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ABSTRACT Objective: To detect the circulating miRNA-141 expression of prostate cancer by fluorescent quantitative PCR method,
and study the effects of five ling capsules on it. Methods: 20 patients with prostate cancer who were treated in our hospital were selected
and randomly divided into group A and B with 10 cases in each group; the patients in group A were given conventional treatment, pa-
tients in the group B were given 3 tablets/time of five ling capsules on the base of conventional treatment, 2 times a day oral, treated 1
month in a row. 20 patients with prostate gland hyperplasia who were treated in our hospital during this period were selected, 20 cases in
the normal control group were the physical health person for the same period. The serum miRNA-141 expression was detected by fluo-
rescence quantitative PCR method, and TPSA content of prostate cancer treatment group (prostate specific antigen) before treatment was
also detected. Results: The serum miRNA-141 expression of prostate cancer group was (11.22+ 8.19) times of the normal control group,
which was significantly higher than the prostate gland hyperplasia group (1.65% 1.73) and normal control group (1)(P<0.05); no statisti-
cally significant difference was found between the prostate hyperplasia group and normal control group (P>0.05); the serum miRNA-141
expression of prostate cancer group was positively correlated with the TPSA level, the correlation coefficient r=0.753 (P<0.05). After
treatment, the serum miRNA-141 expression of prostate cancer group A and group B were improved, compared with group A (5.82+
4.51), the miRNA-141 expression of group B (1.93% 0.67) significantly decreased(P<0.05). Conclusion: The serum miRNA-141 expres-
sion of prostate cancer patients was significantly increased, and was positively correlated with the TPSA level, five ling capsule could sig-
nificantly reduce the miRNA-141 expression of prostate cancer patients.
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Table 1 PCR Configuration of the reaction liquid

Final
Reagent Usage amount )
concentration
SYBR Premix Ex TaqTM II 10.0 1%
PCR Forward Primer(10 pM) 0.8 0.4 pMx 1
PCR Reverse Primer(10 M) 0.8 0.4 pMx 1
ROX Reference Dye 11 (50% ) 0.4 1x
DNA template 2.0 x 2
dH20(Sterilized distilled water) 7.0
Total 20.0 x 4
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Table 2 Comparison of the serum miRNA-141 Expression level between 3

groups(xt s)

N ZVL 4 Ct
Prostate cancer group 30 11.22+ 8.19
Benign prostatic hyperplasia group 30 1.65+ 1.73¢
Normal control group 30 14

T 5RETTIRRE AL, P<0.05,
Note: Compared with the prostate cancer group, * P<<0.05.
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Fig.1 Comparison of the serum miRNA-141Expression level between 3
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Fig.2 Correlation between expression of serum miRNA-141 and TPSA

level in prostate cancer
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Table 3 Comparison of the serum miRNA-141 expression level between

group A and group B before and after treatment(xt s)

piia
Group A Before treatment 10.34+ 8.95
After treatment 5.82+ 4.51*
Group B Before treatment 12.64% 7.12
After treatment 1.93+ 0.67**

i 5iRITETIER, P<0.05;5 A A%, P<0.05,
Note: Compared with before treatment, * P <<0.05. Compared with the
group A, * P<<0.05.
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