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The methylation detection of CDH13 gene in patients with acute myeloid leukemia,

and its clinical significance
YUAN Yuan,ZHANG Feng
( Department of Hematology ,The First Affiliated Hospital of Bengbu Medical College ,Bengbu Anhui 233004 ,China)

[ Abstract] Objective:To detect the methylation of CDH13 gene in patients with acute myeloid leukemia ( AML) , and explore the
relationships with clinical features and prognosis of AML patients. Methods : The methylation status of CDH13 promoter gene in bone
marrow from 34 patients with AML( AML group) and 22 nonmalignant tumor patients with iron deficiency anemia( control group) were
detected using the methylation specific polymerase chain reaction( PCR) . The expressions of CDH13 mRNA in two groups were detected
using semi-quantitative reverse transcription PCR. All patients were followed-up for 2 years, and the overall survival time of patients
were calculated. Results; The CDH13 gene methylation positive rate of AML group (61.76% ) was higher than that of control group
(27.27% ) (P <0.05). The relative content of CDH13 mRNA in AML group (0. 355 +0. 109) was significantly lower than that in
control group(0.745 £0.271) (P <0.01). The differences of the methylation status of CDH13 gene in AML patients of indifferent
gender ,age and clinical typing were not statistically significant( P >0. 05) . Kaplan-Meier survival curve analysis showed that the overall
survival time in AML patients with positive methylation of CDH13 gene [ (12.4 +3.3) months | was significantly shorter than that in
AML patients with negative methylation of CDH13 gene [ (18. 6 4. 1) months] (P < 0. 01 ). Conclusions: The methylation
phenomenon of CDH13 gene can be found in patients with AML, and detecting the CDH13 gene expression can help to judge the
prognosis of patients.
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[ k%] 45 Eg ; FMNL2 ; RACL ; 5558

[FEZESHES] R735.3 [ XHktRERSE] A DOI.;10. 13898/j. cnki. issn. 1000-2200.2017. 10. 015

Expression and significance of FMNL2 and RAC1 in colorectal cancer
GUO Wan-wei, YANG Hai-yun, LI Bo,LI Li-xuan,XU Ming
( Department of Gastroenterology , The Second People's Hospital of Guangdong , Guangzhou Guangdong 510317 , China)

[ Abstract] Objective: To explore the expressions of FMNI2 and RACI in colorectal cancer (CRC) tissues and corresponding
precancerous lesions, and correlation of the expressions with clinical pathological parameters. Methods: The mRNA and protein
expressions of FMNL2 and RAC1 in CRC tissues and corresponding precancerous lesions were detected by real-time PCR and
immunohistochemistry (THC) method. Results; The mRNA expressions of FMNL2 and RACI in CRC tissues were higher than those in
corresponding precancerous lesions( P <0.01). The positive rates of FMNL2 and RACI in CRC tissues (61.7% and 68.3% ) were
higher than those in corresponding precancerous lesions(20.8% and 31.7% ) ,respectively (P <0.05). The expressions of FMNL2 and
RACI were closely related to the tumor metastasis, lymph node metastasis and TNM staging( P <0.05 to P <0.01) ,but which was not
related to the gender and age of patients, and size, differentiation and invasion of tumor (P >0.05). The expression of FMNL2 was
positively correlated with RACI (r=0.495,P <0.05). Conclusions: The expressions of FMNL2 and RAC1 in CRC tissues are high,
which is closely related to the tumor metastasis. The combined detection of FMNL2 and RAC1 have important significances in predicting
tumor metastasis and prognosis of tumor.
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