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cancerous tissues were assessed by qRT-PCR and Western blot assays. Results ~ Immunohistochemistry showed
that hnRNP L was highly expressed in HCC tissues ( P =0. 001) and the positive expression rates of HCC and pa—
racancerous tissues were 77. 7% (72/90) and 53.3% (48/90) respectively. The results of gRT-PCR and West-
ern blot showed that at the transcriptional and translational levels the expression of hnRNP L in HCC tissues was
significantly higher than that in corresponding adjacent tissues ( P <0.001) . Clinicopathological features analysis
showed that highdevel expression of hnRNP L in HCC tissues was significantly associated with age vascular inva—
sion Edmondson grade and Barcelona Clinic Liver Cancer stage ( P =0. 018 0. 039 0.001 0.018) . Furthermore
the expression intensity of hnRNP L was positively correlated with the expression of CD68 ( TAMs marker) and
CD206 ( M2 macrophage marker) ( k =0.448 0.455 P <0.001) but negatively correlated with the expression of
CD11c ( M1 macrophage marker) (k= —0.394 P <0.001). Conclusion The expression of hnRNP L in HCC
tissues is significantly higher than that in adjacent tissues and correlated with the malignant characteristics of HCC.
At the same time the expression of hnRNP L is correlated to the polarization of macrophages suggesting that
hnRNP L may regulate the development of HCC by participating in the polarization of macrophages.
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The relevance of autophagy-associated protein

Beclinl and ILd8 with the disease level of acute pancreatitis
Huang Ye'? Li Hongchang® Bi Liming® et al
('Anhui Medical University Shanghai Putuo Center Clinical Institute Shanghai 200062;
*Dept of General Surgery Shanghai Putuo Central Hospital Shanghai 200062)

Abstract Objective To detect the serum autophagy-associated protein Beclinl —interleukin48( IL48) among
the acute pancreatitis ( AP) patient in the clinic and discuss its relevance with the severe extent of AP. Methods
The Amy content was detected by full-automatic biochemical detector the contents of serum Beclinl and IL18 de-
tected by enzyme linked immunosorbent assay ( ELISA) and the evaluation was done by modified CT severity in—
dex ( MCTSI) and acute physiology and chronic health evaluationdI( APACHE-]I) scoring methods. Results The
level of serum Amy Beclinl and IL48 among patients in severe acute pancreatitis( SAP) group and mild acute
pancreatitis( MAP) group increased compared with the control( Ctr) group ( P <0.01) . The level of serum Amy
Beclinl and IL-8 in the SAP group increased compared with MAP group ( P <0.01) ; the scores of MCTSI and A-
PACHE-II in the Cir group were basically zero; the scores of MCTSI and APACHE-]I increased during the parox—
ysm of AP the MAP and SAP group had higher marks in the scores of MCTSI and APACHE-II compared with Citr;
and scores of MCTSI and APACHE-II in SAP patients were higher than that of MAP patients ( P <0. 01) . The lev—
el of serum Beclinl and IL-48 were correlated with both MCTSI and APACHE-II score the coefficient of associa—
tion r was 0.918 9 0.977 1 and 0.926 0 respectively. Conclusion Among the clinical AP patients the level of
serum Beclinl and ILH8 the increased score of MCTSI and APACHE-II the level of serum Beclinl and 1L48
as well as the score of MCTSI and APACHE-II are all correlated. The serum Beclinl is closely correlated with the
paroxysm and extent of AP hence it plays a certain role in the evaluation and prediction of predicting the severe ex—
tent of AP.
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