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Clinical significance of CEA, NSE, CY;-; and GLU in the differential diagnosis of tuberculous effusion and
malignant pleural effusion =~ ZHANG Jin — hui, HUANG Li - xiao, WANG Qi . Department of Respiratory
Medicine, the second Affiliated Hospital of Dalian Medical University, Dalian 116027, China

[Abstract] Objective To explore the differential diagnosis value of CEA, NSE, CY2-; and GLU in tuber-
culous effusion(TE) and malignant pleural effusion( MPE). Methods The levels of the four markers in 42 cases
of MPE and 54 cases of TE were detected by electrochemilumin ~ escence immunoassay. Results The levels of
four markers in MPE group were significantly higher than that in TE group(P < 0. 05). The sensitivity for each
marker of CEA, NSE, CY5; - in the diagnosis of MPE was 64.3%, 26.2%, 57%, respectively, specificity was
94.4%, 94.4%, 80.4%, respectively. Combined three markers in the detections of in MPE, the sensitivity and

specificity were 90.5% and 83.3%, respectively.

Conclusion  Combined detection of four markers of CEA,

NSE, CY3;- and GLU has significant value in the differential diagnosis of TE and MPE.
[Key words] CEA; NSE; CYy-;; GLU; Pleural effusion
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Clinical observation of electrotonic modulation of the T wave after radiofrequency current catheter ablation in
idiopathicventricular tachycardia LI Jing, ZHU Li — guang. Department of Cardiology , Guangzi Nanzis-
han Hospital , Guilin Guangxi 541002, China

[Abstract] Objective To investigate the regularity and clinical significance of electrotonic modulation of
the T wave (EMTV)within 3 days after radiofrequency current catheter ablation(RFCA)in idiopathicventricular
tachycardia. Methods The sequence of ventricle depolarization and the emerge of EMTV within 3 days after
RFCA were observed in 87 patients with idiopathicventricular tachycardia (47 left idiopathic ventricular tachycar-
dia , 40 right idiopathic ventricular tachycardia). Results (1)There was no EMTV in the right outflow tract
after RFCA; (2)The incidence rate of EMTV in left ventricular tachycardia was more higher than that in right



