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Expression of Toll-like receptor 4 in gastric cancer and its clinical significance
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Abstract: Objective To investigate the expression of Toll-like receptor 4 ( TLR4) in gastric cancer tissues and the
situation of microvascular density and its clinical significance. Methods Tumor tissue specimens of 30 cases of gastric
cancer surgically excised from January 2012 to January 2016 were collected and divided into recurrence group(n =12)and
non- recurrence group (n =18)according to whether there were recurrence ,and the paracancerous tissue of the above cases
was taken as the control group(n =30). General data and clinical information of the patients were collected by consulting
case history and surgical records,and so on. Reverse transcriptase polymerase chain reaction (RT-PCR) was used to detect
the expression of TLR4 mRNA in tissues,and CD34 labeled blood vessel counting method was used to detect microvascular
density in tissues. Results RT-PCR result showed that the relative expression level of TLR4 mRNA in paracancerous
tissue of control group was significantly lower than those in cancer tissue of recurrence group and non-recurrence group (all
P <0.05) ,while there was no significant difference in them between recurrence group and non-recurrence group ( P >
0.05). Blood vessel counting method showed that there were significant differences in microvascular densities among three
groups (P <0.01 ) ,according to control group[ (12.46 +2.71)/ field of view] ,non-recurrence group[ (26.34 +3.98)/
field of view ] ,recurrence group[ (30. 15 £4. 11)/ field of view ] in ascending order(all P <0.05). The relative expression
level of TLR4 mRNA was associated with lymph node metastasis and clinical TNM staging (all P < 0.01), and the
microvascular density was associated with differentiation degree of cancer tissues,lymph node metastasis and clinical TNM
staging( P <0.05,P <0.01 ). Spearman rank correlation analysis showed that TLR4 mRNA relative expression level was
significantly positively correlated with microvascular density (r =0. 526,P <0.05). Conclusion TLR4 may be involved in

the occurrence and development of gastric cancer by affecting tumor microvascular growth and increasing tumor

DOI:

10. 13429/j. enki. cjer. 2018. 04. 007

BIMEE . BE L, E-mail: duangiwen@ taihehospital. com



460 I RIFST 2018 4E 4 A4S 31 %55 4 ] Chinese Journal of Clinical Research, April 2018, Vol. 31, No. 4

microvascular density.
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