210011, China)

[Abstract] Objective:To investigate effects of estradiol (E,) on T lymphocytes in angiotensin Il (Ang Il )-induced hypertrophy in
mice. Methods : Eight-to 10-week-old female C57BL/6 mice suffered ovariectomy were randomly divided into experiment group (E,+
AngIl') and control group (Placebo+Angll ). At the beginning,E, sustained release tablets (0.25 mg/60 d) were implanted into the
experiment group and placebos were implanted into the control group. Four weeks after E2/placebo implantation,Osmotic mini-pumps
containing Ang II[ 1000 ng/(kg+min),4 weeks| were implanted subcutaneously in both groups and induced hypertrophy. During the
whole experiment,blood pressure was measured at the end of 1™,2" 4" 6" 8" week. At the end of 4" and 8" week, echocardiography
was performed to measure interventricular septum (IVS),left ventricular interior diameter (LVID),left ventricular posterior wall
(LVPW) at diastole and calculate ejection fraction (% EF) and fractional shortening (% FS). At the same time,we analyzed
immunologic markers on T cells from mice in groups by multicolor flow cytometry(Canto II ,BD). Heart morphologic changes were
detected by HE staining at the end of 8" week. Results: Blood pressure in E,+Ang Il group was lower than that in Placebo+Ang Il
group at the end of 6™,8" week (P < 0.05). IVS and LVPW were alleviated in E,+Ang Il group than that in Placebo+Ang Il group.
Before giving Ang II,the fraction of total T lymphocytes,CD4 T cells,CD8 T cells and the ratio of CD4* and CD8* were not
statistically significant. Giving Angll for 4 weeks,the fraction of circulating total T lymphocytes cells and CD8*T cells in E,+Ang Il
group were lower than that in Placebo+Angll group (P < 0.05). The fraction of circulating CD4*T cells and the ratio of CD4* and
CD8* in E,+Ang Il group were higher than those in Placebo+Angll group (P < 0.05). Conclusion:E, alleviated hypertrophy induced
by chronic Ang Il . During the process of hypertrophy, E, could decrease the fraction of total T lymphocytes cells and CD8*T cells,and
increase the fraction of CD4*T cells and the ratio of CD4* and CD8*. Our research indicated that E, could affect T cells population to
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Table 1 Comparison the echocardiogram in groups at the end of the 4th and 8th week (X £ S%)
i 4 )i 8 Ji
b Sexett] AL S W

VS(mm) 0.73 £ 0.04 0.73 = 0.02 0.94 +0.02* 1.11 £ 0.05
LVIDd(mm) 3.37 £ 0.28 3.65 £ 0.04 3.05 £0.17 2.66 + 0.18
LVPWd(mm) 0.74 £ 0.04 0.74 = 0.02 0.95 + 0.04~ 1.33 £ 0.16
EF(%) 69.94 +2.24 70.04 £ 1.37 77.31 £ 5.09 70.24 £ 3.94
FS(%) 38.58 + 1.64 38.85 + 1.1 472 +£5.71 39.59 + 3.55

5528 8 RS I MR FRRAALL , *P < 0.05,
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