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Clinical Significance of Serum sMICA in the Diagnosis of Breast Cancer. Zhang Xiaoyan. The Third People's Hospital of Haining , Zhe-
Jjiang 314408 ,China

Abstract Objective To evaluate the value of sSMICA and CA153 in the diagnosis of breast cancer. Methods The serum concen-
tration of sSMICA and CA153 in the breast cancer patients (56 cases) ,benign breast disease patients(69 cases) and healthy women(75 ca-
ses) were detected by ELISA kit and i2000 Immunochemistry Analyzer respectively. Results The serum concentration of sMICA and
CA153 in the breast cancer patients were obviously higher than those of benign breast disease patients and healthy women. The sMICA in
breast cancer with TNM stage (Il + IV) were dramaticlly higher than that of TNM stage( I + Il ) (P <0.05),and also higher in the
breast cancer patients with axillary lymph node metastasis. The diagnostic sensitivity of combined measurement was 92.86% . Conclusion
The combined measurement of serum sMICA and CA153 significantly increased the sensitivity for diagnosis of breast cancer and provided

useful information for early diagnosis of disease in patients with breast cancer.
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Auxiliary Adjusting of Selective Leukotriene Antagonist on Immunoglobulins for Children with Allergy — related Secretory Otitis Media.
Wenren Yajun ,Xu Ke. Department of ENT, Yuyao Second People's Hospital, Zhejiang 315400, China

Abstract Objective To explore the role and mechanism of immune regulation of montelukast in allergic otitis media. Methods
Thirty six cases of children with allergic otitis media with effusion in our hospital were randomly divided into conventional treatment group
(n=17) and conventional treatment plus montelukast as the observation group (n =19). After 3 months of treatment, immunoglobulin
(IgE, IgA, IgG and IgM) levels change of two groups in eardrum aspirate and peripheral serum were Compared. Results In both middle
ear fluid secretion and peripheral venous serum, the Igk, IgA and IgM of observation group had a significant difference comporred with
pretreatment (P <0.01), while the conventional group, only IgE and IgM was statistically significant compared with before (P <0.01).
The two groups comparison showed that, IgA, IgG and IgM indicators was also significantly different (P <0.01). For the efficacy of treat-
ment, observation group was significantly better (P <0.05). In 3 months follow — up, the total effective rate between the two groups was
statistically significant as well (P <0.01). Conclusion Montelukast in the adjuvant treatment of allergy — related secretory otitis media
paly important role, by which children can improve immune function and total efficiency.

Key words Montelukast; Allergy — related secretory otitis media; Antiallergic treatment; Immunoglobulin

PEF B0 315400 Wi VLA A kTl 45 — IR B8 g - 5 e -
- 162 -



	YXYJ1404 160.pdf
	YXYJ1404 161.pdf
	YXYJ1404 162.pdf

