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Abstract

Polycystic ovary syndrome (PCOS) is a common endocrine disease in gynecology clinic, with an in-
cidence of 5% - 10%. The etiology of adolescent PCOS is not yet clear, usually manifested as men-
strual disorders, androgens and obesity in adolescents. However, evidence suggests that adoles-
cent polycystic ovary syndrome is caused by the interaction of genetic and environmental factors.
If the correct diagnosis and treatment are not taken in time, it will further lead to obesity, hirsut-
ism, acne and irregular menstruation in adolescent PCOS patients. In the long run, infertility and
type 2 diabetes mellitus, hypertension, endometrial cancer may occur, thus aggravating the social
and psychological burden of such patients. This article reviews the etiology and treatment of ado-
lescent PCOS in order to provide a strong basis for clinical treatment.
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1. &HA PCOS HIRE

H Al AR B EHREHY PCOS A —E K. M, CHIANRESEAE RS R Z A ARG <
FIZEAIE[], FEEELUFRES X,

L1. BRERMR

JiR S 2 NARIESCR AN A EEAE ], BEEE S R BT, MRS 53k E A (SHBG)TEAIE
R A A AE], AT S 3 SHBG R FE, M AEJT B B R T B[ 2]. 2T 7E[3] [4] [S][6] [7138HH, &
WRGIERE, PCOS ABEFR A E S XIS S R IMUAE, X2 PCOS B s R I,

1.2. BBEE

NEREREA 2 T B F ] PCOS RN Z —, 5 A4 ELAHERE IR I K [8]. JERE (it
By ARG INE PCOS & I MERR I 2 AE[ 1] HERCR IR BERG N & AR T PR R 45 5 R F b
PR . Ak, NEERT AE S BUMER RS R, ORI A T URN SIS B 25 pc g, mRE I — B e fb
R SE T, K SE TR AL O SE A RO R R - A SR H(DHT)  £EAE T 30 0 200 2 it e b 8] [9] [10] [11],
BEE VR AR B (BMD) HUIE I, 30 120 S WK S th e L) T . FEIE WK EE [ PCOS B, W REAFAEIR S
AP, AR, CUAEREAELERS, R RALPU IS RIESR12]. shAh, SHEREEARSET PCOS 2 Wi B
FLE, B PCOS HYNEINTE F W Lo 2RI 1 2% (10 1 o ZR AR U v JB 2 3% ME (8]

1.3. B’f&F

Wilroy Z5[13][FF iR~ PCOS HAFKEEEM, ERMHSHEZERNBERA. 24581, 5 PCOS
(7 B AL B 22 ORI T 100 AN, Rl e s SR . A0 AR RS 2O AP A B D Re
KHIEER . W K 5 RE B A A S JUAS RBERER, B4 CYP17A1. CYP19. CYP21. HSD17BS #
HSD17B6. MR LKL Z At S5, PCOS i —FM RELHERR, 5 2 BOPERm . milg Mo |
HE AR R G AE 2 YIAR DG o AH IR JE DR 0458 5 1 5 3R A 0 & PR D) BEAF DR IR BE R (IN'S (JR 8 3 R 1A,
INSR (#2555 & 324K), IRS1 (5 R ZAK)EY) 1), IRS2, IGF, PPAR-g il CAPN10) LA K JEEAH 55 Kl (FTO)
w5, HEEH| PCOS A RAEMIRR, ¥ K@M RAEM CHIFER, FEAl& R MEMRE T, Wit
B T-a(TNF)-a), EAMIANZRAL)-6, IL-1A, IL-1B FI£Fi G FSIE M FI(PAT) [14] [15]. 4 BT
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1.4. IREEHERR

W R BT KRS PCOS MRAF K. THA WA A= Y)H(EDCs) i X A(BPA),
DA% 6 1B Ak 28 = (AGEs) 5[ 16], AT BERIE T & M2 DL T AV AT FHJERE, ZEVE Sy B 2
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LI RS IG I0 A C[8] [26] [27]. Az 77 AN (46 2 B P MR B RIS & Bk, R 77 CiE
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BRI . 5IEWE AL, XM p) 72 NS, AR, OThae A A &8 A g . 2013 4,
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E PCOS BH M—Li0)7 )ik, (BAEEA PCOS HIIEH RE L, MAE R ATE T A 2 5 2
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5 — T AL BB [ 30X BE AL 73 N B — - T e (s — BRI, 2R, o AR vg 7 U 5 R &
I ik 22 245(COC)) [ 43 44 12~18 5 HEJHET D F L AT 9T, 45 3 om0l o A vE U7 X, Ui B
FIE(FADFEAL 59%, SHBG FEAIK 122%. —OUATHEVERTFE[3 1157, 76 1 RN e A 7 Tl 59
AR, AT R AR I R AR EE R (BMI I B MIG 3.9 ke/m?) i H 2 B2 M1 H 4595 1) S8
RO FET 42%H 19%, HBEKE K. SHBG WKERIN. 75 /04 NREAE RS IR A 7 207 T
ITH G PR RN BRI AL BES 548 SN AT IR &, BIRAAT NS Z SR, REHMER A7 . (H
oSO A 3 T O AR T 22 [ R8T o DA RE, R Al U A i U7 U6 T H & R AL BB SR AN,

BR] S E 38 4 I 2 09R 97 R L EE 1

2.2. 5MiRTT

2.2.1. E5#FRZZ5(Compound hormonal contraceptives, CHCs)

CHCs &1 W PCOS B —2RIG 97 254, 56 34 = 7 11 JIj Bk 42 25 (COC) =& H o f i FH I — [ 32], COC
NEHFY PCOS N REZ M. B, COC RAPIMMEMEM. MHEK»H T3 SHBG, H
T Ik 45 B Ui B 2 T R OR PR A AR T R ) SR W, IR AR MR e RO IR . FLIR, 2R ] LH K,
SO MR R A IR, R RN Sa-I8 RS E[33], MITIR/D S A S E L BER A
Fi(DHT) I 4ME Ak, 1E PCOS B Higshyriks COC WM 7t[29]+, COC AMIZBhiE, ik
B A FAL BB K@ < 0.05). 534b, COC % H & B A T2 WIFE[34]. PCOS il 2
JERAPER R R, X TR e A & MR YT 0S5 E R B I BL(RPAL 5 KB > Tanner IV 4%)
M2, @WEH COC #ATIRIT[28]. COC X THMEAEMFH DHEn LG RZKI1EH . COC i&n] LA
B3 B B IR, AN COC M 2 B 43 o] {88 HDL AL [ B 386 oy, a5 IFL 3] B R0 LDL-IH [ 2 1K
[29]. HFERFH COC 1EN PCOS ¥R IT HElg 2 7 b ZiHEAME SO, AIUR B ik AR ke 2E . filiAS 2 50 2
JE I s Sk TR 55

22.2. BRREFEBTE

Xt I B R A SR A S AR R LAY PCOS AHERT T H 48 Ja - A 1 iR 22 o i A 2 . AR
P8 2018 £ 2 FEYN LA AL E12 9748 B [35], A IR A AT 22 B vl M v 75 5 01 PCOS i IO B I iR T
FOACHERE /), ELFLT O 54 10 T BE AN 300 ] e e e A

2.2.3. EZRHRBARFRTE
ADRMEREOKCPRUR. TE N, B 2AE0RT R T E WBJCROE P ) PCOS ABERIR
WEZ R S BT, R IRMEBGR AR IR B0 75 5 18] PCOS AR N B kiR T35

2.2.4. —HXAL

TR — a7 4 PCOS [ FH 25 . ENEREFIEEFE PCOS 5 /D4 K2 18%~24%(1)
NBECEA R 8, HOUNICRT BRI 6 2 W 0 =28, 39 o A A 00 i i R s, T &b
i 52 TH i A B AR R B AE[36] [37]. — T RARIG[38 1K 79 44 AR D4 PCOS HEBENL /N 4 4k
17— T T it — FOUIK,  COC, AR A 35 5 sUA 2 B, 4o, 8 A — FOUIA 7 A
T H il = R 2 R IR 2 R R A A G, R, R R D AR F R OUNRIG 7 ik T LA H 2 3
SFTFA COC 22 SHE A, KRB = BN & P~ AT B R B, A2 B35 B 2 BAREBUREIE(31],
=Rkt kY izl vk cbvive = 8
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2.2.5. BBAEE

RN G 5 — B TRYT PCOS R 2 BIE MBI 2310 . ZZ50E FINLHZ 30 R SR I B S A0 E R
VAR, BT B B R AR AN So- i RS 1, E R e e L LR [39]
H A& %A W70 58 1 PCOS NBEH X R 2 Wik A7 VR4l o SRTM, OB FT[40] 7R, A OO = FR
I PCOS &3, A& R A iR 7] B4 DHEAS 7K-~F Az 2 BIEIR .

2.2.6. HEATT

HTHHM PCOS B TR /N BB A E T ER, H0HEHM PCOS AME L A A L2 J A1
BERIRIT, B RN AT R ERIRTT . RHEEE R TRI41] (42 E R s BRI AT R
TN 45 E 2543148 IR TT ERANE AR, AN R RIRTT IO, KM & B s ik - 1
TRIRAE T SR ZHIGTT PCOS BAR BT 20 #E IR 41 55 [44 )18 AN B ARG VA5 7 PCOS 1A 21
9 90.0%, FERFNE . AIRAEE b T BBV TT B BT R T BCR . (H R R 25E T R BRI
WS, a6 s BRI OiE .

22.7. PEESERTT

H AT AR 4551097 5 A3 PCOS A 1R K I & J 2% R) o 76 H BE SR [45 ]/ — 00T 4 B A8 k8 7 I
IKYE-35 VRTT Z BN BLLE G AENT AU AL, B 84 1 PCOS i B BENL /> AR 2 20, BRIASE-35 (), +
VR 25 G A (AR DE-35 + ANEAEIAIE TT), 45 R Son U R 4 A AR IR I B 2 B I Fa B et R
FARNR 5 I AR AR AR 19T R T P 25 4.

2.2.8. FRETT

HHEM PCOS FARGIT FERUCEARWMRETF AR . — BT FAXIEREAL PCOS B0 1) 2%
Zopr[46], NN 2274 5, FARBEHEERALZ BIESS] 7T HEHEGE, $ERpEF R B2
HEFERY PCOS B ARREIR o (EIRAE T ASE H T BMI 40 kg/m* DA _E (5 HF AN RE B, RG-S
HAHAR, BEBA. 4B R[47]. BEIRBIEF RIS, FHnT 1l S5 A0 RAE S i H R 5E, (HF
RAACERME, FERRETARIFRIE, HAREEIRA RN E AR ML, B HATZI67 77 20
FAEFL

3. &g

LR LJiR, R PCOS B B i AN B, B A% L AU AR 55 K ZOM ELAE T 0 45251 - 7 ) PCOS
friar R 2N, SCRAEFE T EM T E RN PCOS B3, HEFERMIER, X RKMIEZER S
BT AERS, HARE L R A 2 00 H o TR 22 m] L 8 0 22 A 3], 2 I e R I
S RT T A A A, B IR AR 2 VA U, ANGE T AR VRO Lo I LA i JE
DR SR B, P2 U TR) R A I AR AR A o 2R Jm 2P TR ME 2R P 0 e 5 T i mT LA
S, AN RE LY IE o MR U S AR 3R L. — WM AT 803 e B AT, (B0 N B 18 R,
AR B DI REAR A FURR PR IR T, T 25 IYIIR] e S R A o MR P I T S v MR 1 I RR
B, EAGEREE H G A K G R ARG Ol . BRI R 2R T AR, WARE, R ERA ST
MsE A AL e mMERER U, B AR FARRITRCRE R, HEWK, FEFARIFKE, FHE
e, b, ARZGWRIT R, 2R T RS B BRI T AR T A, IR SR
KERTFE R o 120 2 2 HLM ARG 170k, BB B PCOS NI S DR ANty 5 foe ( ARVR 9T 7
SR UL AR IE LI 175 25 18 75 BEAT SEIR NI 5 o
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