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20 (134 1)) FAER BRI (71 5) Wi, J5 X GE Tt RO RIE R AT 25 ek ROAR DGR A0 . R (1) BRIB B R AR R IR B PCOS J & —
PR R R AE S 2B ARG AR LB IR T 20 (B 1 AMH (B B L (WHR)  HUCR IR BR 85 P14k (TCAB) {3 = TARRIMB T4 (P <
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Differences and Correlation Analysis between AMH Level and Clinical Indexes of Different Syndrome Types of Polycystic Ovary Syndrome.
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Abstract Objective By comparing the correlation of the general clinical characteristics, biochemical indexes and anti — mullerian
hormone ( AMH) of polycystic ovary syndrome( PCOS) of phlegm dampness and non phlegm dampness, we explored the correlation between
typical clinical characteristics and indicators to provide the basis for individualized treatment of the disease. Methods From November
2017 to August 2018, the data about clinical characteristics and biochemical indexes of gynecological outpatient patients with PCOS from
Clinical Research Information Integration System of First Affiliated Hospital, Heilongjiang University of Chinese Medicine were analyzed
retrospectively. All the patients were divided into two groups according to the diagnostic criteria of PCOS with syndrome of phlegm damp-
ness. Among 205 cases of PCOS, 134 cases were PCOS with syndrome of phlegm dampness, and 71 cases were non phlegm dampness.
Then, the differences and correlation of statistical data between the two groups are analyzed. Results (1) Differences of PCOS of phlegm
dampness and non phlegm dampness: the AMH, WHR and TGAB of phlegm dampness group are higher than those of non phlegm damp-
ness group (P <0.05). Systolic blood pressure, diastolic blood pressure, body weight, body mass index ( BMI), waist circumference,

hip circumference, fasting blood glucose (FPG) , fasting serum insulin value ( FINS) , insulin resistance index (IR), triglyceride (TG) ,
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apolipoprotein A (APOA) , apolipoprotein B (APOB) , serum free triiodothyronine ( FT, ), serum free thyroxine (FT,) of phlegm damp-
ness group are higher than those of non phlegm dampness group (P <0.01). Menarche age, follicle stimulating hormone (FSH), LH/
FSH, androstenedione ( AND) and thyroid stimulating hormone ( TSH) of phlegm dampness group are lower than those of non phlegm
dampness group (P <0.05). Sex hormone binding protein (SHBG) , total cholesterol ( TC) , low density lipoprotein ( LDL) and lipopro-
tein (a) of phlegm dampness group are lower than those of non phlegm dampness group (P <0.01). (2) Correlation of clinical character-
istics and biochemical indexes of PCOS of phlegm dampness and non phlegm dampness: The AMH of PCOS of phlegm dampness is posi-
tively correlated with menarche age, BMI, LH, LH/FSH, T, AND, FPG, FINS, LDL and IR (P <0.05). The AMH of PCOS of non
phlegm dampness is positively correlated with LH, LH/FSH, T, AND, SHBG, IR and FT, (P <0.05) and it is negatively correlated with
FSH (P <0.05). Conclusion There are significant differences in AMH level, sex hormones and glycolipid metabolism between phlegm
dampness and non phlegm dampness of PCOS patients. There are different correlations of the AMH level with other biochemical indexes

between the two groups, especially in the aspects of menarche age, BMI, FPG, FINS, LDL, SHBG, FT,, ,and FSH. And there are posi-

tive correlations of the AMH level with LH, LH/FSH, T, AND and IR.
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ACER) JCHEDE ; @I AR A 3 2% i iE A (=) 2B e
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&1 &K (anti — Miillerian hormone levels, AMH) . &%
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free triiodothyronine, FT, ) | Ifil & 17 &5 FF R I & (serum
free thyroxine,FT,) fig IR Jli 93 2% B8 G R (thyroid
stimulating hormone releasing hormone, TSH ) | H R I
i %8 1L W) B P 4K (thyroid peroxidase antibody, TPO-
Ab) . B R IR Bk & B i 4K (thyroglobulin  antibody,
TGAb) o DL EALSS 8 b b 8 g Vb B2 2 K27 [ I 56
— BB A BRI AE , AMH 2R J] ELISA 32, H 223
0~30 %4 2.50 ~6.30ng/ml;31 ~35 % 4 1.88 ~
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PRL .E, .P.T DHEAS HDL TPOAB Jy ifi /) % { L
B, EFIEGIEE (P >0.05),
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FSH 2 A& (P <0.05) 5 54 I ) ¥ 45 0% e 48
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J§# 1 (a) . FT, \TSH , TPOAB , TGAB J¢ A ek (P >
0.05),
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WRE B AEREAERK S THEEER, HAKFE
e {1 5 B 9 /N S O ) B H S IR A G TR A
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) AMH {E ¥ 5 T 1E % {8 (0 ~ 30 2 IE% Z % HH
2.50 ~6.30ng/ml) , X 5 H AT £ AMH % F PCOS
BT 45 AR — 30 o IF HLB I R A AR B R LA
BRI AMH ZKOF 3 Uk B R 8 8 PCOS J8 5 11 51 I
B2 (45 T S R /0 5 IR A X S AR vk
FE Y PCOS (9 1 IK R O RS B B A AR 1 %
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1 WHE MK IERSFER ELIEIRE LR

WLEEF8 i PR (n =134) JRBA(n=71) t P
AMH (ng/ml) 10.94 +4.82 9.51 £4.03 2.093 0.038
AR () 25.18 £5.72 24.71 +5.24 0.976 0.329
WIS (%) 13.51 £1.78 13.16 +154.00 2.964 0.003
i 4 i (mm/Hg) 114.33 £12.79 109.87 £11.41 4.471 0. 000
&8 JE (mm/Hg) 79.78 +10.95 75.30 +8.90 5.451 0. 000
B (em) 124.99 +194.54 102.15 £77.99 1.916 0.056
1A (kg) 73.47 £15.78 63.73 £12.11 8.655 0. 000
BMI(kg/m?) 27.59 £5.36 24.52+9.90 4.760 0. 000
B Fl ( cm ) 93.15 +13.73 84.45 £11.52 8.428 0. 000
B (cm) 104.41 +9.96 97.48 +8.47 9.198 0. 000
WHR 0.91 £0.87 0.87 £0.07 1.967 0.050
FSH(mlIU/ml) 4.99 £1.70 5.31£1.68 -2.315 0.021
LH(mIU/ml) 7.91 £5.58 9.93 £19.08 -1.730 0.084
LH/FSH 1.44 +1.01 2.03 £2.95 -1.638 0.004
PRL( ng/ml) 52.95 +93.97 61.95 +129.17 -0.936 0.350
E, (pg/ml) 64.09 +53.27 60.43 +52.59 0.836 0.403
P(ng/ml) 1.39 £3.69 0.93 £2.60 1.718 0.086
T(ng/dl) 37.46 £27.29 37.19 £25.08 0.126 0.900
DHEAS( pg/dl) 263.75 +155.55 265.46 £121.76 -0.140 0.889
AND (ng/dl) 3.46 £1.30 4.08 +£3.93 -2.337 0.020
SHBG ( nmol/L) 24.33 +18.69 34.54 +28.88 -4.814 0. 000
FPG ( mmol/L) 5.29 £0.67 4.81+0.57 5.127 0. 000
FINS( wIU/ml) 18.21 +11.84 10.32 +10.04 9.264 0. 000
IR 4.43 £2.93 2.32£2.71 8.798 0. 000
TG ( mmol/L) 23.40 +47.01 1.30 £0.94 7.622 0. 000
TC( mmol/L) 3.83 £1.59 4.51+0.81 —6.244 0. 000
HDL( mmol/L) 1.98 £1.41 4.41 £35.96 -1.121 0.263
LDL( mmol/L) 2.45 +0.94 2.79 £0.72 -4.727 0. 000
APOA(g/L) 1.6320.71 1.31 £0.20 7.236 0. 000
APOB(g/L) 0.97 £0.25 0.85 £0.20 5.941 0. 000
JE# 4 (a) (mg/L) 122.44 +185.63 193.45 £245.58 -3.794 0. 000
FT; (pg/ml) 39.58 £109.73 4.70 +22.84 5.150 0.000
FT, (ng/dl) 1.51 £0.92 1.06 £0.15 8. 064 0.000
TSH( pIU/ml) 1.96 £1.13 2.27 £1.40 -2.897 0.004
TPOAB(IU/ml) 42.80 +169.24 23.01 +120.04 1.559 0.120
TGAB(IU/ml) 38.73 +113.04 20.91 +78. 64 2.116 0.035

fie o HoA T 22 1 /0N 52 01 1 50 8 A 6 B = ) AMH K

2. FEIR I K AR I A PCOS Iifs PR 45 b5 1] 22 Sk -
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TR K, X AT BB R T 08 T = AR ZE i A BEL T
FHONEE BIRE, RERE S, LR B
— MBIl R R AE H % B R E B HL A T s i BMI AN
WHR {f, 5 £ 19 77 76 I B0 AE B AR L 42 . W1 (07
[REAB) 38, Mg B A, B g e, u=E 2 P
AT (EEFEELRFE I LR Z W, AR, Y
M Z N, AR, RS, 5 RKE

_H

KWL T as A ) SR A %, 0 T LRK: , DUDT A4 I ¥, 8¢
FTroE NIRRT, W& T AR M. 8 ik S 260
) HEUE 6 A5 2 — , 58 1 7 ) BB S A R BE 5 =5 1) BMI
A1 WHR AH, 1fii H % 18 Y 1 58 & A A X e =
AMH {8 ,3% & BMI 1 WHR 5 AMH 22 [&] it Bk 2 2 fit
TR e AR R A T T, A F 5T R B
MR AR 2 5 R P R L A A BIK i FSH LH/
FSH AND .SHBG {B ,{H 2% A & P 41 19 DHEAS
IKFAFEZE S

hESA N B HEATE L R TR RZA, A M
AU S TATIE K B TR RZA, EAMRMAERK
REMAET . PI#H M B A B AR SE, R A
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R2 EEE PCOS £3# AMH Kk FESIEK
ZIEtREHEXES

PRim A AMH JE R B A AMH

pUR - iR . » . »
EWR () -0.187 0.109 -0.077 0.513
WIREAE IS (%) 0.345 0.003 0.068 0.565
Wi 45 FE (mmHg) 0.175 0.218 0.166 0.235
£ 3K % (mmHg) -0.123 0.263 -0.227 0.053
B (em) 0.056 0.636 0.056 0.636
A (kg) -0.218 0.060 -0.153 0.192
BMI( kg/m?) 0.264 0.036 0.222 0.056
% il (cm) 0.188 0.111 0.220 0.061
R (em) 0.229 0.052 0.174 0.142
WHR 0.206 0.080 0.206 0.080
FSH(mIU/ml) -0.086 0.474 -0.278 0.019
LH(mIU/ml) 0.276 0.021 0.345 0.003
LH/FSH 0.299 0.011 0.252 0.044
PRL(mg/ml) 0.056 0.636 0.123 0.318
E, (pg/ml) 0.170 0.154 0.058 0.632
P(ng/ml) -0.092 0.451 -0.151 0.210
T(ng/dl) 0.289 0.021 0.323 0.006
DHEAS(pg/dl) 0.122 0.374 0.078 0.556
AND (ng/dl) 0.314 0.022 0.338 0.008
SHBG (nmol/L) -0.006 0.907 -0.258 0.030
FPG ( mmol/L) 0.246 0.033 0.205 0.082
FINS( wIU/ml) 0.298 0.018 0.251 0.032
IR 0.289 0.024 0.231 0.047
TG ( mmol/L) 0.281 0.139 0.191 0.124
TC( mmol/L) 0.122 0.317 0.130 0.293
HDL( mmol/L) -0.010 0.933 0.134 0.283
LDL( mmol/L) 0.288 0.025 0.084 0.501
APOA (g/L) 0.027 0.826 0.198 0.111
APOB(g/L) 0.123 0.315 0.019 0.882
JE#E 1 (a) (mg/L) 0.030 0.818 0.142 0.265
FT; (pg/ml) 0.038 0.757 0.264 0.036
FT, (ng/dl) -0.194 0.113 -0.077 0.538
TSH( wIU/ml) 0.085 0.493 0.049 0.695

TPOAB(TU/ml) -0.012  0.925
TGAB(1U/ml) -0.131  0.291

-0.076 0.540
-0.085 0.495

WORRRIR S M L HUA R TR AR, S 8UE K &
B RACH N, BB AR P R KO e
Jig A T B R R 2 S R IR R
PCOS [ # fA7E 8 0 ™ HE W IR, % @ ) FPG (FINS |
TG TC %58 , 77165 1 5 A AR 28 & 1E , X 535 40
F 5% 3 1 15 AR IR 5% A — 50, 1F 2 L v 3 98 W iF A 241
LDL {E 7 T {22 , AT BEJ2& B T AR YRR A 12 14 I P s g
90, HUEESET I R PCOS BFE IR AL
WHE B IR B A % YUK &R i g X 5 3R EL 4 T
fli > 58 AR o TG 3 P B, AL ZE L 52 el U U ) g
KA RS e TR, 80U S AR 2 N
1525 5 & TR 7 BCAR B ARGy 1, B8 1 A PCOS
.78 -

B FT, FT, TGAB (BB AR BRIR B & , 150 B 31X 2R ik Al
18 R A AR 3 22 1 HROIR B T A U B

MREARW LR RT L AT N
G3 WA DI RE 5 3 R I 3 T 10 A BRARR SR N R 4, T
BN E g, 5 20k m 20 AR, g s sk 4, o
Hxt g By iz, fE R o B 2. ™ T ATE (0 4
iy rhde s N AR ASIE BT, 0 I G, 48 TG
PR Z 7 o AT WA IR A PCOS Ay 8 1 2 ] 5 T
Z AR RN B VI B R, W9 2 AT A HL 52 00, 5% 1 AT
PABH A SHLIB AT , 3 BOWAR 5 AR T DL 2 ) 7K 98
A, 0 RN R

3. A S AR i A PCOS #5411 AMH 5 Hoilm
PRAE B[R] A 5C 1 - P FPIE 2 () PCOS 3% 1) AMH
5 LH LH/FSH T AND IR fE7EMH 6k, 3 R ot £
R TIEEE R IR 7, X 5 2 8 e ol 8o —
O MR TR 2 BT PCOS 1 — A4S KB
Febn , 3T H AT AH GBI 5 & B0 52 FH A FH 52 16 1 130 AT LA
& AMH {33k, 3¢ 0 AMH /K 5 i 3% 2 2 (8 47 16
FIPE™ . LH {H T} J& PCOS Wi PR S — 5 fiF 1k 45
oL, A WESE R BLAE & Fh R ALY PCOS i h LH §
AMH ¥J1E7E i35 A0 OGP, I HLaX FpoA S 7EE PCOS
HORTFAE  BF 98 & & B AMH 1] AE J2 i 1 il 35k 47 61 41
PR R BRSO R M 2 oo PR R, DT s LH Y Jik
e,

AW KB A B AMH ¥ 5 IR Z [H] & 1E
AHOE  (H H AT A A7 7R A 8] 403, A 058 & BLAE TR AR
HHAT SR AMH KOF, BB B 2 1 B 5E 2 R
TAEE S AMH {5 22 [8] A7 SCVE B 0 5, 76 A [6] (19 4 1%
Bt , AMH 7 K [F] i 28 AL 7K (H R AHF 58 R T T bR
X H A, HAA T 30 2 N PCOS B4, BT LA
TEARI J7 I ) BB 0 Jmy IR, JF R 2 BE i B I8 9 A OR
PEo BB AE S T S, R E PR A B A DG, L
BRBLENEA T8 F it — 2058 . AR PR AL 4 FSH
5 AMH 25 &1 5, A WF 55\ & AMH 1] DL f&
I FSH XJ 5 I 240 i R0 985 %) B850 B I T HKTH FSH g i
SR A R B AR T, DA 52 i) G T R Y AR BRI RE
It HLPI & )38 B A AH EL A0 i 7 1, FSH A a] LU ]
AMH 35 Pk J 4y ™ . {H & 5k FSH FPG SHBG 7£ Fj
a5 AMH A[EDCHPEZE R 5, il se e AR RIR AR
BRI NPEB R BB o5, MR A B 2
14 22 B R A T 1 25 Sk

g5 ERTR R AL S AR PRI AL 1Y) PCOS f83 [A] TG
BTE AMH JK 38 72 75 Wi AR 45 Ak 1 AR A6 48 B 18] 2 17



BE2EBE T 2% 35

2019 428 H 548 % 8l

e B

TERE A 35 i 22 Sk, H AMH /K% 5 4 [\ 5iE &Y P-
COS B3 I R 6 A 8] A7 76 5B 43 AH [7] A6 56 1 1 AS [ A6
Ktk HEIBFFEE A X T AMH 5 PCOS Z[H] 19 X &
W AFTE R 22 S50, T H A BIF SR 90 AN R REAS 1 850708,
BHARBBB N R R ETF A RZL, AHEE T
AT 5 50 B 95 9 T K AR B 2 B PCOS B8 35 119 1 IR 4%
fiE 22 5P DA B AMH B 0 AH SG M, DA 32 1L 1 IR 12 97

KB e A

10

11

B
5% 3k

Balen AH, Morley LC, Misso M, et al. The management of anovula-

tory infertility in women with polycystic ovary syndrome: an analysis of

the evidence to support the development of global WHO guidance[ J].

Human Reprod Update, 2016, 22(6) :687

Macut D, Bjekic — Macut J, Rahelid D, et al. Insulin and the poly-

cystic ovary syndrome[ J].

FEER R R TG 200 HER A AL A R A% B R A B B SOk

W] VL5 R 25 ,2017,49(1) 166 - 68

BEFT , SR, A 8 55 . PO A BOR X 20 LR S A R E R

IRFFAE A2 W 5 A7 (1] 927 R 2 ik ,2018,34(7) 2510 -

515

PUES S38 FRANE AR L8 &

BARRRLT] . B AR Al B /3R A 1 4475 ,2017,36(6) 1507 - 513
Rotterdam ESHRE/ASRM - Sponsored PCOS consensus workshop
Group. Revised 2003 consensus on diagnostic criteria and long — term
health risks related to polycystic ovary syndrome (PCOS) [J]. Hum
Reprod, 2004, 19 (1) .41 -47

B 0 o 5 2 46 L) 5 BT 24 S %l 105 4995 B AP BRI R i 4%
(A7) [M]. dest: ME hEZ )R, 2012

g P EEAREIM ], i BERE A 5OR L, 2003

Garg D, Tal R. The role of AMH in the pathophysiology of polycystic
ovarian syndrome[ J]. Reprod Biomed Online, 2016, 33(1) :15 -28
AR, RIE. LI L85 1L 12 BT 19 T 75 57 95 br
R :— T Meta 43 Hr [ T]. A8 A2 5 55 00 22 94 35,2017, 37 (12) :
995 - 1002

Tian X, Ruan X, Mueck AO, et al. Anti — Miillerian hormone levels

in women with polycystic ovarian syndrome compared with normal
women of reproductive age in China[ J]. Gynecol Endocrinol, 2014,
30(2):126 -129

AR, ARAARH , SR BORE, 45 B B 7 MR N IR 2 3R 0 S 2R
AELT]. v [ v I Rl B2 2 e 75,2011 ,17(4) 2375 =376

WIS BN KRR, S IR A 22 B B L 25 5 A AR A I PR 4R AIE
SyBT LT o PR 2 5 4 ,2018,15(9) 118 - 122

S HIRTE. 2 B0 BLLE G AR R U B IR R OK O 5 A
CEGAE R PERR 0 [T ] BAC S ™ B 3k i ,2018,27 (9) : 689 —

SRARAE R BT SR TR, AL 22 O B BLZR A A b DR S PR R R R

PRSI, 4. 22 4 U1 SR QIE A0 A AR I PR AE 5 A Ak
AR EAEWETE L], P A 4 PR i ,2011,26(9) 1360 - 1362
AL, 2, A, 5. 298 00 BLZE A A v DRI B 45 B ) Z AL
BWEFE L] S p Y B2 5 A 35,2013 ,8(7) 689 - 692

W SR, ORI B DU A R X 2 R O S SR A AL T R
PREFAE R 2 WO B2 M L] SE A7 Rk 2k ik, 2018,34(7) :510 -

Tal R, Seifer DB, Khanimov M, et al. Characterization of women
with elevated Antimiillerian hormone levels ( AMH) ; correlation of
AMH with polycystic ovarian syndrome phenotypes and assisted repro-

ductive technology outcomes[ J]. Am J Obstetr Gynecol, 2014, 211

Caanen MR, Soleman RS, Kuijper EA et al. Antimiillerian hormone
levels decrease in female — to — male transsexuals using testosterone as
cross — sex therapy[ J]. Fertil Steril, 2015, 103(5) :1340 - 1345

Pierre A, Peigné M, Grynberg M, et al. Loss of LH — induced down —
regulation of anti — Miillerian hormone receptor expression may con-

tribute to anovulation in women with polycystic ovary syndrome[ J].

Siklar Z, Berberoglu M, Camtosun E, et al. Diagnostic characteristics
and metabolic risk factors of cases with polycystic ovary syndrome dur-

J Pediatr Adolescent Gynecol, 2015, 28 (2) .

(Wi H 9 :2018 — 10 - 28)
(f& 15 H 3 .2018 - 11 -27)

(EB% 73 R)

8

10

Nakano Y, Matoba T, Tokutome M, et al. Nanoparticle — mediated
delivery of irbesartan induces cardioprotection from myocardial ische-
mia — reperfusion injury by antagonizing monocyte — mediated Inflam-
mation[ J]. Sci Re, 2016, 6:29601

Wang C, Hao Z, Zhou J, et al. Rutaecarpine alleviates renal ische-
mia reperfusion injury in rats by suppressing the JNK/p38 MAPK sig-
naling pathway and interfering with the oxidative stress response[J].
Mol Med Rep, 2017, 16 (1): 922 -928

WA, B e, RS, A 25 3SR B o 7 O A
NERPR B R AP T B BLI WS [0 ] o [ 25 )55, 2018,29 (1)
54 -57

Preckel B, Schlack W, Gonzalez M, et al. Influence of the angioten-
sin Il ATI receptor antagonist irbesartan on ischemia/reperfusion inju-
1y in the dogheart[ J]. Basic Res Cardiol, 2000, 95 (5): 404 —412
G, BN, TRE1, %, CyPA 52Utk B 40 00 A0 LM AR AT 52
(1], B TR 2240 | AR A, 2015, 40(2) - 108 ~ 113
BEJRAE, AN, XUBEMT. 115 X /N f e a7 8 1 B A

BRI E BT ] . A e PR 24 Bl 22 56 97 24, 2004, 9(2)

B, WER, BN, % RV TILIER B TR X Bl
FRHETE U0 B PR APV LD ]. P I 24 B 22 5 4l , 2003, 19.(1) .

Lee H, Ko EH, Lai M, et al. Delineating the relationships among the
formation of reactive oxygen species, cell membrane instability and in-
nate autoimmunity in intestinal reperfusion injury[ J]. Mol Immunol,
Bhaskaran J, Panneerselvam R. Accelerated reactive oxygen scaven-
ging system and membrane integrity of two Panicum species varying in
salt tolerance[ J]. Cell Biochem Biophys, 2013, 67(3) :885 - 892
Wang B, Bai M, Bai Y, et al. Liver injury following renal ischemia
Transplant Proc,2010, 42(9) :3422 - 3426
BEJS, EU), ER¥, . SOD 1& B i i 7 451 15 < BUI P 1
FIRAALT]. EPRMFR %5, 2017, 37(8) : 605 -609

(ks H #1.2018 =10 - 15)

(& H #.2018 - 11 - 10)

- 79 .

12
13
14
692
15
R [T]. 75 h B2 25,2008 ,6:27 - 28
16
17
18
New Engl J Med, 2017, 130(9) :163
515
19
Wi £ 4 09 5145 A AE T AE (1):59.el —=59. 8
20
21
Human Reprod, 2013, 28(3) :762 - 769
22
ing adolescence[ J .
P A 78 — 83
230 -233
14
97 -100
15
2014, 58(2) :151 - 159
16
17
reperfusion in rats[ J].
18



