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Non-presence of mutations in exon 12 of nucleophosminl (NPM1) gene in colorectal carcinomas with NPM1
expression in cytoplasm. YANG Yu—feng, ZHANG Xi—ying, YANG Mei, XIE Shu—rui, ZHANG Bao—ting. Department of
Pathology, Dongguan Shilong Peole’s Hospital, Dongguan 523326, Guangdong, CHINA

[Abstract] Objective To investigate whether there is a presence of mutations in exon 12 of nucleophosminl
(NPM1) gene in colorectal carcinomas (CRC). Methods

try in histologically normal to malignant colorectal tissues and also investigate whether exon 12 of the NPM1 gene is

We investigated NPM expression by immunohistochemis-
mutated in CRC with NPM expression located in cytoplasm. Results Among the 115 samples of colorectal carcino-
mas, 92.1% (106/115) of the tumors showed NPM1-positive expression only in the nucleus, 7.0% (8/115) showed
NPM1-positive expression in cytoplasm, and 0.9% (1/115) showed NPM1-negative expression in cytoplasm and nucle-
us. NPM expression was found significantly up-regulated in CRC compared to adjacent colorectal tissue, villous ade-
noma, tubular adenoma and normal colorectal tissues, respectively (P<0.05 for all). Sequencing of exon 12 of NPM1
gene in CRC was the same as those in normal colorectal tissue. Conclusion NPM expression is found significantly
up-regulated in CRC, suggesting that NPM contributes to oncogenesis of CRC. However, NPM1 exon 12 is not mutat-
ed in CRC, which suggests that NPM1 play a role in the tumorigenesis of CRC through unclear mechanisms rather
than NPM1 mutation.
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Expression and significance of hepatoma—-derived growth factor in gastric adenocarcinoma. L/ Hui—fen, MA
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[Abstract] Objective To explore the effect of on occurence,development,and metastasis of gastric adenocar-
cinoma. Methods Based on immunohistochemical S-P method, the expression of HDGF in gastric adenocarcinoma
tissues of 60 cases and normal gastric epithelial tissues of 32 cases were detected, as with vascular endothelial growth
factor(VEGF) in gastric adenocarcinoma tissues. Compared the expression of HDGF in both tissues and analyzed the
relationship between HDGF and clinical pathology, VEGF. Results The positive rate of HDGF in gastric adenocarci-
noma tissues was 68.3%, significantly higher than 25.0% in normal gastric epithelial tissues (3’=15.752, P<0.01). The
expression of HDGF was significantly correlated to immersion degree (3°=6.459, P=0.011) and lymph node metastasis
(¢’=5.844, P=0.016). HDGF was positively correlated to VEGF. Conclusion HDGF in gastric adenocarcinoma tis-

sues was greater than normal gastric epithelial tissues, as well as it was closely correlated to immersion degree, lymph
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