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Clinical application of antineutrophil cytoplasmic antibodies on thromboangiitis

obliterans (buerger’s disease )
ZHANG Wei,et al

(Department of Vascular Surgery ,the First Affliated Hospital , Chongqing Medical University )

[ Abstract JObjective : To investigate the presence of Anti—Neutrophil Cytoplasmic Antibodies (ANCA) and their specific antigens in the
patients with thromboangiitis obliterans (Buerger’s disease, TAO). Methods: The TAO group includes 23 patients. The arteriosclerosis
obliterans (ASO) group includs 25 pantients and the control group is health group includs 25 volunteers. Serum samples were investigated
for ANCA prevalence by indirect immunofluorescent technique in TAO group, ASOgroup and health group. the reactivity to proteinase 3
(PR3), myeloperoxidase (MPO), cathepsin G (CG ) ,bactericidal/permesbility—increasing protein (BPI),elastase (HLE) and lactoferrin
(LF) was measured by ELISA in TAO group and health group. Results: (1) There are 13 of 23 patients with TAO who are tested ANCA
positive by indirect immunofluorescence, the ANCA prevalence is 52.2%. Only one patient is pANCA positive among 25 patients with
ASO, the prevalence is 4% ,and no ANCA are found in healthy controls. (2) ANCA were predominantly found in group 1l (66.7%;12/18)
compared to group I (33.3% ;3/9) and the levels of the titre of ANCA in the group IT was higher than group L (3) Only five of 12
ANCA-~postitive sera reacted with MPO, three of the twelve reacted with LF,one serum is HLE positive and one is BPI positive. No serum
reacted with PR3 and CG. (4) Anti-MPO, anti-LF,anti-BPI and anti-HLE autoantibodies were found only in the severe group.
Concluston: The prevalence of ANCA and levels of Anti-MPO, anti-LF, anti—-BPI and anti-HLE correlated with disease severity.
Therefore, detection of ANCA can be a helpful serological test for the diagnosis of thromboangiitis obliterans.
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{EE{ERA A B, E R A GITEE N (P<005). TAOEE
R M5 A anti-PR3.ami-CG OD {H L, it 2 L B &
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S{BEA B "P<0.05, 55 ASO 4 HhE “P<0.05
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ANCA FERMETE 96%., HIXTERELL, ANCA TR 2 B i%
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H (BPDHUA , X TAO 2WTAYT BAH IR B S 5112 WT , AN-
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Surgical treatment of Chiari malformation accompanied by syringomyelia
ZHANG Yun~dong, et al
(Department of Neurosurgery, Daping Hospital Research Institut of Field Surgery ,the Third Military Medical
University)
[ Abstract JObjective: To study the different modus operandi of posterior fossa decompression on function recovery of spine cord in patients
with Chiari malformation and syringomyelia. Methods:0f 87 patients with Chiari malformation and syringomyelia,51 patients were
selected and big craniectomy was performed in all cases. The effects of big craniectomy in 51 patients and mini craniectomy in 36 patients
were compared. Results: Among the 51 patients,22 patients (43.1% ) improved significanly in their clinical symptoms, 10 cases were
stabilized, and 5 cases deteriorated. Among the 36 patients, 28 patients (77.8% ) improved significanly in their clinical symptoms, and 3

cases were stabilized. Conclusion:Surgical treatment may fully ameliorate the clinical syndromes. Mini craniectomy and expansile
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reconstruction of posterior fossa is a preferred surgery for the
treatment of Chiari | malformation .
[Key words ]Chiari malformation ; Syringomyelia; Posterior fossa
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