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[ Abstract | Polycystic ovary syndrome ( PCOS) is a common gynecological reproductive endocrine and
metabolic disorder disease. The clinical manifestations of PCOS are diversified, with and no ovulation, insulin
resistance, hyperinsulinemia and polycystic ovaries as the main pathological and physiological changes, which can
lead to non-ovulation infertility and ovulatory dysfunction infertility, cause complications, such as amenorrhea,
diabetes, lipid metabolism and glucose metabolism disorder, and endanger the long-term health of the body.
Traditional Chinese medicine (TCM) does not have the name of this disease, and classifies PCOS to the category of
" amenorrhea" , “infertility” and “abdominal mass kidney” according to its clinical manifestations. Compared
with western medicine, TCM has a unique view in treating the disease, and believes that the disorders of liver,
kidney and spleen functions jointly affect the occurrence and development of the disease. According to the literature
review, kidney-deficiency syndrome is the main syndrome type of this disease, the kidney-tonifying method has
achieved a good effect in clinic. Besides, the drug use is flexible and diversified, and both primary and secondary

symptoms are taken into consideration. However, in the clinical application process, the application of kidney-
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tonifying method in PCOS has been affected by the thinking mode of “kidney-tonifying medicine for male diseases”
to some extent. In view of this, the therapeutic effect of kidney-tonifying drugs in the treatment of PCOS is
preliminarily demonstrated from several aspects of the relationship between kidney deficiency and reproduction,

pathogenesis of PCOS, clinical research and experimental research of PCOS, in the expectation of providing

theoretical and practical supports for kidney-tonifying therapy for PCOS and other gynecological diseases.
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traditional Chinese medicine (TCM) ; etiology and pathogenesis
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Fig.1 Etiology, pathogenesis and main treatment of PCOS in Chinese and western medicine

2.1 PHEEXS PCOS &RmpLHI AN PCOS [ %
BLI % R 52 42 B B, B 3L AR E4iF 52 PCOS 19 & i PRI
il R A AR E B F LA S PCOS
B EA RIRBEN BR BN R 5%
F AR 2 A B EAE T, 5 5 32 i g
PRI o 28 g i R A O i PR L R
PR AR S [H 75 S 3 [H 25 5 PCOS Y R HI G . i
WAL E AE PCOS By & vt o s 32 3840 €, 2 3%
PREEDH 25 T IR EE I 4 R0 B N A 2
AL IR e L 98 E S N A S I PCOS &9 1Y 32 22 JE i
e 2 A BREE TS Y R AT, R R P 4y
6T P 22T S R PN 4 A ) SF- A R A B 2 14 A
TS A

R - - LR R R A - - S 4
6 ) B 4 25 LS B A A R U 2 R O 3 O 2 ok
07, R A R 263 T o 3 e AR R R
T 40040 9 96 40 38 2% 0 T R {9 1 2 R AR 5 I T
AR {68 B0 V6L 0 i 7 A= 3o 22 0 e BEL O 3 B 3
B0 A R L P, O SR W AR
- 206 -

1] PCOS & A H B 5 5 o 38 38 10 1 3R B A
S B BT (IR) 5 BOMLAR AR AL 1 38 i e 15
F WA, B BN IR 8 K R H T DL S B IS
FKIMLIE , 16 7] 38 e i3 KSR R T PCOS B3
3228, IR RS 2 KT 15 PCOS I i 48 9 J2 1 % 1)
MG, S0 T 1015 S5 45 IR 5 1015 5 8 B 77 16
BN o SR R T T A T 15 2 KRB M MY R 1
AR, ST 3 A PCOS #8351 8 28 1 K SF- . 7 B2
IR A TR 2R B R AR O R R R IUE LR
T 85 2 I R IR A JBE 48 o % 45 2 PCOS 5 PRI
FURRHLA O Hesh, FREE N & A0 L B9 L T g
SR BN K T TR R R Sl 2R PCOS
KA e 77 I 2 0 LD

2.2 HEEEXE PCOS W BB ALEGIAR R EESE
HEIE B 25 4, % PCOS 5 U HLIE & — BUE 8 .
KEZEFH IR, B = B2 g 3 [ 52 m
PCOS, HZ M itia"™ . PCOS % W By o B&3iF AU A5
B IS R B L R I A, T UL R B
PCOS R %, (BE2EIEL- A AR Ic8 B A=,



5525 B4 6 )
2019 43 A

RESEAFERE

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 25 ,No. 6
Mar. ,2019

W) 2 0t LA 2 TP SR (R R )
“HEIATE T, i TR R R, B OE S s s (i A
B IDER AR e B2 RGBT
TG ARG (LR 2 A 4N 4
HEI AN 2 BE PP LR AR ) 25 T B AR5 — K3k
Pt UL T PCOS B B R

B SRR, A 5 G i AR R TR 5 A I
B RASRA, B R JEAS 5 BF AR 45 | I A7 358 5 I
ARG AR, Wk B Ak, AT A — B 4
B (FBIMH -BZA) LA LT, 2 -E15 i
fhiee ZKAE” 1 7 =2 A0 T BUR B AR, AT 2%
WL HEDE S o M AR R 2R MR s A, B0 i A
BAE, A2 as 0, 5 E 2 BRI R 4%

BB AU TR SO R,

AN 2 B MRS Z2 A R M AS B BT R
RN MR F 2RI R . B rh B R A, <Rk
AL, KRB A S W E L, B AR HEI AR A,
$E PCOS MHFAHEN G IIA L, BN ERZA,
T H & 20 W) T B0 S AR e A
B3 2 fof7 B9 9 G2 HE H B PH I B, 3 e W] 4
32 20 R 04 A BRI B R A BE 2k i R 3 R
PCOS P HEFERY S 27 . IR |- PCOS £ %
BONE R I B 2R DT &R 2
REFRIER. MEHERIEZE HLEY A
G CEFERNZRE EIE R R et T
UL, A B 2R A PCOS 55 & B MR AR S5 IR 2 T 1
(K HN E H 258 7 PCOS f B 6 L6
3 NS dizgxt PCOS HEFF S

WREOR N 2 F1 R AR 22 5, PCOS HoAf5 Z Fh
rhEEUERY . (EAE BRI R 25 B A2 R R OR R,
B o7 4 S R T HR B0 A SR Sk o A
' 25 % PCOS 2l 45 8 0 R % 1936 97 I &, X
I3 4B 253697 PCOS 11 25 B 58 Al IR 2 H E 47 R
gk, LU 40 B rh 254 PCOS iy itk —25 1 .
3.1 #Ehzhigyr PCOS RS FgY  PCOS fE1E
AR FE BE R B i - A - O S 3t A Qi 25 L, W5 B
HF RS RE R ZE AL, B 5 R D RE AR S A, AT 5
HOFAR R R 2. A P2 AT N R
ik -3 A - O PR R DI RE , R 45 3 N R 3k MGE N
IR Z e A IEE R AL s TR, i 55 O S &
PRE AR A5 22 Fha& AR 0 5E PCOS SER, 2E 28 95 1 iF
JE ., ZiPRMFR R, HR LT R AL TE S
SE5 (1 e B TR 7 2 T 1 EORS [ B R R I =
0 E ] PCOS KB O £ 4 20 W% g mE UL B 3 % il

(PB3K) /8 G B (Akt) {57 5 38 6 JB 5 & 32 K
JEE -1 (IRS-1) , Akt 545 J0 I 1% -3 8 ( GSK-38)
W% B 4% 32 % 14 (GLUT4) mRNA %3k, T i
PTEN mRNA %3k , dl 3% A BB 1R85 (IR K% o L
AR A R AN RE A R A RN B AL R 5 2k
AL A B AR R AR 2 T A R PCOS KR
GO ZH 4T Ake, p-Akt 85 H Rk, T JE i A AL W il A
W5 05 5% M-y (PPAR-y) mRNA ik, 255
0 B S T T ok A R R B R 5 A T
CLEk K kb B AL 2 19 45 4 B BH Y 5 24 A 38 o #b
Bt FE 2 TRk ek 3 IR RS (RTS8 I H 4l g
K-6(IL-6) , M98 YR A6 H F--a ( TNF - ) (1) 5 R 35,
st PCOS #2780 B A RE PR A, DU el 35 48 g 1 38
EFURE R ERBR T (M ERARER), BA A
A AN B FH i A R DR, B R SR AR ) B
PR BB R T i PCOS AR R K R, v 38 a1 fh
BE LA MR VR S T SR
S F 3 PCOS B K BRI BEMRIR

3.2 B Zipiig PCOS WK H BF FAE
Be2f FYumE R AT R, B S A &k,
B 5 i S A AN R AR S HE R SOk a2
b, T PCOS Hy BLAS 6] 9 rp B2 IE 78, B AC 25 8
WEFEUER 4N F 25 A R R FEME T, T 48 & s AR T
e EEYARYT PCOS £k FIAME h 2, iR T
PR, B EANE T B R, SR B RO
FHE AL AFE RN E @G TR YT PCOS B, Al E
Bl 2454 0 2 K5 JEORE g 9 R 1 =2 1) 25 ol 5 R A M A
TZE W EE A sk 2L B 9 A H5ORD 4 /0N BN SR AR, DT
PRI B & T LIRS AR . PCOS T G 5 % HE
O B A PR AN 2, 0k BB RO 3 B 22 AL S A RD
B NI I DA kS RS T Rg L R T e AR AR A
PE A IR 2 J8 5 B35 HE O B 45 31 8 F, 4F Uk
Rz RE . RAE LT e R
#NE AL T X PCOS B AT — A7 B BIG T, Al
BRI 245 1 28 08 3R R A RN A 24 1 o TR 70 R
VB P S5 0l B OV R A TROIR S L
WL & B R TR 2L DB 5L BB BOE 5%, 1 Bh ik
AR, S 522 o SR FH & S W Al 2 A A b
B 3 I 9 2597 T 150 PCOS BB %, nl ok 3 B 3%+ 27 o
SRV T, RS R KT e Al RR A HE B A AT Uik
BEER" . TENEZENES PCOS B#H M2
ZERIE R RE IR 3 A H & W 0% B U wh
T AT T HRIT G, O IS i R B L R
Sy A, He ARt . IR & PCOS B N

- 207 -



525 &5 6 1)
2019 43 A

[l S5 58 77 7

Chinese Journal of Experimental Traditional Medical Formulae

-
FEE

Vol. 25 ,No. 6
Mar. ,2019

Gy WA ZE LY J2 AR AE 2 — |, n] BEASHE R A 2
PEVR W, TN B i -0 44 - 10 52 %0 5 98 22 o mT 9]
AR Fr -2 - B 51 A, 2 R TR 0 M. X
PCOS & M H & #h B g % 548 R e+ 5%
() #0 B R 22 R AT T, TR A R I 2R R R K,
AT B3 £ AT e G - < - BT SR 2 7 35 LR A AR
HE R HEOR AN E 2 2
4 itig

PCOS 2 —Fh Z i K . 2 R GE 1918 1 N 70 Wb &
AL I R 3R B ey B S T 1, AR )2 O R W g A
SR N IR A B0 AR O 0 P S E
PEAEEE . PCOS 5301 JC HE 019 P F1HE B B A5 14 AN 22
FEARZERT ok Hl bR e B 8 00 Lb 4], BP0 A2 22 o f
Bt A2 e 1 9 7 R B3 A PCOS R H I 0 1Y
&% H 45 75, v oy B O R 12 W i 2 A
IBIT A AW IR . VEEE 2 RAME FA A
R BE N LR A 7 R IT O T AR . A
B2 90 IR0 N L L A AR B A B B i XU, L
FARIEIT A B RS AR e o
PCOS A3 Pl FE 4 LA , R BCRE UE BF 5 A 45 &, J7 34T
WL LRI FHAE X A1

i 3 SCHERE PCOS (1) v B2 43 B F0 ) 245 B AR 2E 47
SEER] BRI R I EEBUR N R,
HANE b 24505 B B TR IR T . B R AR
BFYBE P K2 B Bk 0 9 R S IR Y, Kb BH RN B
() HR 25 3595 0 o B B R AN BE R 2y B R
HHANE B R 24 Bk A 25 T R e Y
i3 R ANE R 25 T RN B A BRIR YT I
B o B AR, R R S - - R A A
ZTL5 PCOS kA kK IR% V)M G, H'E /i & PCOS
RAGHRRIE . kB 253697 PCOS B K452
9 R0 R S B AN 2 2 5 HoAb b 25 AR T
PCOS F8.35 (3R 7 F1 2l W) A5 AL (9 BF 5%, BRL R b B o
LA . B, AW R R kb 23R 97
PCOS (VR IBL I S 36 97 O i, A R T i — 20 5 1l
PRI 1) A AL e Lo MR AR AR

[BE3Hk]
[ 1] Andrade V H, Mata A M, Borges R S, et al. Current
aspects of polycystic ovary syndrome:a literature review
[J]. Rev Assoc Med Bras, 2016, 62(9) :867-871.
[2] MR W B PUESSIHTZENELS S
ikl PR 7 &% o> A [T 8 b BE, 2018, 50 (6):
142-144.
[3 ] Z%8, xR, T HEZ X ERIFERT 2
- 208 -

[4]

[5]

[10]

[11]

[13]

[14]

[15]

[19]

[20]

LU LR S AE 2 A S AE AL AT S [T ] o
[ HLhb BE 22 27,2018 ,24(5) :688-690,712.
NG FETT R, 5C, 45 kT8O 42 4 2 28 O SR 2
B AE R B BEIE 2 ML AT [T ] B R R, 2018, 50
(6) :60-64.

L& TBY5, SR, &5 R IR YT 2 BN BisE
AET7 50 25 M A [ 7). b [ 52 86 J7 5 22 2% 35,
2015,21(23) :202-206.

SIRAE, T B R B LR 2R T £ SR P L 4
HAE S BRI R AR 22 R I R A ST LT ] 2y
Zt5,2014,39(1) :140-143.

BOME. AN IRT 2 RO B A ARt R R [T ],
KAG G BE 25 ,2016,12(1) :49-51.

FREE L0, EIRNE. ANE IR YT 2 WO LR S
B B R R T ST AR [T ], B vh B2, 2013, 45(2):
123-125.

SR, 8 R OCH % N IRR O S S DI REAR T
(3], WA L5 22 2018 ,14(3) :51-53.

W KRR RIWEESEZPENEI]. PR
S LA R 2 24 7R ,2012,18(10) ¢ 1073-1074,1076.
FAARE BT, BOR L. B 2 A B
BRI A h B 25 44 35,2012, 27(12) :
3112-3115.

XIBEYE. B AR (] o E B2y SR R A
% ,2012,10(12) :107-108.

JL B, Wt U I 30 T B R S R D s AR [T ]
A rh B 2 2% 35,2018 ,33(5) :1937-1940.

SR, XS, B P 2 M 2 X & N L 4R G R
SRR M T F -2 - R A SE [T ] 1
KEZ),2016,56(32) :94-96.

Kurowska P, Barbe A, Rozycka M, et al. Apelin in
reproductive physiology and pathology of different
species: a critical review[ J]. Int J Endocrinol, 2018,
doi:10.1155/2018/9170480.

TR, EHE. S HPEARIM]. Jbat: AR TA
H R AL, 2000 :403.

Mehta R,Kaur M, Gandhi P, et al. Auditory and visual
reaction time in polycystic ovarian syndrome[J]. J Clin
Diagn Res,2018,12(6) :11-13.

=L BTN BN SF . R T SR U AT B R
BT 228 9N BLER 5 AE Y IO AR AT AL (7] o
e g 2 2 7 ,2011,26(9) :2165-2168.
BRLLFY R B, B 55 B &0 B 3% A7 VR 0T O L A 4 2D
AE T REAL IR AT [T]. 5% BH v B2 2% B 2% 4, 2018, 40
(4) .4-6.

Sasidevi A, Vellanki P, Kunselman A R,et al. Familial
aggregation of circulating c-reactive protein in polycystic
ovary syndrome [ J]. Hum Reprod, 2013, 28 (3):
770-776.

Rutkowska, A Z, Diamanti-Kandarakis E. Polycystic



5525 B4 6 )
2019 43 A

[l S5 56 77 7

Chinese Journal of Experimental Traditional Medical Formulae

K3
FHE

Vol. 25 ,No. 6
Mar. ,2019

[22]

(23]

[25]

[26]

[28]

[29]

[30]

[32]

[33]

[34]

ovary syndrome and environmental toxins [ J]. Fertil
Steril ,2016,106 (4 ) :948-958.

P AR, RN IR ZBR X R R R A £
G SLLEG A B 0 AL 2 R RO o g e R A
RO M [T, v [ 52 86 J7 ) 44 A4 75, 2017,23 (24)
190-195.

HALTT 2 F 05, kL e . AT e 2 5 AR S e B 22 4 O
RS IEEE NS 227 [T]. IR T B4
e 2498 ,2018 ,28 (4) :20-22.

SHI X, XIE X, JIA Y, et al. Associations of insulin
receptor and insulin receptor substrates genetic
syndrome: a

J Obstet

polymorphisms with polycystic  ovary
(1]
Gynaecol Res, 2016, 42 (7) :844-854.

Stewart D R, Dombroski B A, Urbanek M, et al. Fine

systematic review and meta-analysis

mapping of genetic susceptibility to polycystic ovary
19p13.2  and
regulatory activity[ J]. J Clin Endocrinol Metab, 2006,
91 (10) :4112-4117.

WEI'L N, XIN C L, WANG W ], et al. Microarray

syndrome on chromosome tests  for

analysis of obese women with polycystic ovary syndrome
for key gene screening, key pathway identification and
drug prediction[ J]. Gene,2018,661:85-94.

Mantelli F, Moretti C, Macchi I, et al. Effects of sex
hormones on ocular surface epithelia: lessons learned
from polycystic ovary syndrome [ J]. J Cell Physiol,
2016, 231(5) :971-975.

Vandenberg L N, Colborn T, Hayes T B, et al.
Hormones and endocrinedisrupting chemicals: low-dose
effects and nonmonotonic dose responses [ J]. Endocr
Rev, 2012, 33 (3) :378-455.

Xita N, Tsatsoulis A. Review; fetal programming of
polycystic ovary syndrome by androgen excess: evidence
from experimental, clinical, and genetic association
studies [ J]. J Clin Endocr Metab, 2006, 91 (5)
1660-1666.

TREAT W S0, K IR £ 4 O L 25 AR R BL
PUBRATFERERE[T]. o [ v B S il B 27 2% 75,2016 ,22
(7) :1004-1006.

Voo, BIRTE. £ SO0 BLLE A AR R R R BL R B A
IF R O oE R [T ] 1 I A B4t B /3t R0 2B
#,2018,37(1) :57-61,75.

TEAS T AT R, S 22 00 SR S AR P B IE R Ay
HWPFE[T]. = wg b B2 2 B 2 4k, 2017, 40 (5) - 27-
29,48.

FURE MR, 3R B b BE £ 48 O S 25 4 R i
LR AT [J]. t 5 £ 25, 2013,8 (10): 1152-
1153,1156.

XUB X R S, 45 3k T SRR I 3 20 A 19 ' M R
PP IEDF S [Tt R BL 2 AR —rp 2 BN,

[35]

[36]

[39]

[40]

[41]

[42]

[45]

[46]

[47]

[48]

[49]

[50]

2012,14(2) :1408-1412.
WIENES , £ % My, B 06, 2 2 90 825 5 1 b =0 B
W HLIG IR 23 8 [T]. Kb B2 25 R 4% 2 4k, 2016,35
(3) :156-159.
X A% WM, S ORE. £ 8 0N 5 45 A AE b R R
LT, REEFEZy, 2009,26(2) : 123-124.
BotE, JH 8. DN R R e 3 HE O R AR e [T ] B
£ ,2012,44(2) :126.
FRAGA B0 . NIR LR IT 15 e 2 2 6 O B 25
BAE G K 2 B [T]. b AbBEYY, 2018, 37 (7): 170-
172,175.
X AE P, JEE B, 2R AR, S B R HON 2 RO LR S
AR B P 43 W6 AR 3 & PI3K/AKT 1% 5 3 8% 1 52 W
[J]. AR PP PR 45 4 4 7k ,2018, 27(2) :130-135.
PEHAT, 2 € ANE AR T X RO B LK ARG R
HRPT AkCIE BRSBTS LT ] W E P RS
22,2014 ,34(2) :230-234.
W, e ok, A A2, A G BT/ 2N BH O Xk £ 2 B S
ZEAER B IL-6 [ TNF-o SEH KB [T]. th4grh
242258 ,2018,33(7) :2823-2826.
WAL DI, B AN, AL T N T X £ A e
BEER AR R A E KB [J]. R ER R
4 ,2013,38(2) :147-150.
HANR, ERE NFRR LRI ELESIEmT[T].
TP EZRFFR,2010,12(7) ; 123-124.
FREE K I, X VL. b B9 6 T £ 2 O AL g
FAE I R W g (], e W b B, 2018, 33 (2):
220-222.
TKFIE. 22 9 P L 255 A S 2R O B RS M S 22
HNEF I I 23R 9T R KO KT R m [T ]
B E Il JRBTF 5T ,2018 ,10(10) :83-84.
30, EWEHE, £ SR A AL 7 X 2 2 00 B Lx
TE P 5 R ARBT B H N - W Ry e [T ] op [ 52
7 5 2 20 7 ,2013,19(14) :295-297.
AN AN IS MLIE 223716 97 40 1) £ 9 00 B 4% A AE
MIBORMEE[T]. th A 2R PR 24,2016, 14(2):307-
308,335.
Th, E B, /IR DB R b g xd AR B 2 £ 92 5
HLERBIEAR 22 A I U 8 RS 32 P 1Y 3
[J]. W 9258 5 7 52 2% 55,2018 ,24(5) :188-192.
FEHG. 0 UE 20 0 £ 9 00 BLER 5 AR R ZEE R E Y
PEHESNAVE [ T]. o | 92 56 Jr ) % 22 &, 2015, 21
(16) :171-174.
Spritzer P M, Motta A B, Sierzega M, et al. Adolescence
and polycystic ovary syndrome: current concepts on
diagnosis and treatment[ J]. Int J Clin Pract, 2015, 69
(11) :1236-1246.
EwE. 2B LG AERTh RS TR RELT].
[ S 25 458 15 ,2015,13(23) :43-44.
[RMEHE Bikik]
- 209 -





