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Clinical Significant of Detecting the Cytoplasm of Phospholipase
AZa Expression in Patints with Chronic Obstructive Pulmonary Disease

XU Yan', AYITULAN ¢ Maimaiti*, DING Jian-bing"
(1. Primary Medicine Courtyard Af filiated Xinjiang University,Urumqi 830011,

China; 2. Laboratory Department of Yutian Hospital , Xinjiang Hetian 848400, China)
Abstract:Objective To discuss the clinical significant of detecting cytoplasm phospholipase A2 alpha (cPLLA2a) in patients
with chronic obstructive pulmonary disease (COPD). Methods Selected treated 90 cases of patients with COPD. According
to the COPD severity classification standard.they were divided into mild group of 30 cases,moderate group of 25 cases and
severe group of 35 cases. In the same period of physical examination,90 cases of normal lung function healthy were control
group. Used Enzyme linked immunosorbent test (ELISA) to detect cPLLA2« level of these groups. At the same time,detected
cPLA2« expression of these groups by RT-PCR. Results cPL A2« level in serum of mild group was (0. 039 240. 005 1) pg/
ml, gene expression was (0. 68+0.01),in moderate group (0.049 8+0.007 4)pg/ml and (0. 9240.02),in severe group
(0. 055 44-0.008 1) and (1. 35%+0. 02). and in Healthy controls group (0. 010 2+0. 006 6)pg/ml and (0. 114-0. 01). There
were significant differences among four groups (t=3.013~5.817,5.039~11.667, P<{0.05). Conclusion Detection of
blood cPLLA2a can indicate COPD severity,and cPLA2a is the new molecular targets of diagnosis,treatment and classifica-
tion COPD.

Keywords: cytoplasm of phospholipase A2a;reverse transcription polymerase chain reaction; chronic obstructive pulmonary
disease
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Recognition of Ubiquitination Signal with Ubiquitin-binding Domains

WANG Jing-wei (Department of
Clinical Laboratory, Renmin Hospital of Wuhan University, Wuhan 430060, China)

Abstract: Ubiquitylation is a highly versatile post-translation modification that controls virtually all types of cellular events
by changing the molecular landscape, the three-dimensional structure,the location or activity of the substrate,influencing the
interactions of substrate with other proteins. Many cellular activities of ubiquitin and its functions are deciphered by specific
ubiquitin binding domains (UBDs). UBD interacts with the different type of Ubiquitylation with a variety of lengths and
linkage patterns based on the specific functional surfaces. So far over twenty distinct UBD families have been identified,and
the known members of this group have expanded rapidly. The UBD families, the decoder of ubiquitylation network,are build-
ing a foundation for in-depth understanding the ubiquitination proteomics “ubiquitome” .
Keywords : ubiquitin; ubiquitin binding domain;recognition;regulatory mechanism
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