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chemical ( IHC) method and the relationship between KILK11 expression and clinical pathological parameters and
prognosis was also analyzed. The expression of KLK11 in 10 matched pairs of PCT and Non-PCT was tested by
Western blot and quantitative real-time PCR ( qRT-PCR) . Results THC showed that KLK11 was mainly expressed
in the cytoplasm of PCT ductal cells. In the PCT group the positive expression rate of KLK11 reached 77.33%
(58/75) while in the NonPCT group the rate was 20% ( 15/75) the difference between the two groups was sta—
tistically significant ( P <0.001) . The expression of KLK11 has a significant correlation with lymph node metasta—
sis ( P <0.001) and TNM staging ( P <0.001) . Western blot and qRT-PCR showed that the expression and mR—
NA content of KLK11 in PCT group were significantly higher than those in Non-PCT group these two different sta—
tistics showed the meaning ( P <0.01 P <0.001) . Through the analysis of Kaplan-Meier the result showed that
the survival time of KLK11 high expression ( average DFS: 7.217 months mean OS: 14. 318 months) was signifi—
cantly shorter than that of KLK11 with low expression time ( average DFS: 16.939 months mean O0S: 22.776
months) . The difference was statistically significant ( P <0.01) . The analysis of COX regression model showed
that KLK11 expression was an independent factor in the prognosis of pancreatic cancer. The difference was statisti—
cally significant ( P <0.01) . Conclusion The expression of KLKI11 is closely related to lymph node metastasis
and TNM staging of pancreatic cancer which can be used as an independent factor to determine the prognosis of
pancreatic cancer. The detection of KLK11 has a certain value in the occurance and development of pancreatic
cancer and the evaluation of its prognosis.
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Correlation of anti - TPO and anti — ¢ — mpl antibody with

thrombocytopenia in systemic lupus erythematosus patients
Wang Weijuan Fang Xuan Li Xiaomei et al
( Dept of Rheumatology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To investigate the correlation of anti-thrombopoietin ( TPO) antibody and anti-thrombopoie—
tin receptor ( c-mpl) antibody with thrombocytopenia in systemic lupus erythematosus ( SLE) . Methods Serum
samples from 36 SLE patients with thrombocytopenia( group A) 26 SLE patients with normal platelet counts( group
B) and 11 healthy controls( group C) were collected. Serum TPO anti-TPO antibody and anti-c-mpl antibody were
detected by enzyme-inked immuno sorbent assay ( ELISA) . Their correlation with the clinical manifestations and
experimental parameters was analyzed. Results (1) Serum TPO levels in group A was significantly higher than
group C; Serum anti-TPO antibody in SLE patients was 41. 9% and serum anti-T'PO antibody in group A group B
and group C were 55.6% 23.1% and O respectively. The difference among three groups was statistically signifi—
cant ( P <0.05) ; Serum anti-TPO antibody was significantly different between groups A and B ( P <0.05); Pa-
tients with positive anti-TPO antibody were more likely to have skin rashes than those with negative one ( P <

0.05) while patients with negative anti-TPO antibody were prone to anti-nucleosome antibodies; Activated partial
thromboplastin time ( APTT) and prothrombin time ( PT) of the antibody negative group were longer than that of the
antibody positive group the difference was statistically significant ( P <0. 05) ; There was no significant difference
in platelet count serum TPO complement C3 and C4 erythrocyte sedimentation rate ( ESR) C reactive protein
( CRP) anti-double-stranded-DNA( anti-dsDNA) positive rate antif32-glycoprotein 1( anti32-GP1) and system—
ic lupus erythematosus disease activity index( SLEDAI) scores between anti-TPO antibody positive group and nega—
tive group. (2) Serum anti-c-mpl antibody in SLE patients was 25. 8% and in group A group B and group C were
25% 26.9% and O respectively. The difference among three groups was not statistically significant ( P >0. 05) ;

Serum anti-e-mpl antibody was not significantly different between A and B groups( P >0.05) ; Patients with posi—
tive anti-c-mpl antibody were more likely to have skin rashes than those with negative one ( P <0.05) ; (3 Serum
anti-TPO antibody was positively correlated with serum anti-e-mpl antibody in SLE patients with thrombocytopenia.

Conclusion Serum anti-TPO antibodies were elevated in SLE patients with thrombocytopenia and anti-TPO anti-
body and anti-e-mpl antibody may play a role in the pathogenesis of SLE-associated thrombocytopenia.

Key words systemic lupus erythematosus; blood platelet; thrombopoietin; anti-thrombopoietin antibody; anti-throm—

bopoietin receptor antibody



