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PRI AT o SR B A7 AE AR M B FE AR A Sy o3 AR M, LL A PCOS 21 5% BRALIH] E,/T 5 E,/AND @22 5k, &R (1) 9941 ) e Afk
WA 1 22 Sk 50 R4 L%, PCOS 4 B AT B i B, VT F0 AND {8 DA B3I E,/T 1 E,/AND {5 (P <0.05) , (2)E,/THI
E,/AND 55 P4 3 W6 AR 348 B 1] £ 40 56 ¢ - PCOS 411 E,/T 15 TC #1 LDL - C % 5 A 56 ; PCOS 411 E,/AND 5 BMI 2 1F A 3¢ 5 %f 18
41 E,/T 5 TG F1 HDL - C 21EA2¢, 5 BIM T F1 TC 2/ HE, LIk P <0.05, (3)E,/T Fl E,/AND #£ K [A] BMI f1 ) 25 5 . 4
BMI <28. 0kg/m’ [}, PCOS 411y E,/T ¥4I T %t #8241 ; 24 18. Skg/m” < BMI < 24. Okg/m’ [, PCOS 41 /) E,/AND fi{ T X B4 (P <
0.05), (4)E,/T I E,/AND 7 Jig A0 o /9 22 5 1% - 2§ TG = 2. 30mmol/L i}, PCOS A1y E,/T A% T X M4 ; X f2H th TG <
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Abstract Objective To explore the correlation between aromatase activity and endocrine metabolism in polycystic ovary syndrome,
and the difference of aromatase activity among different correlation indicators. Methods Totally 757 patients in the PCOS group and 132
normal controls group met the inclusion criteria were analyzed the correlation between the E,/T, E,/AND and the endocrine metabolism
indexs. Then by using the finding correlation indexs as a grouping criterion, we compared the difference of E,/T or E,/AND between the
PCOS group and the control group. Results (1) PCOS group had higher E,,T and AND, but lower E,/T and E,/AND than the control
group(P <0.05). (2) In the PCOS group, the correlation was negative between E,/T and TC, LDL - C, and there was positive correla-
tion between E,/AND and BMI. In the control group, E,/T was positively correlated with TG and HDL - C, and negatively correlated
with BIM, T and TC(P <0.05). (3) BMI <28.0kg/m’, the E,/T of PCOS group was lower than that of the control group. 18.5kg/m’ <
BMI < 24.0kg/m*, the E,/AND of PCOS group was lower than the control group (P <0.05). (4) TG=2.30mmol/L, the E,/T of the P-
COS group was lower than that of the control group. In the control group, E,/T along with TG <2.30mmol/L was lower than that along
with TG=2.30mmol/L. When HDL — C=1. 00mmol/L, the E,/T of PCOS group was lower than that of control group. In the PCOS
group, E,/T along with LDL — C <4. 10mmol/L was lower than that along with LDL - C=4. 10mmol/L (P <0.05). Conclusion (1)
PCOS patients had lower aromatase activity than normal people, and the difference was not affected by BMI. (2) Compared with E,/
AND, there was more correlation between E,/T and lipid metabolism, and the influence of TG, HDL - C and LDL - C on aromatase activ-
ity was more obvious.
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1. WFFE N 4243 41 - 0 3% 2015 4F 3 ] ~2019 4E 12
A BB Ip T R 25 R4 [ 8 56 — B B B T2 I IR R
WHE B — Rk RGP 5 B 8 5 R & F IR E 20 ~ 40
% 312 PCOS & 1E 8 PCOS 41, 331 757 fi] ; 3F
i 1 H TR R4 % B 12 T B IR 112 21T 5 R
TR, 25 G AL B0 45 5 B 212 W ol 1E 8 1 2 AR Sl )
HRZH 33t 132 ],

2. Wit Z RO LE G2 Widn i =
2011 4F L4200 L5 AL W AT M b o™« I 206 %
S 2 BN B B R . (1) e A R gE A
(50) mHE R MG R R M, (2) @A KM K PCO,
B A& FRFRE T A D25 55 FEAT G (1) L (2) PRIUAR
YE TP AT — 00, HE B Al A 3 R 2o 2 A DG B
INIRZY

IR 5% br it 2 BRER ) 2016 4R 83T /9 € b K
LG S % B i 75 #E )7 e TC = 6. 2mmol/L, F1 (&%)
TG=2.3mmol/L, #1 (&) LDL - C=4. Immol/L, FI
(8%) HDL -C <1.0mmol/L NI B R o

3. HEBRARHE - O3 A~ H N R 35 e oy 43 4R
PRI 25 R AR 259 (G b 2 b 2y TE 2y )
QR R A S At R G5 s QHAW R R 8 5
PCOS i PR35 P 43 005 45 AiF A B ) 9 975 5 () Il 2L 39 B e
ORI B8 o

4 MEAR bR : (1) — MG AR IS W8 4F I 5
R L BMI (R /ST M
(waist — hip ratio, WHR, JlE[H /& [H ), (2) Ei%ZE 18

brZ il E A A2 S 3 ~5 ReUAHR #uB
I, 565 3 ~ 5 KRS JE R AL, 1L I5 BR A SR T8 #1250
Eo ALFE UYL ] i & (follicle stimulating hormone,
FSH) | Ifil i % 44 4= i Z (luteinizing hormone, LH) | %
#LZ (prolactin, PRL) | M — F# (estradiol, E, ) , 22 [ifl
(testosterone , T) i ig it & 7 ME M ( dehydroepiandros-
terone sulfate, DHEAS) | 7 % — i ( androstenedione,
AND) M ZE 4545 3&E H (sex hormone binding glob-
ulin, SHBG) .} % LH/FSH.E,/T .E,/AND, (3)
JE AR 6 AR : 3210 T4 A B TR IR K&, 20:00 I
JaATESER  BEE 8 ~ 12h, R4S IR ML, ML 75 AR A R
P2 % O 300 5 46 25 16 A 4 B ( fasting blood
glucose ,FBG) %5 j i & 2% (fasting insulin, FINS) | &
B [ B (total cholesterol, TC) . H jlj = Hf ( triglycerides,
TG) . &% 1§ 45 13 1B [& B& (high density lipoprotein,,
HDL - C) {68 [ 4 7 1 I [ 8 (low density lipopro-
tein, LDL - C) . #J8 & 1 A (apolipoprotein A, ApoA) |
# Is 25 A B (apolipoprotein B, ApoB) I8 H a lipopro-
tein a,LP(a) ] 15 R AR e B 28 SR 4 45 £ (HO-
MA Insulin Resistance, HOMA - IR,FBG x FINS/22.5) ,

5. GeitaAJ5 i R0 SPSS 21,0 Gt 27 B4 %) bF
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T TE S 43 A iy ) DL B (0 g 2 %) [M(QL
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FHSRAE M o DA B SZ AR LE R T Wilcoxon Bk FI
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1. PCOS 2 5 X I 2H [a] e Af 3840 3% 0y 22 St 20
PCOSZLHY E, T Fil AND & F%f i 21 , E,/T #I E,/AND
T XTI, 2R A G2 E L (P <0.05,5% 1),

#*1 PCOSASMBAEKEREINEREDN

i H POgiEEE | PCOS 4 Z P
33.36 50. 14
E, (pg/ml) ~3.399  0.001
2 bE (27.00 ~53.35) (33.87 ~68.97)
28.70 48.16
T(ng/dl) -8.111 0.000
(14.35 ~45.12) (35.99 ~64.56)
AND ( ng/ml) 2.21 3.62 7.956  0.000
N8I (1,78 ~3.08)  (2.66 ~4.50) ' :
1.41 1.04
E,/T 4.105 0.000
(0.73 ~4.27)  (0.72~1.55)
17.04 14.10
E,/AND 2.208 0.027

(10.30 ~28.52) (8.70 ~22.92)
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2. PCOS 4 5 M4 E,/T F1 E,/AND 5 N4y IEARKE X HRZL E,/T 5 TG #1 HDL - C 2 IEM X, 5
WA 48 B ) B AH G 43 B PCOS 411 E,/T 5 TC BMI.T 1 TC £HAAHKE(P <0.05,3%2),
F1 LDL - C 2 i fH3%;PCOS A1) E,/AND 5 BMI £

&2 E,/T 7 E,/AND 5 {545 8 B 18 X 1%

PCOS 4 papiicEih
5 E,/T E,/AND E,/T E,/AND
r P r P r P r P
AERY () -0.044 0.222 0.025 0.499 0.078 0.421 -0.020 0.835
WIS (%) -0.051 0.165 -0.053 0.142 -0.013 0.889 0.020 0.832
I 45 = (mmHg) -0.048 0.186 0.022 0.550 -0.047 0.627 -0.008 0.934
#F 5K HE (mmHg) -0.033 0.371 0.020 0.577 -0.066 0.493 -0.050 0. 605
BMI(kg/m?) -0.012 0.750 0.097 0.008 -0.198 0.038 -0.039 0.682
WHR -0.060 0.099 0.009 0.811 -0.040 0.682 -0.092 0.342
FSH(mIU/ml) -0.063 0.081 -0.002 0.959 -0.001 0.989 -0.036 0.320
LH(mIU/ml) -0.071 0.051 0.002 0.957 -0.052 0.590 -0.059 0.172
LH/FSH -0.032 0.373 0.011 0.756 -0.028 0.770 -0.094 0.327
T(ng/dl) -0.490 0. 000 -0.094 0.009 -0.710 0. 000 -0.015 0.886
PRL(ng/ml) 0.026 0.079 0.042 0.253 0.038 0.064 0.017 0.868
E, (pg/ml) 0.708 0.000 0.770 0.000 0.409 0.000 0.774 0.000
DHEAS( pg/dl) -0.197 0.000 -0.271 0.000 -0.154 0.108 -0.197 0.039
AND (ng/ml) -0.184 0.000 -0.518 0. 000 -0.170 0.094 ~0.544 0. 000
SHBG ( nmol/L) 0.070 0.055 0.069 0.057 0.017 0.867 0.070 0.496
FBG ( mmol/L) -0.017 0.650 -0.020 0.575 -0.062 0.520 -0.095 0.325
FINS( pIU/ml) -0.031 0.397 0.055 0.134 -0.038 0.692 0.020 0.837
HOMA - IR -0.022 0.552 0.052 0.156 -0.028 0.775 0. 000 0.997
TC( mmol/L) -0.102 0.005 -0.055 0.134 -0.431 0. 000 -0.022 0.819
TG ( mmol/L) -0.071 0.052 -0.017 0.649 0.415 0. 000 0.031 0.745
HDL - C( mmol/L) -0.023 0.531 -0.063 0.081 0.252 0. 008 0.138 0.150
LDL - C( mmol/L) -0.086 0.018 -0.018 0.624 0.072 0.458 0.015 0.877
ApoA(g/L) 0.018 0.615 -0.005 0.900 0.106 0.268 0.145 0.130
ApoB(g/L) -0.069 0.057 -0.020 0.581 0.060 0.536 -0.112 0.246
LP(a) (g/L) 0.032 0.380 0.025 0.497 0.012 0.898 -0.033 0.732

3. E,/T F1 E,/AND £ K [7] BMI 2 5| rf i 2% & XTHRAHL (P <0.05), 24 18.5kg/m” < BMI < 24. Okg/m’
.24 BMI < 28. Okg/m’ B}, PCOS 41 E,/T % T i, PCOS ZH1) E,/AND fIX T X 40 (P <0.05,58 3) .

%3 E,/TFE,/AND £7R[E BMI AR H =R H&

, E,/T E,/AND
BMI(kg/m”)
pOpiiEAi) PCOS 4 P X R 41 PCOS 4 P
<18.5 2.32(1.63 ~3.26) 0.91(0.24 ~2.28)  0.002 19.69(8.20 ~36.37) 9.78(4.29 ~18.36) 0.135
18.5<BMI<24.0 3.00(1.23 ~56.43)  0.88(0.50 ~1.44)  0.000 18.59(11.96 ~28.96) 12.66(7.96 ~21.83)  0.058
24.0<BMI<28.0 1.16(0.70 ~2.11) 0.89(0.53 ~1.36)  0.002 17.69(11.01 ~31.25) 13.76(8.55~21.39)  0.002
=28.0 1.05(0.59 ~2.49) 0.96(0.57 ~1.40)  0.133 12.27(8.05~23.33) 14.17(9.27 ~23.33)  0.506
P 0.102 0.878 0.365 0.111

4. RJE TC H B d E,/T 2% F 4k [/ TC AKFrf, 0.05) . XTI TG <2.30mmol/L B}y E,/T {%F
W4 B, /T, K& HNAE TC Ky E,/TH TG=2.30mmol/L i (P <0.05,%5) .
ERW G FE L (P>0.05,5%4), 6. AJA] HDL - C 20 %] E,/T 2% 54k . 24 HDL -

5. R TG 4 % v E,/T 22 % 1. 4 TG = C=1.00mmol/L,PCOS 4 E,/T /NF X BRAL (P <
2.30mmol/L i}, PCOS 4 1) E,/T K F X B4 (P < 0.05,%6) .

.34 .



B2 2020 4R 10 1 5549 % 45 10 1)

- e s .

%4 RE TCAFH E,/T£SH

TC( mmol/L) X AL PCOS 41 Z P
0.91 1.04
<6.20 -1.371 0.170
(0.49 ~1.87) (0.73 ~1.57)
=6.20 L4l 0.99 1.625 0.104
- (0.99 ~2.02) (0.60~1.42) ' ’
Z 0.020 -1.063
P 0.984 0.288

£5 KA TG AFHE,/T£RH

TG ( mmol/L) X HE2H PCOS 24 Z P
1.05 1.03
<2.30 -0.014 0.988
(0.61 ~1.76) (0.74 ~1.57)
3.08 1.02
=2.30 5.338 0.000
(0.95~41.81) (0.66 ~1.50)
VA 4.455 -1.236
P 0.000 0.217

%6 A~EHDL-CAJHE,/TERMH

HDL - C( mmol/L) X HE 21 PCOS 4 A P
1.00 L. 40 L.02 1.802 0.072
<lI. . .
(0.70 ~4.26) (0.66 ~1.56)
1.41 1.04
=1.00 -3.726 0.000
(0.76 ~4.23) (0.72 ~1.55)
VA -0.356 0.056
P 0.722 0.956

7. A[E LDL - C ZH5h E,/T 2% 54 : PCOS 4111y
P LDL - C <4. 10mmol/L /K FF (% E,/T KF LDL -
C=4.10mmol/L iy (P <0.05,% 7).

%7 AELDL-CHARHE,/TLERNHE

LDL - C( mmol/L) popiisEil PCOS 41 Z P
1.22 1.06
<4.10 1.356  0.175
(0.58 ~3.95) (0.76 ~1.60)
=4.10 L18 101 1.676  0.094
- (0.71 ~3.58) (0.66 ~1.43) ' ’
7 0.264 -2.285
P 0.792 0.022
5] it
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T R VAR A Dy M AR A B g, T A AE TR IR 4
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AT RERE 2 2% 1k, G W 41 21002 AROM 3% 3l 4 56 (19
FOAE DR A 8 T I A A 7 R AR T

W EE, TR 25 52 5 k7 '8 N IR | 0 SR 987 S o0
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B HUERN T WA RRE J& AND 19 5 £i5,50% 1) T
KR T A0 A Ak, 25% KR T 00 #;45% ~ 50% ()
AND SR T 50 58, 10 10% Sk I8 T 40 H 4L . 4
B, E,/AND #I L TF E,/T i 5, 5 AE 6% Uk BL BT AL
AROM 35 P, T g i J& A WF 52 I 34 B B E,/AND
SR E bR A R R . E,/TE IS
BMI TC TG \HDL - C #1 LDL — C 5 A&, AT RE7E
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U
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) & ik fdi AT PCOS Aii 5 15 AR b 09 #L i) 52 e A
SRR SO N B G A b R, IR RE B
PCOSHE A 54k PCOS & L B A o m ™ & 1 s 18
WEE AL, AT WL PCOS A& 5 gl 52w & g AR 35 /Y s 21
B .

H T, 1697 PCOS i HE DN 245 9 1) 25 4y 5 52 LA ]
AROM {36 PEAE Ry Fefil, AT DAAR Gy bt s i) 35 2% 1) b
PR B AL, R M P 38 3R KO R B e ME D R
Xt HPO Y5 IR A A M4 7 0 XN B,/ T 1 M iE
i AROM I PE B8 % 7 B 2L Al . Amato 25" B 55 %
B1,PCOS [ H T IK E,/T AL 5 i A& HEOP A ¢, i B
S K ok R AL R B — NP IR R, B R
AROM il fE 5| & 119 56 K ME B 2 A 2 J8 3 1R P9 o [m) B
FEAEAE RR AU 25 6L, 76 A VT 28 25 W B i 36 7 1 ()
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