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The clinical analysis of 26 patients with anti — neutrophil
cytoplasmic autoantibodies — related vasculitis

[ Writers] Tang Yan-chun Yang Shu -qin Liu Ying
Department of Rheumatology, Yantai Yuhuangding Hospital (Yantai 264000)

[ Abstract] Objective To study the clinical feature, diagnosis and treatment of anti - neutrophil cytoplasmic autoanti-
bodies( ANCA) associated systemic vasculitis (AASV ) so as to improve the understanding of this disor-
der. Methods 26 patients with AASV diagnosed in our center from 2003 to 2007 were retrospectively stud-
ied and their clinical data were analyzed. Results Of the 26 patients,17 were male and 9 were female with
an average age at 62( 18 ~80)years old. 7 of the 26 were cytoplasmic ANCA(cANCA) positive, all of them
recognized proteinase 3( PR, ) ;18 of the 26 were perinuclear ANCA ( pANCA ) positive, all of them recog-
nized myeloperoxidase (MPO). Only 1 were ANCA negative. Ten patients underwent tissue biopsy. Five
patients biopsies showed typical manifestation of small vessel vasculitis ,such as focal segmental necrotiz-
ing vasculitis and necrotizing granulomatous inflammation. The most common involved systems are kidney
(88.5% )and lung(73. 1% ). Other clinical manifestations included nervous system disorder(38.5% ),
upper respiratory tract involvement(46. 2% ) , ophthalmic involvement(30. 8% ) ,joints and muscle involve-
ment(46. 2% ) , skin involvement (42. 3% ) , cardiac involvement (26. 9% ) and gastrointestinal symptoms
(23.1%). 80.8% patients had general symptoms such as fever, fatigue, anorexia, weight loss, which
were the most common initial manifestations. In laboratory examinations, most patients had anemia, hy-

poproteinemia , an elevated WBC and PLT count, ESR,CRP, Immunoglobulin, RF ect. The rate of pre - ad-
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mission misdiagnosis were 92. 3%. They had been diagnosed as multiple diseases by error. Most patients

improved significantly after being treated with glucorticosteroid and cyclophosphamide. Conclusions Pa-

tients with AASV were mainly old male with multi - system damage, the first manifestation and laboratory

examinations have poor specificity. So it was frequently misdiagnosed. An ANCA test and biopsy should

be helpful for early diagnosis of AASV. Corticosteroid and immunosuppressive treatment may achieve

good outcome.
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Relief severe pain in oral cavity caused by chemothery and
radiation injury in cancer patients with transdermal fentanyl

[ Writers]

[ Abstract]

Lu Chong Liu Kui-feng Shu Yang-chun Wang Xin —ning Wang Xi -cheng Wen Zong ~qiu
The first Affiliated Hospital, Guangdong pharmacutical university, Guangzhou, 510080

Objective  To study its feasibility of relief the severe pain in oral cavity caused by chemothery and radia-
tion injury in cancer patients with transdermal fentanyl. Methods 87 cases cancer patients with the se-
vere pain in oral cavity caused by chemothery and radiation injury were devided into two groups: the
treatment group were with transdermal fentanyl and mucous renovating drug, the control group were with
mucous renovating drug only. Observe the relief of pain in oral cavity, and recorded the change of
scores with VAS and recorded adverse reactions. Results The rate of relief in the treatment group was
87.8%, in the control group was 43. 48% , and with statistics difference (P <0.05) . We can get the
effect in day 2. 78 £0. 96. in the treatment group and in the control group there were statistics difference
(P <0.05) in scores of VAS. / adverse reactions were dizzy, nausea and so on. Conclusion the se-

vere pain in oral cavity caused by chemothery and radiation injury can be controlled with transdermal fent-
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