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ABSTRACT Objective: To study the effect of androgen castration combined with docetaxel on serum levels of human kallikrein
(hk2), microribonucleic acid -221 (miR-221) and nuclear transcription factor-kB (NF-kB) in patients with advanced prostate cancer.
Methods: 80 patients with advanced prostate cancer treated in our hospital from September 2014 to January 2016 were selected as the
research objects, and were divided into control group and experimental group according to random number table method, with 40 cases in
each group. The control group was treated with androgen castration alone, while the experimental group was treated with androgen
castration combined with docetaxel. The clinical efficacy, serum prostate antigen (PSA), levels of hk2, miR-221 and NF-«B, quality of
life, adverse reactions and living conditions were compared between the two groups before and after treatment. Results: After treatment,
the total effective rate of the experimental group was significantly higher than that of the control group (P<0.05). After treatment, the
levels of serum PSA, hk2, miR-221 and NF-kB in the two groups were significantly lower than those before treatment, and the above
indexes in the experimental group were significantly lower than those in the control group (P<0.05). After treatment, the physical and
living conditions of the experimental group were higher than those of the control group (P<0.05). There was no significant difference in
family status, emotional status, relationship with doctors and prostate cancer specific quality of life score between the two groups (P>0.
05). After treatment, the physical and living conditions of the experimental group were higher than those of the control group (P<0.05).
There was no significant difference in family status, emotional status, relationship with doctors and prostate cancer specific quality of life
score between the two groups (P>0.05). There was no significant difference in one-year survival between the two groups (P>0.05). The
number of 2-year survival cases in the experimental group was more than that in the control group (P<0.05). Conclusion: Androgen
castration combined with docetaxel can reduce the levels of serum hk2, miR-221 and NF-kB, and improve the quality of life and survival

of patients.
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Table 1 Analysis of clinical efficacy of the two groups (n, %)

Groups n Complete response Some relief Stable Progress Total effective rate
Control group 40 0(0.00) 13(32.50) 15(37.50) 12(30.00) 28(70.00)
Experimental group 40 0(0.00) 23(57.50) 13(32.50) 4(10.00) 36(90.00 )

Note: VS control group, * P<0.05.
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® 2 WA PSA 57 (x5, 47)
Table 2 Analysis of serum PSA of the two groups (x=s, points)

Groups n Time PSA(ngg/mL)
Before treatment 56.02+£6.94
Control group 40
After treatment 14.23+2.014
Before treatment 54.98+7.83
Experimental group 40

After treatment

10.75+1.424*

Note: VS control group, * P<0.05; VS before treatment,*P<0.05.

3 WAME hk2 .miR-221 & NF-kB K EHHT (x5 )
Table 3 Analysis of Serum HK2, miR-221 and NF- B levels of the two groups (x+s)

Groups n Time hk2(ng/L) miR-221 NF-«kB(pg/L)
Before treatment 79.04+8.51 0.59+0.06 18.03+2.27
Control group 40
After treatment 35.08+4.264 0.35+0.044 12.94+1.394
Before treatment 77.93+9.04 0.57+0.08 17.65+2.53
Experimental group 40
After treatment 27.17+3.034 0.29+0.034 10.28+1.024¢
Note: VS control group, * P<0.05; VS before treatment,*P<0.05.
* 4 BAEFEREES D (0ss,53)
Table 4 Analysis of quality of Life score of the two groups (xs )
o . . . Prostate cancer
) i Living Family Relationship )
Groups n Time Body condition . o Case status . o is specific for
conditions situation with physician ) )
quality of life
Before treatment 10.85+1.26 7.19+0.89 12.33+1.25 6.49+0.75 6.78+0.84 67.88+7.42
Control group 40
After treatment 16.02+2.57* 13.27+1.424 12.41+1.16 6.60+0.72 6.83+0.80 68.39+8.05
Before treatment 10.36+1.24 7.24+0.81 12.06+1.42 6.360.81 6.57+0.87 66.94+8.92
Experimental group 40
After treatment 19.75£2.894  15.93+£2.254 12.55+1.13 6.51+0.84 6.71+0.74 68.01+7.95

Note: VS control group, * P<0.05; VS before treatment,*P<0.05.
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