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Expression of Circadian Gene Per2 and Cyclin D1 in NSCLC.
racic and Cardiovascular Surgery ,The First Affiliated Hospital of Whenzhou Medical College , Zhejiang 325000, China
Abstract

Cht Chuang ,Liu Yu,Lin Xiaoming ,Sun Chengchao. Depariment of Tho-

Objective To detect the expression of Per2 and cyclin D1 in non — small - cell lung cancer (NSCLC), and analyze

their relation to clinical pathological data. Methods The expression of Per2 and cyclin D1 was measured in 60 NSCLC and 20 normal

lung tissue by immunohistochemistry assay, then we analyzed the relation with clinical pathological parameters. Results The positive ex-

pression rates of Per2 in NSCLC and in normal lung tissue were 71.7% and 95.0% (P <0.05) , while the positive expression rates of cy-
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clin D1 were 63.3% and 15.0% (P <0.01). The negative expression of Per2 in NSCLC was correlated with pathological differentiation or

TNM stage( P <0.05) ,while the positive expression of cyclin D1 in NSCLC was correlated with TNM stage or lymphatic metastasis( P <

0.05). Conclusion The expression of Per2 in NSCLC was decreased, while the expression of cyclin D1 was increased. The detection of

them could be an important marker to evaluate the malignancy degree and the prognosis of NSCLC.

Key words Non - small — cell lung cancer( NSCLC) ; Circadian gene Per2;Cyclin D1 ;Immunohistochemistry
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(HFL - 1) ¥ /p b id B e . FiE W ERSME IR HFL - T 43 5 iE % X B 20 (. CTGF 20 & CTGF + JAK — STAT % 5 14 410 1fil 741
T A R AG490 2 3% BUR [A] B #H 45, Western blotting U 7 5F- ¥ WUAL 8l 25 11 (« — smooth muscle actin, o — SMA) @ F2 L2 1 (p
- STAT3) Fil i 2 1 STAT3 )% 4 3% ik, RT - PCR kil STAT3 mRNA £ik, &R EHEKIFEFEN HFL - T A EMN p -
STAT3 .« — SMA 335, il A 20ng/ml CTGF %5 15min J5 p — STAT3 7K 0] i F+ /&5 (P <0.05) ,30min B T % 15 04 J5 7% W0 08 59 5 155
5 24h 5 o - SMA KB ETFE (P <0.05), AG490 50pumol/L ikt 60min,p — STAT3 Fl o — SMA FEH] BHH (P <0.05 5
P<0.01), & CTGF S HFL - 1 #04k M WLUSEF 4E 40 i, JAK - STAT %2 5 ik 22 HAE S v H1 57) AG490 ] £ 2L 4m
Tl AL

KR JAK -STAT JifigF4ifk AR R 4E40f8 CTGF o - SMA

Involvement of JAK — STAT Signaling in CTGF Promoted Lung Fibroblast — myofibroblast Transdifferentiation. ~Huang Xiaoyan, Lian
Jiangfang, Jin Lihua et al. Key Laboratory of Organ Transplantation, Li Huili Hospital, Zhejiang 315041, China

Abstract Objective To investigate the effect of JAK — STAT signal transduction pathway in the transdifferentiation process of re-
combinant human CTGF - stimulated human embryonic lung fibroblasts( HFL - I) . Methods The HFL — I were cultured in vitro and were
divided into three equal groups: control group, CTGF group, CTGF and JAK — STAT inhibitor AG490 group. The expression levels of total
— STAT3, phosphor - STAT3 and o — SMA in each group were detected by western blot, while RT — PCR was used to test the expression
of STAT3 mRNA in each group. Results The levels of p — STAT3 and a — SMA were significantly increased in CTGF group compared
with control group(P <0.05). And JAK — STAT inhibitor AG490 (50pumol/L) largely down — regulated & — SMA and p — STAT3 expres-
sion in response to CTGF(P <0.05 or P <0.01). Conclusion JAK — STAT is a upstream mediator in the lung fibroblast — myofibroblast
process stimulated by CTGF,and JAK — STAT inhibitor AG490 can significantly abrogated the effect of CTGF.

Key words JAK - STAT; Pulmonary fibrosis; Human fetal lung fibroblasts ; CTGF; o — SMA
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