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BEE o RS ERROY R, BT FHREAEKRFEIRARBERRGRR., FE EABZ2ERIREY
ERE FRRESHBAIN B RSHA), RBELERTHASA LI A TA(n=30) . AIAEH(n=33) =%
FHEM(n=28), IR AR A RHREHEFT BHBHEHINRBA, NERFHMNZ o FLEERMHFHEM. LA
FARER, B BE R K E RSO RERRE . B EEREOREE . RE S a s a2 Mk S E,
DASEAPER S ERRBH BEMNERAIRAE —FTHEEE. R BosabdBaks, oFfiEg
BAREEREO REO SRS E . Sl AABA RS ERREBRAADRAE —FEREEIF
¥H(P<0.05), F S EABEQIRERR . HFHEMIFEIK(P<0.001); HEERECHES M5B £
FAIEEH(P<0.001); AAMKAKR —FREEAECHKSEAHG TATBA(P<0.001), ¥ RmTHMKTHILA
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FOaEZRFEMX(r AHKRTO0.5 P<0.00l), 2518 FHACKHEEZLFHBERKFTHR, HHEHRE
el ACE N IR N R S o SRR ) R GRS LR
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[ ABSTRACT)] Aim To study the relationship between serum androgen and atherosclerosis in males. Methods 134

male patients in hospital were divided into four groups according to the result of coronary arteriography: single vessel disease group
(n=30), double vessel disease group ( n= 33), triple vessel disease group ( n= 28), and the control group ( n= 43).  Serum
total testosterone(TT), free testosterone ( FT), dehydroepiandrosterone ( DHEA), serum total cholesterol (TC), triglycerides
(TG), low density lipoprotein cholesterol ( LDLC), high density lipoprotein cholesterol (HDLC), lipoprotein a ( Lpa), fasting
blood glucose (FBG) , fasting insulin ( FIN) level, homeostasis modle assessment msulin resistance (HOMA-IR) and intima media
thickness (IMT) of the carotid wall were detected in all patients.
tery disease (CAD) group had significantly decrease in serum FT, HDLC ( P< 0.001) and significantly increase in serum TC,
LDLC, Lpa, FIN, HOMA-IR, FBG and IMT ( P< 0.05).
0.001) ; IMT was lower in control group than in each CAD subgroups ( P< 0. 001) .

were significantly differences between control group and CAD subgroups ( P < 0. 001) .

Results Compared with the control group, the coronary ar-

Serum FT was higher in control group than in CAD group ( P<
As for serum FIN and HOMA-IR, there
Serum FBG was significantly lower in
control group than in triple vessel disease group ( P< 0.01). In Pearson relative analysis, IMT had obvious negative correlation
with serum FT', HDLC (r< — 0.5, P< 0.001), while positive correlation with serum FIN, LDLC, and Lpa (r> 0.5, P<
0.001) .

with CAD was obviously lower than that with normal coronary artery.  FT may play roles in the formation of the coronary athero-

Conclusion The IMT in patients with CAD was thicker than that in control group. The serum FT level in men

sclerosis in males by influenceing the blood lipoprotein, blood glucose and the resistance of the insulin.
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R 7735, D et R 2 ik i 5 512 1 e /0 s B8 3 A
e R 2 ki 5 1R 5 55 M N BE IV A 52 ) total tes
tosterone, TT) « 7 2 22 Jifi ( free testosterone, FT) . 245
R MR ( dehydroepiandrosterone, DHEA) 7K~ & £ 5/ ik
PR —+p 5 )5 B (intima-media thickness, IMT) , 3
FIEE RS As fER 2 a0 Mg | % ( blood glucose,
BG) - 7 8 iR % K (fasting insulin, FIN) 7K P48 R,
PURNR DT MLFE MR 5 B 1 As INZERR R .

1 XMR57F*
1.1 IsERER

W K 2004 5 4 A~ 2005 4 7 A ERAER
LR RN =R AU ANY oF @ik L AR ) &
BHEMREA 1346, GRS HATES LHAES
TRAABFEELRY . TR/ ETLERFRLE
HITSRBAEEE T RBORATE . FTERAL
He AT R % B T e 2 8 R B A i R R4t
WERE. RETSRAREZERS A RH: XK
ANTRAREREEH, 43 6], F# 60.5X11.3
% BOHA N TR OEEH, 91 B, £ 61.3%
1042, AURAXRELERETERLEL; A
BXREEGBOR) AR EEBB A =ZLRE
H(28%) . WORABRT AR ER S B MLES
TrEEN HEERAEFTHMEED.

&1 BENIGKERIELR

o H R 2 PRSTR AR BSORARAE =3O
FE (%) 60.5F11.32  60.9%10.87 61.6%12.0 62.1%11.5
WA s () 11(25.6%)  9(30.3%)  10(30.3%)  9(32.1%)
Je L R () 0 5(16.7%)  7(21.2%)  8(28.6%)
RMER (F1) 17 (39.5%)  15(50.0%) 18 (54.5%) 17 (60.7%)
WE SR (18) 8 (18.6%) 6 (20.0%) 8 (24.2%) 8 (28.6%)
RS (F1)  12(27.9%) 16 (53.3%)  25(75.8%) 25 (89.3%)
JIEJHE (1) 13(30.2%)  8(26.7%)  9(27.3%)  8(28.6%)
As FKESE (Bl)  3(7.0%) 2(6.7%) 3(9.1%) 2(7.1%)

1.2 iREARE

FramATESH 1 R, EREHEE24h, =K
12 h J&, T R4 B # Bk i 7 mL, 3 600 r/min /&
10 min, W& EIER, 2 X THARRAXE, — @ L BI(20
min W, DL 1% fE & & 4 ZCAAL) TR A B
& B 2 & B (high density lipoprotein cholesterol,
HDLC) (K % & g Z & FE & B2 (low density lipoprotein
cholesterol, LDLC) + & A8 [ % ( total cholesterol, TC) « H
= B ( triglyceride, TG)+ fig & & a( lipoprotein a,

Lpa) « = F& i #% ( fasting blood glucose, FBG) K % f§ Jif
£ % (fasting insulin, FIN) , A& S AT 6 8 5 £ K
148 % ( homeostasis modle assessment insulin resistance,
HOMAIR) ( IR= EE M ¥ B & F x & 1 4/
2.5, A, LBE- OCAAERERFMNL £
B \FT.DHEA, | % (X & % £ ¥ A% Fr B 31 6 e U2 R
PR\ 2] 48 it o SN-682 & v i+ 3 &, B AR AW B
F| B BiosourceEuropeSA ( FT) #2 2+ = OrionCorporation
( K £ fr DHEA) .
1.3 MEkAIR —PIEE RN E

Jiz % [ & % /) F SONOS-7500 AL % € % & #
BESHO, ATAELERENERLMER 7.5
5.0 MHz, 134 flAt XX & T # 5 3 K WATH 30 ik
BERE. BWEML, & FE 5 ik T 3 bk a- X
A0V E A B iR U B0 Bk, o AR\ W R & RO e 4
&, AR E W O R B AR HTHANLE, TOow
B R B TR S E o B e e 38 B - AT 1 em A&
RN kR 1 em & 3k B BB IMT, 5
PLBCM IMT B9 5 A 18 18 4 F 40 3 3l Bk o 4 B A ™
ERE WA,
L4 GeitF4eiE

X R SPSSI10. 0 R @R T F A E, TR 4
Mo ts RR. FAHH B A ML 1
B, AN HEUBRRXRATEZLH. BXEE5EXE
WX RN % TRMEMEX .

2 &R
2.1 RE SR MBS . MyE. E S =, Mg

HEMAE —FREELR

76 0o 2L M3 TCLLDLC. JE & H a-FIN.HOMA-
IR \FBG [ IMT ¥j& F X4 (P< 0.05), Ik
HDLC.FT - F 5§ 40 ( P< 0. 001), 7] TG.DHEA F1
MEfHAER TR EE(P> 0.05,FK2) .
2.2 AR ETESRAEMASEEER

M A WP 2 G 2K 1 a  LDL ¥ 5 2 5 1 X 1R
Y (P< 0.05 F10.001); TC 7 76 O 5 P 3¢ e = 300
A B E T4 (P < 0.05); 1 HDL 7£ 7 0 i
BWHBEZMRT X BEA(P< 0.05); TG Lo &
A 2H A HE 2 ) 22 S e B (P> 0.05, K 3) .
23 BbRELESXREMBFHERR. KM
B SERESRRNE —FEEELER

7ok 095 2% V.40 1L 75 FIN HOMA-IR J¢ IMT 3%
S R4 B (P< 0.05 57 0.01), FT B0t R 41 &
EFFE(P< 0.01); FIN JIMT 7£ P 3 % = 3 I8 9
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0.01) ; HOMA-TR = > Ifil % Jpq A% 20 L B 5 I 58 A2
HEFEWE(P< 0.05); FBGC = WA HEZE =

MR —FEEELER

R EEE

HOFA(n= 91)

Xt HRAL(n= 43)

FXRA(P< 0.01) . WK 4, TT (Mg/L) 5.03%0.58 5.13%0.44
2.4 ImEpkARRE —FIREESHEHEFENZ T FT (ng/L) 10.90£1.75" 21.2942. 35
LR X S DHEA (Lg/L) 8.61%1. 14 8.77£0. 74
LIMT NI R, RERRANETETZHE IMT (mm) 1.34 0. 20" 0.89 0. 12
[ 40 230 #r, Ge it $d N R = 0. 741, F= 35.23, P FIN (/L) 13.69 1. 99" 11.81 2. 07
=0.001; BIHAFFEN Y= 2. 226— 0. 061FT+ 0.019 HOMA-IR 3.46£0.91" 2.78£0.76
HOMA-IR- 0. 13HDL+ 0. 068LDL+ 0. 008 Lpa. FBG (mmo/L) 5. 61 £0. 86 5.23%0.65
2.5 BXRKEMIEPRAY Pearson HHX 47 TE e T 5.43 40, 93" 4.89 %0, 80
KA FEHRAT Pearson AHIC 43 HT R B, MT 5 IfiL TG (mmo/L) 1.73£0.34 1.69 0. 30
75 FIN\HOMA-IR.\LDLC. JE 25 H a 2 & IEAH K (r HDLC (mmo/L) 1.01 %0, 12" 1. 14%0. 15
¥KTF 0.5, P<0.01), 51MiE FT.HDLC &£ & 2 % LDLC (mmo/L) 3.84 10, 78" 2.98 0. 66
FF(r B/NF- 0.5, P< 0.001); Hefabr 2 184 Lpa (mg/L) 123.5425. 7> 104.9%17.7
KMEAHE(ES) . ay P< 0.05,b )9 P< 0.01, 5% 2L L4z
%3 RS TA S REMEIEE AL (« £5, mmo/L)
9 4 n TC TG LDL HDL Lpa
xf REZH 43 4.8910.8 11. 69 %0. 30 2.98 %0. 66 1. 14 £0. 15 104.8%17.7
BB AR UL 30 5.18 F0. 64 1. 65 £0. 37 3.70 %0. 69" 1.06 0. 13 117.7 £26. 8°
P9 S AR 4L 33 5. 56 £0. 95 1.77 %0. 38 3,810, 83" 1.01 0. 11* 123.6£25. 8°
=R 28 5.55+1.12¢ 1.75%0. 32 4.01 *o0. 80 0.96 0. 11° 129.5123. 8"
aN P<0.05b A P<0.001, 5t TRAMLL.
F4 BORELAESHRANEREZR. FEEM.NE —FEEESFHERILER
g 4l n TT (Ug/L) FT (ng/L) DHEA (Hg/L) IMT (mm) FIN (/L) HOMA-IR FBG (mmo/L)
it R 41 43 5.13%0.44  21.29%2.35  8.77+0.74 0.80+0.12  11.81%2.07 2.78%0.76 5.23 £0. 65
BXRAEH 30 5.0610.60 19.52t1.89"  8.67%1.13 1.24%0.17>  12.87%2.31*  3.23%0.90" 5.55 %0. 85
PmRAEE 33 5.08F10.59  18.65*1.71"  8.66F1.19  1.3520.20™ 13.55%1.83™  3.38%0.86° 5.54%0. 80
ZWHAE S 28 4.9310.57  18.64F1.53>  8.48F1.11  1.43%0.19"  14.75%1.24™  3.82%0.90¢  5.77%0.93"
a A P<0.05b4 P<0.01, 5XTHEZALL; ¢y P< 0.05,d N P< 0.01, 5ESHRALL.
x5, BRI EMFEHFR Pearson X DGR
iR RN FIN HOMA-IR LDL Lpa HDL FT
IMT r=0.612 r=0.854 r=0.734 r= 0.646 r= - 0.604 r= - 0.756
P=0.001 P=0.0001 P=0.001 P=0.001 P=0.001 P=0.001
T r= - 0.254 r= - 0.264 r= - 0.359 r= - 0.355 r=0.281
P=0.05 P=0.05 P=0.04 P=0.01 P=0.01
FT r= - 0.459 r= - 0.754 r= - 0.624 r= - 0.556 r=0.581
P=0.01 P=0.001 P= 0.002 P=0.004 P=0.003
DHEA r= - 0.403 r= - 0.554 r= - 0.501 r= - 0.524 r=0.281
P=0.03 P=0.006 P=0.01 P=0.01 P=0.01
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English 251" F ™4 (955 191 56F JEI 52 788 00998 A F)
SRR, KILEF KT EER TR, A5
R IR 3 ik 3 5% 11 45 SR 43 e Do 4L 5 0 R A
[EJII 5 7 3 S 2 B FT DHEA . 5 & 3, FT
TR 05 41 B A T X6 BR2L, (EL 7S O 75 45 . 4H 2 (1]
ERTEEN, RS AT AEARER/NERRH
R Bk N BEER AR 2 5%

e /Lo 5 JE R I A5 A8 PR AE DG 1 AR B R &=
FLUESE, IMT 8% 35 B O P2 437 9 VP e o0 0
faE RN —MERAERG R IEY . ARt
R, b0 4 IMT B & T 5 B ZH (1. 34 £0. 20
mm Lt 0. 89 £0. 12 mm, P= 0. 001) . H#iH K& 0
5 B B 5 ik IMT 5% 2 ORI 90 14 R 0L 4R E
AHFFER I, AN R ek O S8 I R R IEH &
7B FT 58k IMT # 28 E A% (r= - 0. 756,
P=0.001), LA IMT i K 24F &, #F47 2 K % [\l 3 43
#r, MLIE FT X330 K IMT A #0861 1EH .

Tl Y 2% ek s e L A R e 55 42 B0 Rk SR R A
K.« Kabakei 25" #1827 337 151 55 1 e R B Bk 12 5 AR
Ja BB, Hodr 213 9t 0 o, 124 191 1 X HE, TC.
LDLC 5 FI 2 IE#H 3%, HDLC 5 & %8 i & 51 H 5%,
KL BT R B KR FERE AL 4L FT 5 HDLC
JKF B BAR T X B4, 1 TC A1 TG LDLC M AR %5 &
Jig 25 4 fIH [ B% ( very LDLC, VLDLC) 7K °F- I & 2% & T
Xt RE 2 T v 75 99 5] 2H 3 A2 X RE 4, FT 435 HDLC
BIEMX, 5 LDLC.TG &M M FIH, T 5
TC 2HAMK. AHFFRMIER T LREE 8, FT 5 LD-
LCJEHEH a 2R AL (r= - 0. 624, r= - 0.
556, P< 0.01), 5 HDLC 2 I1EF(r= 0.581, P= 0.
003) . [EIAHT R, & 285 LDLC. l§ & H a.
HDLC 39 A 55, AW 7iE KB DHEA 5 LD-
LCJREH a 255 AR (r= - 0.501; r= - 0.
524, P= 0.01) . iy A B KSF U REBLER, FE 01
& FT AR T e . AT Re2: 38 Ak
A5 25 A R W B8 ( lipoprotein lipase, LPL) 1 His Ay (1)
P, LPL 7] 5 2L BE Aok &% VLDL #H B /E H, 1 TG
KA, FERETRCE B AR TR A4 TG A2l f k) A, 7]
I} 96 R HDL A4 B J50R) - @2 = 3R IR I 31
(3 e, (2 Ui 25 0 7 R i N — R BRI BA LAk, A
[ B b

JoR B 2 AR R — P A KRR T g 91 KB ik I
B ST LA B 7 1 R 3G B, R E KT A R

o AWFFRIL, ko 4L IBE i 5 & K P K HO-
MA-TR &35 /5 T % HEZH, g &% 227K 7 XX HOMA-1R £
WIRE N =Y RN EZE S T R 3ORA Y, Mk
SR IMT 5 FIN & HOMA-IR 5 5.2 [FAHKE, i
BR3P 3 Pk 6 A R A, BB S AR B S =B, L
Sk AL R FE B VI OC . ST AR v 20~

60(37.2 £10. 7) H 19 1 292 N HIFRAT I F A &
B, SEERKFBES T R B, B R KF SRR 2
B Al . A" Xt 68 i 45~ 70 % Bk 2 A
B PR s A5 I 2 R A b R R B KT ok e — 4
AFERRR(T— R ) K, 2 2 RS RN
B BT R PRI, ¥ AR R G, R AL
TR AT b R B (RS ) SRV BT
B FRATHIBFETE KB, A8 220 5 1R 5 & 2 59 10 A
F(r= - 0.254, P= 0.05), Ifi FT.DHEA 55 &7
MR & (r= - 0.459, P= 0.01; r= — 0. 403,
P=0.03)

HMEBEXT As BIPEF 190 5 4%, BRadid s mifig i
FEACH S RALPUAh, W@ Bt M AT IR R G M
/MR B RE, U P9 R 40 0 I8 P 8 L4 A B A%
—E R, M 5K 7, T1 58 RE A TR TR DA R
FOZAREE R Ih BB ASR O I RS,
M As FIRAESRE. #t— SN RIEBES S
M As M6 R BOR ML, A BT 58 i M B R e R
S5 As ITEF o ARAS BEAUR B 708 N 55 4 As
B TR SR AL HT I T v
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