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The protein levels of PKA and p-CREB expressed in the

model group were higher than the normal control group. Conclusion

was more than in the normal control group ( P <0.01) .

involved with the cAMP-PKA signaling pathway.
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Perindopril affects the H, S/CSE pathway in

ISO-induced cardiac hypertrophy
Lu Yan' Wang Ailing' Chen Sen’ et al
('Dept of Cardiology The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Geriatrics The First Affiliated Hospital of Bengbu Medical College Bengbu 233004)

Abstract Objective To investigate how perindopril affects myocardial hydrogen sulfide /cystathionine—y-lyase
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Detection results of different batches of CEA reagent by

electrochemiluminescence: A bias analysis
Li Tao' Liu Yating' Yan Chuan' et al
( Dept of Clinical Laboratory The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the effect of different batches reagent of carcino-embryonic antigen by the
electrochemiluminescence on the patients when internal quality control has obvious bias. Methods We measured
samples from two batches of CEA clinical specimen 66 from batch 171617 and 58 from batch 172356. All of these
samples were re-measured by batch 172356 and then the bias of the two measures was analyzed. Results The de—
tection results in different batches of reagent were of statistical significance ( P =0. 012) . In result bias there was
a significant difference between the two groups ( P <0.001) . In the ratio of the positive and negative bias there
was also a significant difference between the two groups ( P <0.001) . There was no statistical significance ( P =
0. 828) in different batches of reagent following the adjustment of patients” outcomes according to the bias of inter—
nal quality control. There was no statistical significance ( P =0. 092) either after the adjustment in different batches
of reagent compared with that of the same batch of the reagent. The proportions of the positive and the negative bias
were of no statistical significance ( P =0.774) compared with those of the same batch of reagent. Conclusion The
patients” outcomes would produce similar bias when the target value of CEA internal quality control detected by dif-
ferent batches of reagents has significant bias and this bias can be adjusted by an adjustment factor.

Key words electrochemiluminescence immunoassay; carcinoma embryonic antigen; bias
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( H,S/CSE) pathway in the model of isoprenaline ( ISO) -induced cardiac hypertrophy rats. Methods 40 rats were
randomly divided into a disease control group a disease treated with perindopril group a perindopril control group
and a normal control group. Cardiac hypertrophy model was established by a subcutaneous injection of ISO. Heart
mass index ( HMI) left ventricular mass index ( LVMI) the contents of H,S the activity of H,S synthesizing en—
zymes and the expression of CSE were calculated. Results Compared with the normal control group HMI and LV-
MI increased ( P <0.01) myocardial tissue thickened obviously the contents of H,S and the activity of H,S syn—
thesizing enzymes decreased ( P <0.01) and the expression of CSE also decreased ( P <0. 05) in the disease con—
trol group. However the contents of H,S and the activity of H,S synthesizing enzymes increased ( P <0.01) and
the expression of CSE increased ( P <0.05) in the disease treated with perindopril group. Compared with the dis—
ease control group HMI and LVMI decreased ( P <0.01) the contents of H,S and the activity of H,S synthesizing
enzymes increased ( P <0.01) and the expression of CSE also increased ( P <0.05) in the disease treated with
perindopril group. Compared with the perindorpril control group HMI and LVMI increased ( P <0.01) the con—
tents of H,S and the activity of H,S synthesizing enzymes decreased ( P <0.01) and the expression of CSE also de—
creased ( P <0.05) in the disease treated with perindopril group. Conclusion  Perindopril can improve the con—
tents of H,S and the activity of H,S synthesizing enzymes in myocardial tissue. It may be related to influence H,S
/CSE pathway via enhancing the expression of CSE which affects more in ISO-induced cardiac hypertrophy rats.
Key words cardiac hypertrophy; H,S; perindopril; isoprenaline



