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Abgtract :Objective  To investigate the chemoresi stance of non-small cell lung cancer (NSCLC) and the
expression of correlative protein and genes which can lead to multidrug resistance(MDR) we explore the
relation between chmores stance and the expresson of mdrl ,MRP and GST-J1 in NSCL C respectively ,
and define the function of the three kinds of genesin MDR mechanisms. Methods 91 cases of NSCLC
were tasted with M TT assay to evaluate their chemoresistance. The chemotherapy drugs include cyclo-
phamide ,adriamycin and cisplatin + fluorouracil. The expresson of the three kinds of genes above were
examined with immunohistochemical assay. Results 1. The percentage of drug res stance of cyclopha
mide ,adriamycin and cisplatin + fluorouracil were 58.2 % ,56.0 % and 46. 2 % ,respectively. There are 27
cases ressting al three medications ,while there are 19 cases senstizing all three medications. The multi-
drug resi stance was not associated with histological types and degree of differentiation of NSCL C. 2. The
expresson percentage of L RP and GST- J/lin NSCL C were 53.8 % and 64. 8 % respectively. There is not
significant differencein the expressonof L RPand GSTIT between human adeoncarcinoma and sequamous
cell carcinoma( P> 0.05) . 3. The correlation between the positive expresson of P-gp ,MRP and GST- /1
and the degrees of chemoresi stance to the three kinds of agents were significantly respectively (P<0.05) ,
and the degree of chemoresi stance to the three kinds of agents among the different degrees of expressons
of LRPand GST- /1 are sgnificantly different respectively ( P < 0.05) . Conclusion 1. There are certain
degrees of intringc resstance in different kinds of chemotherapeutic agents in NSCLC. 2. The intrinsc
multidrug res stance mechanisms may be of the co-effect of these two genes(lung res stance-related pro-
tein gene and GST- /1 gene) .
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Alternating Splicing of Tumor Suppressor Gene CEACAM1 is Correlated with Over-expres
sion of PTB in Lung Cancer
YUAN Liwdi ,DINGJie,L| Zhen
Department of Genetics and Development Biology, Genetics Center of Southeast University, Nanjing
210009, China
Corresponding Author: YUAN Liuwdi, Email :yld@seu. edu. cn
Abgract :Objective  The posshility of modulating the difference of CEACAM1 splicng pattern between tumor
tissues and their correponding non-mdignant lung tissue. Methods  Detect the expresson pattern of
CEACAM1 in non-smdl cdl lung cancer (NSCLC) by Hot- PCR ,mini- gene constructs and co-trang ection with
PTBs. Results  The RNA transcript from this mini-gene could be pliced in a cdl- ecific manner. The exon 7
was predominantly included in H1944 ,but predominantly excluded in 22B. Over-expresson of PTB could ubiqui-
toudy dter the ratio of CEACAMI1L and CEACAML1S. The amount of CEACAMI1L was decreased in a dosager
dependent manner. Condusion  We identified polypyrimidine tract binding proten (PTB) as the splicing factor
that involvesininduson/ exdusonof CEACAM1 exon 7. A clear correation wasfound between over-expres-
son of PTB and the dternative processng of CEACAM1.
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