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Abstract : [ Objective ] To explore the aberrant expression of SOD1 gene in nasopharyngeal carcinoma tissues and adjacent
tissues, as well as in NPC cell lines, then to observe the effect of SOD1 on NPC cells metastatic ability and investigate the intrinsic-
mechanism. [ Methods ] Immunohistochemical technique was used to examine SOD1 expression in carcinoma tissues and adjacent
tissues (n = 10). Small interfering RNAs and inhibitor LCS—1 were used to knockdown of SOD1 expression and inhibit SOD1 activity ,
respectively. Then, wound healing test and migration assay were applied to detect cell metastatic ability in vitro. Real-time PCR and
Western Blot were used to analyze the expression of EMT—related genes (E—cadherin, Vimentin, Twist). [ Results] SOD1 was found
to be significantly up—regulated in nasopharyngeal carcinoma tissues (n = 7, 70% ) , compared to control. SOD1 was also highly
expressed in highly metastatic potential NPC cell lines (CNE2, 5-8F, S18) compared with low metastatic ability cell lines (6-10B).
Knockdown SOD1 expression or inhibit SOD1 activity suppress cell motility in CNE2 and 5-8F cells. Finally, we demonstrate that
SOD1 inhibition plays a role in induction of epithelial marker E—cadherin and has an opposite effect on mesenchymal marker vimentin
and transcriptional factor twist. [ Conclusion] These results suggest that SOD1 contributes to EMT and might be important for tumor
metastasis in NPC.
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Immunohistochemistry analysis for detecting SOD1 expression in nasopharyngeal carcinoma tissues and adjacent tissues (n = 10) (A & B).
SOD1 mRNA levels(C) or protein levels (D& E) in high—metastasis S18, CNE2, 5-8F cells and low—metastasis 6-10B cells. B—actin was used as
a loading control. 1) P < 0.05 compared with control. X 100.
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Fig.1 SOD1 expression in asopharyngeal carcinoma tissues and NPC cell lines
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1.5 pmol/L and 3 wmol/L LCS—1 were used to inhibit 5-8F (A) and CNE2 (B) cells SOD1 activity, Microscopic observations were
recorded 0, 24 and 36 hours after scratching the cell surface. (C, D) The area between wound edges of NPC cells at 0, 24 and
36 h. 1)P <0.05,2)P <0.01.

B2 SODI1 # &l 5 xf 508 & 48 A X IR 18 £ H %21
Fig.2 Effects of LCS—1 on wound healing in NPC cells
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NPC cells were transfected with siRNA against SOD1 (siSOD1-#
& siSOD1-2#) or siCon. SOD1 mRNA (A & B) or proteins (C & D)

were measured in indicated cells by Q-PCR or Western blot ,

respectively. Data are represented as mean fold change compared with

siCon. 1)P < 0.01 vs siCon
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Fig.3 Knockdown of SOD1 by siRNA in NPC
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Photographs show cells that travelled through the micropore membrane with LCS—1 (A & B) or siRNA (C & D) as indicated.

Histograms showed the numbers of migration cells. 1) P < 0.01. x 40.

4 SODI1 xf 5 ME 7z 40 BT 7% B9 20
Fig.4 Effects of SOD1 on migration ability in NPC cells
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NPC cells were transfected with siRNA against SOD1 or siCon
(A, B, E&F) or treated with LCS—1(C & D), Q-PCR analysis of
indicated mRNA and Immunoblots of indicated proteins as representative

of 2 independent experiments are shown. 1)P < 0.05
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Fig.5 Absence of SOD1 suppress EMT
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