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Abstract Objective: To investigate the expression of cellular senescence inhibited gene (CSIG), silent mat-
ing-type information regulation 2 homolog 1 (SIRT1), CYR61 and interleukin-8 (11.-8) in BPH tissue specimens,
and to analyze the correlation between these biomarkers and the clinical progression of BPH. Methods: All tissue
specimens from 96 BPH cases who underwent transurethral resection of the prostate (TURP) were processed,
and the prostate tissues of 20 patients without lower urinary tract symptoms and undergoing radical bladder sur-
gery were collected as the control group. Patient age. prostate volume, serum prostate specific antigen (PSA) lev-
el, international prostate symptom score (IPSS), body mass index (BMI), glucose (GLU), triglyceride (TG),
total cholesterol (TC), high-density lipoprotein (HDL), low-density lipoprotein (LDL) of BPH cases were col-
lected before surgery. The expressions of CSIG, SIRT1, CYR61 and 1L.-8 were examined by Western-blot and im-
munohistochemistry (IHC) in BPH specimens, and possible association between these biomarkers and the data of
BPH was also analyzed. Results: Compared with control group, the expressions of CSIG, SIRT1, CYR61 and 1L~
8 were significantly higher in BPH clinical progression group (P<C0.05). THC results indicated that the positive
rates of CSIG, SIRT1, CYR61 and I1.-8 were 58.3% (56/96), 41.7% (40/96), 75.0% (72/96) and 52.1%
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(50/96) , respectively. The expressions of both CSIG and CYR61 were positively correlated with patient age,

prostate volume, serum PSA level and TG (P<C0. 05). Furthermore, SIRT1 expression was positively related to

age and BMI (P<C0. 05), and 11.-8 expression was positively related to patient age, prostate volume, serum PSA
level (P<C0.05). Conclusion: The higher expressions of CSIG, SIRT1, CYR61 and I1.-8 are related to the risk

factors of BPH clinical progression, and CSIG plays the most significant role in promoting BPH clinical

progression.
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