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Relationship between serum testosterone level and hyperlipidemia

and risk of prostate cancer
Xiang Zhensong ,Hu Zili ,Liv Chuan ,Zhang Junyong,Lei Yusheng, Wu Hao ,Liv Nian
(Department of Urology ,the Second Affiliated Hospital of Chongqing Medical University)

[ Abstract]Objective : To explore the relationship between serum testosterone levels and hyperlipidemia and prostate cancer serum
testosterone levels,by analyzing blood lipids and related indicators in 389 cases of prostate cancer and benign prostatic hyperplasia.
Methods : Retrospective analysis was conducted in 389 cases of prostate biopsy or prostatectomy from January 2014 to March 2018.
There were 117 cases of prostate cancer and 272 cases of benign prostatic hyperplasia,including 137 cases of hyperlipidemia. The data
of age,free prostate specific antigen (fPSA) ,total prostate specific antigen (TPSA),f/PSA ,serum testosterone , prostate volume (PV),
and pathological diagnosis were collected. The study group was prostate cancer and thecontrol group was benign prostatic hyperplasia.
Results : There were significant differences in age,TPSA,f/PSA and PV between the prostate cancer group and the benign prostatic
hyperplasia group(P<0.05). There was no significant difference between fPSA and serum testosterone (P>0.05). In the low testosterone
group and high testosterone group,there was no significant difference in testosterone between the two groups(P>0.05). Among patients
with hyperlipidemia, there was a statistically significant difference in hypercholesterolemia between prostate cancer and benign
prostatic hyperplasia (P<0.05). There was no statistically significant difference between high triglyceride and low—high density
lipoprotein (P>0.05). Conclusion ; There is no clear relationship between serum testosterone levels and the risk of prostate cancer.
Hypercholesterolemia may increase the risk of prostate cancer.
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L TC R REEE, TG HIM =18, HDL: (% A 8 A



BRERKFZFR 2019 F£5 44 5% 3 3 ( Journal of Chongging Medical University 2019.Vol.44 No.3 ) — 363 —
# 5 AEIMAEM S SRI5ARRESX Z M logistic BT #T
Ei=ta1 BMH SEA Wald y* {E PIE ORTE (95%CI )
TC 0.793 0.329 5.831 0.016 2211(1.161~4.210)
TG -0.040 0213 0.036 0.850 0.961(0.633~1.458)
HDL -0.562 1.296 0.188 0.664 0.570( 0.045~7.226 )
2L B2 B0 65X 377 ng/dL - 389 il
30 i SR R S A2 (SRR <377 ng/dL) Fl 5 S

WEAEBFFE 2B | 55050 A8 22 95 IXURS: BH ff A DG
WY PR A AR e A A% (B IR 52 B 5 RS A
9o s RV Z TA] 1 DG 32 i AN, DA 1941 4%
Huggins Fl1 Hodge® QA FY 2& B HGT 21 B9 52 1
PRE T AR, I3 52 A0 91 B AU =2 1] A 56
R—H AN POTHFE RE, AHFSE AT A B
117 {5 i 510 A AT 272 451 i 5] 348 A pR 3, V0 Al
A5 B INLTE B SE B S DG R R, & BT 51
Pt 2H V240 1T SEERAE y (374.70 +175.07) ng/dL, T
G R A 2 - Y SE PR A R (387.47 £ 161.83) ng/dL,
2 HZ MR logistic [MIHSHT LR B 7R LA S2FR(E 5
A 98 9 RURS: =2 [B] To 45 11 2% 25 5% (P>0.05)
RoddamZEN BV T 18 TiwgiEEAFZE , dhay A
3 886 4 Wi Sl BiRiE: FR 3 HT 6 438 Z TR SRR
2 BYLINL T 52T K SF-5 10 50 B i RU: 22 [ A7 AE AH G
Pk 7G5 3 B I35 S i K S5 8 B XU TG
K, TEMEE FB A WA B 1 R i v S2 TR /K SF
X A5 R X B O A RS A Y e R T
) A BFFE BT T 1 559 44 583, 0 IR B i 51
g 246 6t 7K ST RURSE (— WP £ R 5 AR {)
SR AR B 2 AR i logistic [PIHERY | I Kk Bl—
YOI T 5 AP 2 2 - 8 e XU 2 A
S0 ISR B4 H I I SRR S A A DG A AR
U R X %) S 7K P AR T LA T3 BT i 471 i . A A
FE e IR R R 22 8] S2 R KSR B0 B AT, 5
FIKH L, BN SE R 7K OT- Rl 2 A7 05 T B A 1
P BRI EE IS R T A SS 5 (H RIS
2 A VY SRR P AR T AT AR AR S
SEPR Y R A A%, T it — 2 B T P R
HIBIFFE SRR 2R LV 52 -5 115 5 g & 98 XU 22 (1]
PIXR,

B WAL S KF-<346 ng/dL 13 & UK
LT ST 7K ST 2 1 o 90 e 1 o AU, BRI e

2L (B/IF>377 ng/dL) , (IREEARLL(P=0.223) FIE 52
Wi 2H (P=0.232) IfiL % SE B A5 2 21 M2 S+ 2 o it
RN, W BRI — 2D RS I SE R S 15
TSRS Z R B TE B PG R . WU Sl (dihy—
drotestosterone , DHT) J& S [ (1 i AL I 20, A BFSE A
AR EE TR ZKSF 5K DHT 7K A DA M R T e
R (I S2 WA K ) 25 11050 B g 1) 280 S8 3 E A
I3, 1M Mearini S8 A A IR S2HKPIRT 240 ng/mlL
{18 £ A7) F R AR Y 118 DX B v, A [R) RO AIFSE 5 %)
IR SR AV B P AR ) R DR 1) e SO — 3, At
AT PR, R R Y A ROk i SRR
e S N Rt 3 € e ow B 1y B o =8 2 O

A SCHR R T 11 77 S ) A AT 74 AR L 3 et
I = BR/KCPRLE m BENR B KRR, Ay
W9 R A ZR G AR b | SERRIA T T ARG
JOEL T ST [ B A SR 1 T 1 97 i 5 e i IALE 2
PIAROG DAy v JIEL [ e A1 o2 2 32 i 2 F s (1
JERREE S A9 i R R R, AR
AR SR ZE R D R8T i R URE 5 RS
PREG A (B TUR, 25 A B2 SL(P<0.05) . Rtk
BALLILTE 20 5 T 9 MR 2 [ R OC R T e 5 AT
FR IR RE A G, E— 250 18 e 4 vh & I s R 1L AiE
HE ZHR logistic (105 43-H7 Fe A v R BB 3T B (P=
0.016) 7EFT S i 5 91 B A 2 18] LA G it
X, HETEEER 5 AR Z A B e ) A F AL
AN, A BTN R 55 P R KT S R G A oA
AR, WA R AL SRR D 2
W B BTICR (AL A B, B S8 59 e fivi—
TR F Al BOERERKP TR, S MR K
AR IS AL PR ATAERE R W PR A T S
B BUHAES , WP RIS A & ORI G
o v R TR ) 352 4% 22 25 P R RE 23 5 Wl iG 2 R 98 1
DRV e 9 2= AR i R v PRLA TR 22 5 7 (single

nucleotide polymorphism , SNP) 935 4% 2% 55 25 it 4% 1L



— 364 —

BERERKZFIR 2019 £5 44 55 3 #5 ( Journal of Chongging Medical University 2019.Vol.44 No.3 )

TR KT, P R R KT R 19 35t A 48 S ]
FRESE AT 8 R A AU DRI, AR 98 A R RS2
B v L 2 AL T 5 2 8 N i 9 e s IR
W, EL IS 5 52 i 2 ) A B M 1 56 2 H AT T4
— W, HEZ I A B & A & R ML AS B A
KA — A TORIBIEIZZS L

B2 SRR KOE SRS R 2 R e RARE 2,
H AT AAS 2] — B E518 , AR R 1ML 220 5 1
B0 s 29 ARG =2 [60) TG B A R S e, L ARG S 7K -
B v PE [ T IMLE 7T B 2 B 0 w1 870 B 2 KBRS
PN PR TAE thon] 7 S i 5 B g 7 5236 1 — 4
SHEMAE

2 % X M

[1] Center MM, Jemal A,Lortet—Tieulent J,et al. International varia—
tion in prostate cancer incidence and mortality rates[J]. Eur Urol,2012,
61(6):1079-1092.

[2]  Yano M,Imamoto T,Suzuki H,et al. The clinical potential of pre—
treatment serum testosterone level to improve the efficiency of prostate
cancer screening|J]. Eur Urol,2007,51(2):375-380.

[3] Morgentaler A,Rhoden EL. Prevalence of prostate cancer among
hypogonadal men with prostate—specific antigen levels of 4.0 ng/mL or
less[J]. Urology,2006,68(6):1263-1267.

[4]  Zhang N,Zhang H,Zhang X, et al. The relationship between en—
dogenous testosterone and lipid profile in middle —aged and elderly
Chinese men[J]. Eur J Endocrinol,2014,170(4) :487-494.

[5] Zhang JQ,Geng H,Ma M, et al. Metabolic syndrome components
are associated with increased prostate cancer risk[J]. Med Sci Monit,
2015,21.2387-2396.

(6] JREAE. P EBIRIMHATSWRAS 18 : 2014 RM]. b5t A
ROTA: AL, 2014 61-83.

(7] RIS EBATE BT A Z 012y, R MG =
PRI R (2016 AEEITROI] PO M7, 2016,44(10) «
833-853.

[8] Huggins C,Hodges C. Studies on prostatic cancer. 1. The effect of

castration of estrogen and of androgen injection on serum phosphatases
in metastatic carcinoma of the prostate[J]. CA Cancer J Clin, 1972,22
(4):232-240.

[9] Roddam AW Allen NE, Appleby P, et al. Endogenous sex hormones
and prostate cancer:a collaborative analysis of 18 prospective studies
[J]. J Natl Cancer Inst,2008,100(3):170-183.

[10] Wang K,Chen X,Bird VY et al. Association between age-related
reductions in testosterone and risk of prostate cancer—An analysis of
patients”  data with prostatic diseases[J]. Int J Cancer,2017,141(9):
1783-1793.

[11]  Hui H,Odedina FT,Reams RR,et al. Racial differences in age—
related variations of testosterone levels among us males: potential impli—
cations for prostate cancer and personalized medication[J]. J Racial Ethn
Health Disparities,2015,2(1) :69-76.

[12]  Garcia-Cruz E,Huguet J,Piqueras M,et al. Low testosterone
bioavailability is related to prostate cancer diagnose in patients submit—
ted to prostate biopsy[J]. World J Urol,2012,30(3) :361-365.

[13] Xu X,Chen X,Hu H, et al. Current opinion on the role of testos—
terone in the development of prostate cancer:a dynamic model[]]. BMC
Cancer,2015,15:806.

[14] Mearini L,Zucchi A,Nunzi E, et al. Low serum testosterone levels
are predictive of prostate cancer[J]. World J Urol,2013,31(2).247-
252.

[15] Schroeder ET,Zheng L.,Ong MD,et al. Effects of androgen ther—
apy on adipose tissue and metabolism in older men[J]. J Clin Endocrinol
Metab,2004,89(10) :4863-4872.

[16] Magura L,Blanchard R,Hope B,et al. Hypercholesterolemia and
prostate cancer:a hospital-based case—control study[J]. Cancer Causes
Control,2008,19(10) : 1259-1266.

[17] Jacobskind JS,Rosinger ZJ ,Zuloaga DG. Hypothalamic—pituitary—
adrenal axis responsiveness to methamphetamine is modulated by go—
nadectomy in males[J]. Brain Res,2017,1677.74-85.

[18] Price DK,Chau CH,Till C,et al. Association of androgen metabolism
gene polymorphisms with prostate cancer risk and androgen concentra—
tions; results from the prostate cancer prevention trial[J]. Cancer,2016,

122(15) :2332-2340.
(FTAE 2 45 BRI )



