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Effects of Macrophages on the Follicular Development and Ovulation

ZHAO Jiuhua'?, GONG Li', LIN Fengping', WANG Zhengchao'*

('Provincial Key Laboratory for Developmental Biology and Neurosciences, College of Life Sciences, Fujian Normal University,
Fuzhou 350007, China; *West Anhui Health Vocational College, Liuan 237005, China)

Abstract In mammals, macrophages are a kind of multifunctional cells, which are abundant in the repro-
ductive tissues and play a key role in immune response. Macrophages in the ovary can be identified by their surface
receptors expression. Their special localization and distribution changes in the ovary at different stages of the estrus
cycle indicate that macrophages have different roles in ovarian follicular development, ovulation and tissue remod-
eling during luteal formation and degeneration. Macrophages participate in follicular development and ovulation,
such as phagocytosis and degradation of foreign antigens, matrix dissolution and tissue remodeling, production
and secretion of cytokines, chemokines and growth factors. Therefore, on the basis of previous studies, this paper
reviews the function of mammalian ovarian macrophages and their role in the process of follicular development
and ovulation, and preliminarily analyzes the role of these macrophages in ovarian diseases. It is helpful to further
understand the biological content of mammalian ovary, and provide important reference materials for the early di-

agnosis and treatment for ovarian diseases, such as polycystic ovary syndrome and premature ovarian failure.

Keywords macrophage; follicular development; ovulation; premature ovarian failure; polycystic ovary
syndrome
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(5 4 2 AL A 3k 1 E 11 S B A B, SR U T
) SRR AR, B JE LS A 2 i F) 7R 2t
N, A 5 R A A G R A e vh ok 45 3 A D .
bR 7 ORI U G 32 AR A A B SR B4R 3 b, AT
W] DL I AT 2 M D REVE S I BE ) 4 H A
PR, ELAE AT B Al SRR, o vA i A 2 2
B, URAERET A 5 A B 1 = A
3t RN M X e RN AR K D e S S
Jr 0 G B AT AT SN, AT 52 11 1E 5 R 2L 2R ) e

TR MM N GUEH 7y =08, B
40 0 B 328 4% 3R (L-328 % ) M9 2 48 Jifd (E-FHP-
18 FE 2R) 18] B9 AR ELAF R, A6 1 40 P AE P9 B 40 i b
AR R UG A0 R 7 Ak BT BOE
A, SRR R AR RS R, B 14T
Jii(macrophage 1 antigen, Mac1)F1 7k B2 41 Jitd If) G AH
2% $t Jii-1(lymphocyte function associated antigen-1,
LFA-1). o /21X 56 1 40 J 825 23RN DY B2 4 P 285 Bt
Iy Z IR A ELAE Y, A5 A 200 P 24 [ R Bt
EAEN B4 AR, JEENALZ0, FEALZN,
AR A B 1] R AR B ) A R AR AR A B A B
S Rirh, ITTERAF R R e B . i, s i
FAR 2 i B ) e i ) 400 ML R T DA R E B R A
ML) D Re R 2, [ 24 i 438 5 (extracellular matrix,
ECM) th w] DL 5 B4 2 RET

FEMEVEAE ZR i, BRI AN B S
e AR, BT Z A AE T MEVE A T S, dngR
B TEL WOVE IR e L3 o8,
TE R NE B AS [ B B B 20 i i B AN TR), BUR
AAFREBE T RE . AN SCAE S AT R 7E Sk Al £,
X LG A L S FLAT A P AR DR R K B LA ER
LR 1 T REAT PRI, I el WY L AE O B
YER], BAEHE—0 1 RN A2 e, im ARG
7 AR IR LA St S %

1 DNEEMMEMLERE

A0 () R 4 AT DA R R TA ) E B
ARG RS €, IXEEhRIC ) - 2R A R T 32
AT A A B T B 4 i 4 £ 3 57 & F4/80[ (A [ ¥
Py 7& ST EGFAR AL 2 B FLAE IR 2 /R FF 1, EGF-like
module containing, mucin-like, hormone receptor-like
1, EMR1)AICD68(1E N HH 4 Fx A B e a5 )2 B
SRFA/80H Ty g i AN 58 48 A&, H OB 2 FIE%E

SEVF 2 H R BV B AR i), 75/ B R S,
F4/808H 14 40 By M A= B th A= J5 1 o0 A R AR T R 35
Ak, HLAE ORI B R BT R B A S R B
CD682 —F A A BG40 N AR ic 4, ) 72 v
FNERTN O S S A S U 24 7, HoE e A
T ON 5 (10 1 5 % A AL SR AR R, AT
fii ARG R IIZEMHC, ' 25 B 20 i (1) 3t JR
b TIZEMHCRH M 0520 A O 78 HE O A 1 5 52
RIL, CHAR RN, 2 5 FWg A 52 44t 4k
YEEWE 4N i bric ), SIS FeZ k. *MAZ A, HEE
B2 A4 e Yt A 3R RN T R 32 AP0, Horh, A
ZAAR3(Macl/CD11b)Z 5 41 g —41 At A1 41 o3 57 1)
B, I HAEFRON IS /)N 5P £ O v P 52 A0 R ot N
DL BEAR N R BT CDUIbRHPE A AEEY. 54k, B
YR FR G & A TR N A Th e e R AR b . T,
o B ARV A 5 7 T 9 52 A BH M 15 W 400 i 1) 364 I A
9, B f CD6SBH 14 [ 20 Jfa - 43 55 4E 1>

2 DREEMEMAEAIINEE

FENH L) U0 S A, A 0 3 T T R
BWEAN MR O 2 IBUR, I N . A
TRIA KT, LA R A A 5 58 5 1 R A
A th, BRI S5 T ORI AR BEE Bl e H DhRe A
T, Wgp ELER AR B R HE R
2.1 BlEFEEE

B 2 i A R B R e, e
A1 /6 2 A R S M 10 40 i 2 T 52 4k, TR bt e L LAt 4
FFE PR, B R R SR 2 TR O — A
H AW AR, S E VRN R 2 AR BIPUR, B30
LB A R T Aok o 7 5 ML A A g
BWEAE F 2 )5 A A W 5 VA A Rl A5 5 B A R 2
5 G 20 A s P YR R AR 5, LA R . 4l
WA B, fER R R P BRI ER. SR1M, 24
1 FH IR SRR AL 2% e W A FH IR, R BB S e
o B 7 s B ) B SR T HAR A 2R B R 4 e, A
Uk, 7R U B RE e B B, NS S A e T e o
I F 2 e FE IS B R T B, T A A2 S R AN SRR T
5 WG 200 R A P VR 30 5 PR AU T RIS E 4 M, AT
RIS BRI Le g, fERR R /N ROR B S,
I PR P S £ PR AT T R B AR P, T
FIN I PR B AV AR,

FE B VEAN RS, 4T i BE 0% 75 40 i Y %
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fifp FEAE AR B SR 1 2 I S TIZEMHCAH R KB . X 48
NZEMHCHT J5 5 5 1438 1 T4H il 32 7R CD3F1CD4 4
A BT 20 B AR ), SOE TAH M AN e S 52 05 [ I 4 i,
FE G| IR G S i AE R BRI N B 8L DA A Hy 5
R R I T TIZEMHCEH PR 40 Mg, H 7F 35 Ak i BIIE
MHCHUER ) Ge (o3 5, [FI &AL TR 1R 225, ik
HAEAE R EIIZEMHCFH 14 40 i, GF 96 P 58 P9 A7 72 4
Pt AN P T2 ), 2 B3 6 4 72 4 i AE B4 Ty
REV T R EEAEH .
2.2 SibHREEF . BUEEFREKETF

I 241 A R T ) U A A, R R TS A i A
T BT AT, R 2 B ) AR
P B FE A R AR Y. — MR, IX I R
(49 72 A2 FIURE s DA B 1) R0 28 204 S v 352 55 40 b
PR E [ e W T E L P 11 NS B i U LA N S |
(15~60 kDa), i 45 7€ F 40 i 3% 1 52 4% Jmy 8 A FH ok
PR S R AN B A AR . BRIy
W2 PR LR 1, 0 T4 A 2 (interleukin, IL, 401
IL-1/6/10/12). T-$ &K (interferon, IFN). R ¥RFE R
“F-a(tumour necrosis factor-o, TNF-ou) F1F 4H ffd— =1
41 g 52 ¥ ) ¥ K] T~ (granulocyte macrophage-colony
stimulating factor, GM-CSF)P!,  IX £ 24 Jfg [X] -+ L 7E
VEZ WP OF S ORI, I 2 B S D e RV 2
J7 T, B ORI R B AHEIN

W 00 O A A R - WA A TR T, X —
A ORSF PR PR R EE ) /N (60~701 EHE IR )i A 4T
MR 7, 72 40 B S AR A0S B B A Y. itk
7 B2 K AL R, C-CHIEAC-X-CHK k. Horh,
C-CH TR A% 40 H/ B W 40 i B A 5 K A AR H,
A5 A% 41 i 44K 5 -1 (monocyte chemoattractant
protein-1, MCP-1). MCP-3fIRANTES; C-X-C5 Jii
I PR A S g MR AE Y, ELHEIL-8. b B R
w41 B 51 155 771-78 (epithelial-derived neutrophil
attractant-78, ENA-78)F1 2k K 1 7 J&8 % K a(growth-
regulated oncogene o, GROa). H A, B £ 7E KB U
SRR T JLAmEA R T, Hor— g2 R
sl

Mk 240 7 s 1) A K DR B 4 3R R A TR 1
(epidermal growth factor, EGF). fi#i & &= A 4E KA1
(insulin-like growth factor, IGF). L& W & 2E K KT
(vascular endothelial growth factor, VEGF) I #% {¢ 4=
K Al ¥ o/B(transforming growth factor a/f, TGFa/p),

EATTRE ON L IE D RE AR B S, X e A KA
A1 EH O YR 20 R PN T2 i SRk, {HL S 4
2 1 B A e A KPR 1 5 — AN T A R IR
B AER R E G0 JE B B R 20 i b e ) 21
EGF, 7£ Dy RePE 244 N (1) B i 20 i e A I B TGF, %
B [ Wk 200 i ke R 1) AR K B8] 8 B S5 30 1) o o e
B UL 5% 43 b 77 S e AR I 40 Bt . PRENIGFAE A A1
AT U T A% 2 PR G B A R Y A 4 L DR,
DA B I RIURL 40 LR PN 40 7 AR BTGE AT DL B
Wik 41 F) 2050 S 25 T e
2.3 SrihERAKERES

=k 40 e R 7 AR R T — 4 B 2 AR AL
R E K B, X L8 B8 R ARECM, WU Bl &) T
Ui £ R RIBG, LA R e A s 1 B o, G
o+ GG AEKE MBS S MM 1.
et s R i 1 g AL 23 2R 1 g SARTD EH oK 22 4 it (£
Fili 15 24 ) ) i A A 5 6 T e, — SR R
A M LA 53 WA X i L gE AT 40 A ) L Joi i 1)
TREIPT . X EG2H 2 E i () B — AR AE /D RN
SLrhp A I ), IF B SRt A [ ) 48 i E A7 AR
P ATRERY RAEEAN BE B A X L R 2 bl O B
B T i iy 4, {H — S840 2R g B L e Rk
TOPSE & ERGE MR X I8, Wi A = Bk
AT BRI

W 4 i ™ A 11 22 5 TR 2 1 B 4 N 1 48 i
R AR, EAMMASNEARBEG. B
T PR G B 25 55 6 D 30 57 (urokinase-type plas-
minogen activator, uPA)¥ 217 i i 248 4 B 7K A
TG TR, CAE B WRYE R A GRS AT )2 T
Fio FE/NEINEH, {2V LH/hCG(Luteinizing
hormone/human chorionic gonadotrophin)fi¢ 3 H 5l
I, B 7 UKL ZH A HRuPA ) R 7K P 2R IE A1, AN O
1A BT 40 M b 15 3 R IE T uPARIZH 2380 41 5 il
P45 77 (tissue-type plasminogen activator, tPA), 1X 7] f
J2 UM S B R GH R 53 WA 0, A — SE R ) B 5L A
ezl 2 1%L R 4 )& 85 (A B (matrix metalloproteinase,
MMP), = % iy B0 40 i 7 A2, — A 9, MMPI
TGP E R 2 M RED. Bl i1, MMP-2. MMP-9#1
MMP-1 (4 14 25 2 47 o (IMMP-13) 75 HF 5 I 1) 5160
PN T A0 1 2 PP R IE AT R A PR . MMP-14R1TMMP-
1978 F0URL 40 B o 2% 3k 22 |1, HF OF AT 509 A Bl B
MW £ J °F 40 B FELH/hCGHE SR /R F AR I R 1A .
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MMP-3. MMP-7FIMMP-117E % 25 18 T (1 59 5 [X 35,
R, TR A M 4 O R 1 B G A

3 EEMEREAEINELESHIINERESR
ER

B 2 M AE OF S AR DR UESE 2 4F T,
BATHE AR JE S A B 58 43 A AN [R) A2 A4 3R B B R
M N BN FA T B ZAER . BTN
ARG TE . AORE A [ I AR B e i — P R I IX
LG 2 B 53 D) R 1) B R 4R R
3.1 ElEHEEINALBEEIZFER

SPIR B K AALE IR A6 ORI AR 5, AT R
211 R 60 P S0 B PR B B, DA BRI R R B, AN
M W SEFSH. - e 5 2 R0 H At JR3 350 72 28 (9 PR 019
SR, A — /N 43 BRI AT LAk & B0 HE 50 A B 9
AN . KR ZH0T 0P PN, ORI ZH i T, Be
TELIR A0 I B S IR T I A R iR A DR
F) A L4 A ELAE L, DRI B A 1) - S B
PAPAZ EWRGH ML B 520 . SRTH, 72 ORI K & it 2
wh, P 5L BRI AT R AR AR A, e AT G
T8 AT B L FRT ORI PN A )

2R VTSR B MY R, OF B B R A B A
b, SRR B k>, EF R R R
Bi¥A(op/op)/INER, HH T CSF-12& R [ H SR A%, Al 2
W A B A i ™ e D o XN R e R AR R
e 185 ) B, E B0 58 g 4 Bl e/, aX RT e
YRV A T b B Ji DR et SR B R R K R
)ik Bt 2 ek 20 HIF OF BT DN 76 LAY 5 2 i
FHYE IR 1 55 B R A M B A O, R 5L B R A
L BRI RS ] REAE B B I AR 32 B
FEMG RS EN P IR & I FHE B, CSF-1REXS N 1
P S E R B B R, X B T B T E R %
RS FEIRIER B BRI, O 5 4 i R0 e
TEL P9 1] J53 48 PR A SRR T80 ) 40 Y R - GM-CSF
NPT

H AT, A7 T AR O IRL A S 1) 5 24 o it
53 Wb A A DR R/ 2 L TR, AR A 2 e B A O
RS IR T R FEER . KRR
S5 RURL 20 B 5 I s 5k 4 e A 5% % T UMUK 48
3G hE, Hos2m Uik & A M R 7 g i A
“F(hepatocyte growth factor, HGF). il {4 % £F 4
41 Mo A= K [K] 1~ (basic fibroblast growth factor, bFGF)+

EGF. TGFo/BFIIGFR), AR E W 4 it I A~ 2 5
B3 PP G R 1 EE— SRR, (RN AE OF S R S
PR A B AR = AR 5500 Wb s . HGF IS 1 B
Wk A4 = A=, 7 AR R IRV R R IR T 1) 52 44, HGF
TEAARSIEORUR, 240 i 38 5 BH 1 R0k 4 B 7 1201320,
bFGF /2 I8 A2 ) 32 SR 5 R 7, 2 B R 2
FEA ). bFGFLE UKL A0 MU A 22 7y 24 R0 o34k, BE I
P TS 240 i 53 A AR B TR T VR L, I REBELIE S R AR
SR 20 ) B R TR EGF I TGFoAFE T K Bt
A= F0ON OF S ) P I8 JZ 20 L, EGFRINBIN iEEDNA G
AR FE P AH 24 T SR AIFSH, T 7260 P IR R R
FR) A GO B, 33 55 2 A L 1) R SRCRURE 4 i
FE AR5 ORI & BB, TGFBIL af LA 558 FSHA i
HLAH JEDNAS BRI PR A K sz m . [RFF, IGF7E
G0 53200 i i a1 A R 2R T ) 4 e i A 2 [
i A
3.2 ElEYHpEEINaMsiEEFrER

FEM FLAN YD 50 IR R B i R, 99% LA F 1
SRR 4 DT B IX — IR AR, R DRI LLE &
ZHEGY, 1K PRI EAOR T ORI A AR T, H L
FEHLRIIANTE 2 . 50 550996 P BIR 2 NS AN B
S—BrBONR R 25 B BON R P Op i,
JERIEANTE, BURLAN M T2 55 =B BOYBE R 1% A N
T, VTR i 56 4 RS 5 28 DU BRI
WIPAA IR, IRBEATE MR IN; 565 LB BONBE 2L 1]
BORI, JEYH SRR, IEEEARTEER . ER 2 B
BN E W A0, T IR P s R R T
TR AT

EWR4ii RS 7 &M SR, (TR
YEF MR 5E A r. Ak, TURNERZEPOR]H e
B 20 (DTS A ME P DK BR B 5 1 4 it 2R 475 S
TH R, JE 2 et SR AN MR &5 22 A8 4k, g
AR S e BTG, P A bR G ICD3 1 E & I
EARM, G5 RORIL, TEIEH BPELF, R R, IEH P
TR L JE R A 85 0 9 v ke ) 1) 15 A i, (ELB R R
MY R R EAT, B9 S S 0, Som T B R AN
YNYE A 2R, 1X 55 PN B 40 R S R . A4 R R
S0 AN GE I PR I N G, B S K AR IR BE AN
kit . XML R TIN5, RONDTAL B AN 2>
SR HA L I R S, 3X T RE S 1 R S
F2 G0 RS SR PR RS [R) L 2PN 5 g4 B 2 ] 1) S
R, X ek FR A, A TR 4 R O AL A 52
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H A OB E TS, TR B ORI, KRS
T [ ARURE 200 A3 A e 7 s 24 B BT 95 o 56 2 1A SR
SHM AN E AR . AR BR D S5 P8 R P SR TR
7 24 P 7 W 4 B AT T A5 S T I B, 5 A
B VR R T R R A s — A S R T R 4
TR AR I FERUR A0 A, 55— P2 K [ T 4H i, £H
T LA o ) TR P T A 4 A ATMIR -1 9 8 S B2
P, B N E RN ARET. e BRI AN IR S 5 1A
B AR TR 20 B ) R R AR . A, B2
FEAE T ORI B O b, DAY B B0 T () R0ORL 48 M %
R Fr o IX PR W 2 A BRI — AR AE, ELE
LR 3 . E R SR BRI, 1R/ REE B B R
YRR, IXEegh BB, GNIE N R A AR A 50 1)
B A IR R B B i s EEAEM, U
A& OV B FERST . BN I CD44 & —Fh
TWRZAR, Z 5T . MIYAKESEPHT
FOR I, FRIECDAAN G40 B AR P 35 01 6 A 84 1)
=B BAR N ORI, R BRI b AR =
22 DU B E W 4 B2 N PRI S, AN R
1K [P CDAARE 5 FLIR Sk, T B4 175 14 78 56 DU B B
FRURIE N, 7628 M BOA B K. B, 2=
B E VR4 fRCD44 5 [ 13 N5 £ 5 FLE 6 CD44
PRSI TRE S 5 T IE BRI T 0k 40 i o

5105 200 it 7 0 96 P 4B G A ) UK 4 B )2 v
RO, BT AR T4, #0085 55 R 40
A sk A A A AR B B SR, e AT T
RETENR PV PABE IR 7 1 7= A i R EARRARAE . B
A0 B AR A1 P A A B R, REBI 2 TNFa, 7] 35 5 00
L2 R 9 TR DR P A
3.3 ERApaEdN e iEhaER

FEM LB, O S HE BRI AR A 55 4R O A 5P
TELRHZRAN O BEAH 55 N i R I LB
B 5 90 I N ARG, B KB L 5k AR R A5
FHIE o FEARPE RIS 5 3 R K SR HE IR A i R
LRI == = R 5% O =9 B
B, R B ORI A RN, SORE A T AT A AR E
=0 BBk, 4. I /NSOR AR RN 22 R4
JH PR R B S HE R R G . I S PR AN
K 55 P B g i R 4 i A 3 o I R OR, I TR
MR EA

510k 2 o B B a1 B AR gk IR, e ATIAE
HEON AT RS N B2 IR V0 N R 2 I B G 2, X Fh 5

ERIGIN O] B A R AR A R PR AR R R R, 45
1, LH/hCGF -5 K SR AT BRI it MCP-1 mRNA
(2K o FH 0 R O AT K B B S5 R 19 55
LHJG B0 5P BRH o g &=, HH SRR 25 58 N IR it
AAFE 5 /) B, DN 53 B R A TT R AICHE B 2, I 422 e
S A FE S ) 3 R, 3% B G P A A B Ak (R HE D
B BN H e HEEH . B VRN Re U8 ROk E Al
Jo K7, S RIL-1BAITNFa, 7670 i FE A R 3 &
B FEEAIN A mi, O S AIL-1B7KF1E 0, )4k
AN EEVE DN B 77 5 R R INIL- 1B AT EOK 8RS 1
HEGY, 78 BHIL-12 4K 35 PUFFI(IL-1 receptor antagonist,
IL-1IRA) A HIHMAR A HEDE . EAh, — %A & (nitric ox-
ide, NO)ZIL-12 & A F i F Z A o, Wl R 3 /)
S B EEHE IR ZRUE B S5 4b, R 259040 FIL-NAME
FIHINORY = A, 7 el /b 51 5L 5 40 i 2502 A HE DR 26
TNF-a mRNARIEE ) 354 5 25 AT O L] 5T Y
(1) 5 W 20 B RE 20 B, ] O U K SR BN S P LH S 3
BIFEDN, FF5 AR 2055 77 B HE IR TR B ORI kO
YT R = AR B R, A R JE 4 RS T TNF o
JE s SRR B A R T, ATt IRV R R

TEHFGRHT, OF U T 7 AR 1) E 1 T HE O I
O LRI 0 Y B 1 o A 22 OC HL L, G R i g/l
PE A T B IR 32 2006 W4 AN R 2
FEAE — R B REE B i i AT SR8 BR Jod £ 1 1) B A,
HEGF H G A R R 1 B R A L AE R 3 A 55 40 WA B
B 23 WA TR 5T B I s e R R AR R KRG 5,
Mk 200 77 A R 2 3 Il B0 RN B T O SR,
S INTHE A R HEOR . BEAN, A i IR S YItPAFTuPA
RUE SR B R/ B2 Y IR OP Bt . 2 A4 S AL Bl
4(proprotein convertase 4, PC4)5E {7 T /N iR 9P E 11
I A AR 200 R, T X A i A 2 i R
A BRPCAEE DR /I BRI H B 1 A B/ . B 40 ik
R AT B0/, 2 W B9 S I 4 i 2 1 R A
PEAETE e ) 2 (AR AE LSRR 2R

4 EIEEEINERRFPHMER

5k 240 i 52 e B SR D e 1) 22 A D THL, IR 32 3B
R AR R B S RO R I, Sl AT
R E AR A B R AR AT A S s T L
HLINGERERS, QP # 5 %8 (premature ovarian failure,
POF)F1 £ 2& G 1225 1iF (polycystic ovary syndrome,
PCOS).
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4.1 IEERRE

POF# & CA—Fh LGN S DN RE 45 (£ F140 % i
B AR O RRAE B 25 A AE, A B2 1% £ PERY,
POF & & R UUAMMES R, LHIN SIS, £ 5
T OLR, KB AFLE & PP A0 MY G 2 R B R FHHLA 1
RYURAE N Bl R ARIC Y, RI—L H & G
i B R T IR0 PR 3, BA B B S sk
fa. BEAb, B 5 % P POF 5 CDSFH 1 T4H i B &
W%, fEIEH NOPE R, BN /R EMHC 1128
BHE, S0RE M i 52 A 1, 10 POF £ 3 kL 41 it Hh % ik
FEAEMHC 11284y 1 B Kk, R IPOF 1] fig 5 ROk 41
FIMHC TEE$T 5 R IEH o0, 7] DL 40 B A1 IFNy f4&
AN R 75 R A0 L RAR X — B R, kAT I, B
EY G A [ 40 3R T b A S R B A Bh T
BAVE P B e 23l 2 gt AT IS W, 54h, B
Wik 24 0 % L 43l = A B S 905w (00 D) D e v AN
A, TR B R 2 0 TR A O S A P 1
TRINRE, B8 EATEAR P IPE I S L
42 ZEINRLEZEE

PCOS/& -4 L P 55 L R 3% R LA 0, Ak
THA 5%~10%I1) 2 PEFEAE & W 32 )5 52 352 e,
PCOS T # G HEG, Mz A= & e/, (H'e & —Fh
Z RGN, SRS RO mEIE. BRI
AERE. MRS R ME. 2 BE. BT T 5 A R
R I N AT I8 pCOS I3 R MR
& JRE, CIRBLEE FAKCE At F 197 ik, 1
Hh FE KA I H T2 EPCOSTE IR, X3t — B iE A
HAS 5 7% 61k, 57— MRy rPCOSIH T ik
BRI, W EFBINERMI. BOLH;
FL 2> 5 50 G 400 R AR L 4 B RN, FE O i
SR RNER B, A THEON . Fl s AR5 K, 8
JTPCOSH A LI 251 52 uw R 3 25400 — FOBUNAN
i1 1% 2| B (PPARY 32 AR 3 5 71)) 14, PPARYHC A R H:
TE R 7 44 6 H 1 Pl % 2% UM T e )2 R, BT
HAE B W AH L AR FE SR ORI R AE . fEPCOS &
i, ZHXUINGEST AU R 7 PCOSEE R & 2
U, T HLIE BRA T 2ORE SR (AC I R 2 1 7K T
@T%)[B_M’”_lglo

SRV 18 R B RO TS 2 1 41 i R A A
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