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ABSTRACT Objective: To investigate the expression ofAKRIC1 (aldo-keto reductase family 1 member C1) in gastric carcinoma
and discuss its role in gastric carcinogenesis and development. Methods: Gastric cancer tissue microarray and immunohistochemical
method were used to detect the expression of AKR1C1 in gastric carcinoma tissue microarray of 60 patients. Use the method of real-time
fluorescence quantitative PCR and protein western blot to detect the expression of AKRIC1 in gastric cancer cell lines SGC-7901.
Transfect gene silencing AKR1C1 short hairpin RNA plasmid and empty plasmid in gastric cancer cell lines SGC-7901 and use the
method of MTT colorimetric assay to detect cell proliferation. Results: Tissue microarray and immunohistochemical method showed that
the expression of AKRIC1 in the cancer tissue was higher than that in normal tissue. High expression of AKR1C1 in gastric cancer cell
lines SGC-7901 was detected by the method of real-time fluorescence quantitative PCR and protein western blot. The method of MTT
colorimetric assay found that cell proliferation was significantly inhibited in gene silencing AKRI1CI1 short hairpin RNA plasmid
transfection group, compared with empty plasmid and blank group. And the difference has statistical significance(P< 0.05).Conclusions:
AKRICI has relationship with proliferation of cancer cell. The reason may be that AKRICI is directly or indirectly involved in the
growth cycle of cancer cell.Provide new research ideas and directions for gastric cancer proliferation occurs.
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Table 1 Comparison of the expression of AKR1C1 in gastric carcinoma with different pathological grades

AKRICI expression level

Group Case
- + ++ +4++
peri-tumorous normal tissues 60 5 51 4 0
Highly differentiated group 21 0 12 1
Moderately differentiated group 19 0 2 13 4
Poorly differentiated group 20 0 0 8 12
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1 AKRICl ERFEHEEAR B RALPHFRIE (SP* 400)
AEEBEHAB /ML CHhak DESK
Fig. 1 The expression of AKRIC]1 in peri-tumorous normal tissues and
gastric carcinoma (SPx 400)
A. peri-tumorous normal tissues B. well differentiated C. moderately
differentiated D. poorly differentiated
In peri-tumorous normal tissues, the amount of AKR1C is small, while it
is larger in the cancer tissues. with the degree of differentiation reducing ,
the expression of AKR1C1 increases
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Fig. 2 The transfection efficiency of verification A The effect of
transfection empty a. transfection empty plasmid(x* 100) b. transfection
shRNA plasmid(* 100 ) B Transfection efficiency 1. Blank 2.empty
plasmid 3. shRNA plasmid c. relative mRNA expression of AKRIC1 gene
(%)*P<0.05 d. expression of AKR1C1 protein and B -tubulin detected by
western blot. Transfection shRNA plasmid protein expression was
significantly lower than other group
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