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Abstract: The major reproductive diseases are a group of disorders, which seriously affect reproductive health and
have a high clinical and genetic heterogeneity. Polycystic ovary syndrome (PCOS) and premature ovarian failure
(POF) characterized by menstrual and ovulation disorders and infertility, are the most common reproductive

diseases for women. Genetic factors play an important role in the development of these diseases. In recent years,
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Chinese researchers have made significant achievements in the genetic etiology study of the reproductive diseases

based on high-throughput technologies, such as genome-wide association study (GWAS) and the whole exome
sequencing (WES). Through the first GWAS in sporadic PCOS and POF patients and the WES in POF pedigrees,
we identified a lot of genetic susceptibility loci for both of the two diseases. Although these loci provide clues for

etiology study, how to illustrate the pathogenesis of them and make translational application in disease diagnosis

and treatment will be the next challenge. Here we make a brief description of the research progress on molecular

mechanisms of the major reproductive diseases.
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PURAE SRS YN . IR e g e aE . TAE
JE 738 K S5 R 3™ E s e 2 P AR A AR R, Btk g
(1) 51 58 1)) BE S FOAN Z00E 56 — RV B R AR BE R
FSCOA A ERVE IR 23 3 T AR o st 57 T A 4 2R
ANZERE WG TN A VR T P98 A0 o i L5 99 38 =K
. 2015 FEREAZLAE KA TS Bow,
NEREMRIFR O HIE 15%, HEIHAKT &
Heteias, Hod iR b 40%. Bk, &
I P A B R R T T I 2 5 KPR

PE R AR B KT, G AR N DR 21
e NRAFER R R EE A, B 21 e
DLk, ARBE PR 2 R AT SIS T — R AR H (1)
Bk, wshPvilE. TR, NAEREESANRE
HRFNL . SR, IXLERIR K2 Mok HEERE T A
XK, FEFHRENEES KE SR Z R
GUR NI FL . Dol 2 R B K 7oKk, fil gk
B FGKE R, ARG AETERE R IR R
g P, (B AP R IR EE A K R R
P EE (2006—2020 4F )Y W KB HAEH”
R TR, EEEMB AL RS2, A
AR B Dy R A2 AR LA Dy B SR Fe i, DASEEIL
AT S R B RFE IS R AR GHT, AT
I3 F T AS IR R 45 U

BB RV K B/ AR R G — R
W, ARERINAZ (F ) AE. HPatkw Lag®E
KA GRG0 £ 2 2 FE 00 SR SR AN P 51 5L
o B EA L FERE S, R R AR K
IR T R AENLHIASIA | 1AL FIAEE R 2B AR A
I ARG ST Bk = MR R A RS . FIR, &
P X AR, B MEZERBR. R,
RTEGH [ BRI L], AR R .

1 ZEIPELZZSE(polycystic ovary syndrome,
PCOS)

LRIV AN AR 2, DR/

TCHEOE . SRR R A O S 2 FERE AR O 3 BERHAE 1)
P43 e A B Th e B RS MR . LSRG PR B
Rz, AGMRERME. 28, HE. IS,
H T PCOS [l R R Y B2 A % B2 = i 4, PCOS 11
CWRHE A G —, 0T H R RS % 7
B #5125 R BITR N, PCOS [2 b e 3%
AR T, 2011 4, HILARKEWMIRE LA
k, BEEEZFAE L, T REEASHE T,
#l5E 7 PCOS 1Tk iz rirdE ¥, #Ezh T & E PCOS
VO SIT FERE . H TR b v St TR ke,
Z RE IR REAZ, HEEKK PCOS &
FNTE, LAY B v ik = 5 0T A o 1 KRR I
1T TRl Jepi it st R, FE PCOS (1
MR I 5.61%Y, ERPAMITMAEFTERSH
B EoR, 2012 R E OIS F R A ik 2.5 12,
i b #E 5 PCOS ) 2 K& i 1 400 5+ [ 22 %
PCOS A s Ve A5l T RE, T BBk R £ 11
PEAE B2 2T Fe R W], PCOS 55— R 51 520 i B (1) 5
REIREVIRR . TR, FiHH PCOS B
NEBE KA 2 Ik 40%~50%, AR 45 & F ik
24.9%, 1 H PCOS M35 & 1F K FERE. AR SR f
FEAR B9 Bk PCOS fE &b, HIEH ABELLEL,
PCOS 3 K AR B 2Pt 2 BUBERIG . & L%
T U i ML 2 9 553 4 R 1) RS S 35 1 i, HL
KR S SRS 42 )5 Y, Kk, PCOS G
TR, O R A s, Bt S
o BRE AR R 2E A P o i AR i

HAl, 23908256 1F /9% R v oA 58 4 B A
SR TN, B RIS R R BA A 2 S 80%
PR R R DR O R, WA RO IR B A £
F4 PCOS MIBURIR IR, flbT Hor 7 R AENLH —E
R AZSUIR T . PCOS B I B R It B4
W%, KAWF K, PCOS K Hilk A% St H
KR 2B MEMERNES, E85 9ER
R R AR B E m T — N, PCOS KA
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SR, HAEEES KK PCOS B 243 /& 24%
H32%, dmm A Y T X 24 3 100
AN XU T 2 & BN, SRR, PCOS
R REEIE 0.72, PG 038, Hnibife
DR R R 1B R AR ki B G A . @ i X PCOS
KR KA T KB, ot R R £ L
PCOS. HMERGMI Z LR AR, RIWHHE
o i R A AL RFAE . (2 H ATIRAT R 220 AN
N PCOS s AL A5 = AT i Ll e B Ad Ry = 1) 38 A4 A5
KEES, HAFFE I 0 SR, 1%
] RE R M gt R B 2 FE R AR A . BRI, R
2 I T8 MK R TL, 0 I B sk ik R 0%
WRHI 9T, DA 4K 30950 1) X S B0 B& (K. PCOS
i 35 35 DR BIF 72 308 5 A& £E PCOS B A3 75 H 28 PR 051,
WR S RIRPT @GRS b, Ay b
A REAH OC 0 5 R g AT R PE 20 M. L ARIE 1) 1 ik
R WU BOHE B ER A ORI AE F B B R (CYPLIA,
CYPI74. CYP21 %5 ). JiE & & #KPuAH K HE A (INS.
INSR. IRS-1%). M40 M R 7 A 5% 2L R (TNF.
INFR. IL6 %), 14581k, C4 &I 100 24 PCOS
IR, (Hi TR WM. FEAR. G
BESE I A, A 3 AR 21z 563 1,

AR, BEE NSRRI TRIM e, N
[R] 2H B Ak PR ) 100 S it B v 3 R L TR R R
HI RN, 43k R ZH R HRHIT 7T (genome-wide association
study, GWAS) JJy i FILAN 4 72 5 i N VR il 52
I MR A I 8 AR AR e R I T O 2R
GWAS S o B N 28 4= 3[R 415 Bl Y IR B L e T3 1
SNPs Jbric, 78 RFEA & 00 G i ik 5 95
IR B PEIRAE D ML i, SRS FE S, N AT 56
UE, B E A SNP A7 5. 5 DUAE 1% 1% 3
DRI SR B 7 AT SR I AN R « 58, GWAS AR
BRI 1 R 70 4 o) Y ) B A BB A SR A A R
SRR o 1) R DN B R S A GG 5 IR, GWAS
BELAERFEARE . A i 4 S50 LR ST BN
FHISUE AT |, Re 0 A Rt il B BH 1 45 R 1) R AR
MR, BB S R m Pt ST &t 7T e,
GWAS X & 30 5 2 5 3 1) o R0 DR LA AR R A 25
B BT AR 2 R T B0 3 IR B A
2011 5, GWAS B IRAE PCOS Sk S AN, KL
T =5 PCOS W AHIK 55 B X 38, 2p16.3 (THADA)+
2p21 (LHCGR) #1 9q33.3 (DENNDI1A)"Y ; B J5 4
KEEA & (4 T 10 480 5] PCOS H # 1 10 489
TR ) TR 28 — 30 GWAS 9T SUR I 8 ST

SIKIX 48, 9922.32 (C9orf3) 11q22.1 (YAPI). 12q13.2
(RAB5B H1 SUOX [a] ). 12ql4.3 (HMGA2). 16q12.1
(TOX3). 19p13.3 (INSR). 20ql13.2 (SUMOIPI) A
2p16.3 (FSHR)™ . H v 2 A 07 45 55 A 58 P9 43 i
(FSHR.LHCGR).*E K K& (YAPD)- e =A% (INSR.
THADA) ZE 5 VI, 1% 88 I A AT 1 PR 3R R
£ 5 5 ) PCOS B R L4t 18 B .

I GWAS HIF 78 R I 11 A Ty B IX I300F B
e R, A% R AE PCOS HF 78 AT M K 52 31| 5%
VEWI, ol DENNDIA. THADA. C9orf3 &%, 4:T1H
e BT I 8T R I By SR R (R A PCOS i K AE K e
HHVE R G I GWAS BHRE AL B . ATEAN ]
NBE (FHEE. AR, K. 2 EARFE X P
WS BB N2 SRR — AN X 3k (9933.3) R, 1%
X s B () £ R ) DENNDIA, % —# 5 DENN
(differentially expressed in normal and neoplastic cells)
2t }J 1, (uDENN., cDENN #1 dDENN) #1 clathrin %%
A GE I ) B 1 ——Connecdennl, T /E N Rab35 1
19, A% i K- (GEF), 5 clathrin J23& B 25 4 2 (AP2)
gt NFHRALT, S5 REEORSERR
i B2 DENNDIA # AN B A, 4y Bl s &
1 009 MEIERR (B A 1. 22 MAMET) A1 559 A4
QAR (FEFA 2. 21 MHMET ) EH. EME
BIXHAET A C R 1 ANE ST BR I 2535,
MEHEICH 33 MR TS, WK, DENNDIA
TESE AL P ELBEA] 5T DA & H295 5 & B iR 40 il &R
EIEER G G A A Rk 5 IR SRR 2 1R
PCOS &% 51 5 51 0 i 4 i o R0k 50 v, R
15 DENNDIA W] 44048 CYP17A1 3K A 2h Tis P,
R FRIE, MR GG, #imi T PCOS
BF P ERERT PN AN, ATHZ X IR 3 A
SNP fi7 5 (rs10818854. 152479106, 1s10986105) 17
B R 5 0 PR 32 R SR K 73 M, R B 152479106 &
OGTT 2 /NI i & AP AR M P, 4R ZIX
BT RE 5 PCOS M3 IR & HIMPUIRESH L, Hrh
(0053 T WL G R B o MRS AR B 1) £ FE 2% SR A
VP2 R SRS, L AN S ARTE PCOS i
A RIBFEANFE R EF A4 G586 Fn Rk
i Y, PCOS M ik W EB R Z AR BY U) 2 7 EL #%
M PCOS B H MM R & AN L E, HEW
PCOS F535 1A A 25k [R] (1) B 7] 22 St vl e S AT e s R B
f— N T ). AUk, BA T R B DENNDIA
TEAFHZAN A KL, H4 DENNDIA £ PCOS
BEHEHAMHLA N S WAERAERRIENINLR,
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HAEARBALR T IEH 2B BRAR R IE5%E. 7L
Ui, X T DENNDIA GXFER] “8r Gy B 1t 5%
T TP, HFESERZERILFSS T, 20
7 % ff1 B T Ji FLAE PCOS K99 H 1 43 T HILHI AT 7L
bt 5 B 98 T B IR ROBR R R Bk N s A B AS W B
A BRI e R L T R LR R R, R
X 1% 5 I X 4t A7 4= JE DR L0 DA S3- 4K 0 IE A B0
PEAR AL R

W FEHTSE DR 1 RIS AL ek IR 14 F R AN g 22
W&, Ebtn FSHR. LHCGR. INSR %5, AR iX B Jk
DR [ AL AR 1 D2 AR 2, H 2 BB 6 2R R AR
RN, FRATTAT LMK IR £ B2 BF 3K oA 4 B R 72
PCOS &N 57 KL 4 L. UL LHCGR
9B, LHCGR 1 11 MG, i fd o i A pl
F /NGBS R ZE, BT G EABKZ
B RS R R SR K, FZEAE Lotk 9ia
JEZANPE. FURIIAE. BFEAMERA b RIE, 25
HEBR A R L HE I A B fE . LHCGR R 4E R
W LH ER, SIRAEMCHER. I
PIAE, 2 [EREFE %3 KA R 2 H RT3 7T,
PAET — RIRE . EEAFKT L, Comim £ PV
KB PCOS & # i #4141 LHCGR R Ii& F+ & 5 1
RNA /K*F, Troppmann & P 8 55 & BN ki 4
Jfl ¥ LHCGR % miR-513a-3p B % if§ ¥ ; 7£ DNA
RSP B, BR BAAE RIE 9 SNP A7 AT 2 B BF 7L 41,
LHCGR A&7 X R4 2= 380 LH /KF 5% T &
SHEAEAE P NRWBIE M, LHCGR 1)
RIEZ B ) )7 X AL ACF IR, AR EH
AT 3 B 78 & B PCOS B8 38 41 i 1 A 350k 2 i Py
LHCGR 38T X 2 IUCH SR Y, Zhu 2 &
F DHT #4 £ (1) PCOS /)> RAR B4 (1 51 S ot H B T
LHCGR Ja sh ¥ X F AL E R K. LA S HE,
FoAt g i HE R 7E PCOS A (14 LI il LLS %
HANIHFFT RS, M DNA 3 RNA 35 [ 5 H 3%
ML, BRI 5 R S5 5 O R T 2D .

Bk T REFEAR G IhRERT AN, B X GWAS K
TR KR 1A% A8 A 5 (SNP) BEATER AT SN I
GWAS IR — KBk 76 4T H AR R A 53
1M H oK #B 73 SNP AT 4E 4 b5 X B 15 %L T, SNP ]
H & D) Ret 78 7% B o R A5 B2, R4
AR N A SZIG FEAT B8 IE . B i Cowper-Sallari 2 P
SEARAAE I O 2 R SE DR 4 25 0 35 [R] R 45
55, TR Hee I A A 2 56 IF S 7L i s 26 o 5 Je ik
[K TOX3 N FIXH 14 SNP (rs4784227) v LLE %

oM S S S AT FOXAL 454, S8 ToX3 %
H#IEZ . Smemo %5 BT 7RI 78 JEPES<HE SNP I
K, FTO X1 SNP A s 7] DLz B 25 4% TRX3 &
I RIE, Z 5N KERKE. BEIR SNP Uik
WFFC e — e, (HAE DL B SO ERATTIR L T 25,
FEAG Bl BRI 20, f# b SNP [ D) R84 2 N
— A FER. FEIRKR L, SNP & S BNk % R ) 32 2
SRRz —, ARIE R SNP @ H 5 N [\ (IR IR 22
RUAHOREK . T JE DAY 5 R B SCBR Al I, AE
PCOS # # 1, 1513429458 (THADA) 5 = LH. &
T Z M i iE LDL KA ¢, rs4385527 (Corf3)
5 PCOS B = KIGPRFEA (Fh &/ ToHER iR
PCO) 43 5 B A7 55 3 M a7 M ok B2, I s Ay
JFEER I D REA L AG R T7 0], (RN A I PR A AL
BITIRME S,

PCOS 153 FHLEI W T AT E T . AR
DA RN SNP DiRe ) [RIy, MG AR = B RE, &
B T 2 B AR ME RIS R A AR g 47 25 R & 4y
Br, Rl 2 BERERAARFHNANREFEE, SH5%
FASF AL, 34T S5 BE SNP £ i 5 56 R 2254 1) AH
KM, FEUESLIr T RS WibsitE . 72 LA
b, #AL PCOS RS PR, 5% ) SEIR 15
R HITRRT, JCH PCOS HAREMITRS, A I
R R A, B S MERRE HEIRTT, IR
25, e o e, BRISHh BT .

2 DPE R Z (premature ovarian failure, POF)

B S5 T W B L i LT AR B P G AR
Z—, BFEA PG AL, EHELALKTERER
PERRIE (FSH > 40 TU/L). MEBGE B = 26 4 40 W4 53
WA E B WA 2T, TE RS 4
LRI . KE POF MIRAERL N 1%2%, &
K #3200 75 BRIk, 1 A RS LA
FEXFFVU 7 SN (M2 36 5 ) REE/RAETW AN
B (B2 ER 342 %), E POF ¥ KR FMEH
ERL, PHIMIZERRA 298 8, KEATEEE
NFhZ 5 I8 FR IR LA 5<. POF B3 i1 T MEB R K
ARG, FAER B R, W BRSO L
PR, TPYHGBRIER AL L%, Fik POF
7% 5 R0 BB (0 AR i R T

L PCOS MIm PR i B 57 i AN [F], POF
FUUN I S M. B AT S 4RIE [ POF
HAE GRS, RERAE, AaaERER. &
TRPE R RS, b B Gy 1 DR 3% A0 S YR IR 31 4%
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AR, A% R AR FEAOR H 7 T LT 5L 47

5 10% fit, BAERE Y 20%~25%, HEEULE
(&R RS, JBRF RN POF M, IR 1
Rl s & BNV R E, S EG Aot
AN BRI SRR BT B R . ONE P B IR e 4
AN FRE . IR TR . [ Se IR AE Ak
Beee 15 R G YRRV I P R O& 42, BRI IS AL B A2 A
1k POF 52593 IR 7 (¥ 32 2y ) 90

Yeta R % . AR IE POF B b Y o4k S
)R AR LN 8.8%, Mo 1 S Yo 44 St 5 475 1o (1)
3T, — 7 A BT RATTERZR POF [R19505 &) I X 3
F— WA R T AE A E A BT R E R
ABRS M. AREBY G POF ek 1% 58 541 &
PL™, R E POF B H A 7 W KA F N 12.1%,
Hp R R PEME BE R R E R (214%) BE 5
Tak R YEH 4 B (10.6%), R IEKRIEHS B
PIEAE R B B 2 . e th ik i A Qe g S
WA AR R, b X ik R RO I,
5T e AR R 1 93.7% o X QiR KE (Xq)
2 E BN OF S DR 4ERE X 3k, Xq B2 A X
Xq26-28 (POF-1) 1 Xq13.3-21.1 (POF-2) [#] it 2k &
AR, MR AL T X B L K AT RE 5 POF
R A IR e B,

SN RAS . H AT 2R POF SU5 45 K 3= ok
TR A X Sl P R S At A B S 56 BIF A BT Rk B L B
VR B AHICEER L N 23 T /i A G 325 DR RN 52 ) B0 5
DI RE R 2 M A /R AL R A DG HE R & . L ARiE
) POF figife 5 K A5 H A, (HRAR IR B DIReh
F LA FMRI. NR5A1. FST. BMPI15. NOBOX.
FIGLA %5 /D HULA SR W20, K28R ik 3 N 5
POF [ AH I A 15 B 72 /X B DNA 7 51 o 48 i B
Sk Z AE LS I fEAT . FRATIN 2003 452 X #i Ak PR
POF & # AT it BRI RAZ M &, KIIFEIIE T
¥:5%[AF NOBOX. FIGLA. SOHLHI. SOHLH2. WTI,
NRSAIP % 3 []] 9¢ 48 55 POF 1 M1 5% ¥, It
NOBOX 1 FIGLA %y 7 # OMIM Y& 5% 25 POF-5 Al
POF-6 JE K. th4h, HEBR T LHXS. NANOS3. FMRI,
PTEN P S 5L [R5 ot [ Ui POF HAH G PE, IE 5K
1 POF S0 5 [R] ) i [) 22 5

bE & m il SRR R R, il B A 2k DR AH G K
70 (GWAS). #2 N E4F 57 (copy number variations,
CNV) 1442 74 M 7 (whole exome sequencing,
WES) &5 4H 2 H R - #R TR By AL B fig 1% 5 A
P B 2 FU R At T s A T B 2012 4F,
KHEEA POF GWAS W 7015 LA siiits, e T 815

JEIX K 8q22.3, EARRARFEFX, (Hi1%X A7
EWAED OB R, A RAERIL T R
BALHLEILE POF A5 I AE HFE it T4k , oMl
PR R 6 0 52 5k T T O s Y sk A, 7 T
GWAS i #s 1) kAl b, ARBA TR, 7 E A
POF 5 R4 28 FH G 7 i i R BEar B, 45 SR R B
ESRI. BRSKI. HK3 /& POF ] 5 & 3 K, 2R
POF 5 R4 28 B A ML B 1845 15 5%, O~ POF fik ik
SRR R R LEIRT 740 1 5 g 2,

H a7 F POF GWAS HIHF FLAFTEREAR B /N
WEF R BB R IR, ST R 5 &
AL ROME DLAE M ST R AR BH A F R 3R GIE. CNV B
T B BT O EL B R A A A oA, it
FHRAFEFHTEE AN 1 kb DL R F Bk 2k 8 #
5, FH5 POF M5 DU s b . H2
BT A% O R R R E SRThRe s, X DL &
Fr R BLI] CNV 7 £ ()3 A% 1 R 850 1%, T %+ POF
F & 4T WES 6% 78 43 F) FH AHALL () 38 4% 1 S50F0 5K
RNFBX I, R BUR R R SR . IR
TAE, &F|H) POF A [ =2 9P 5L Dy fig %5 34 (1) 5. —
R, B BN G AR R R — 4y,
Perrault ZR A1 /NEGREZEAAE 1 & (BPES]). J6K
PEREIEALT (CDG) ATHUIR 55 IR D) B R (PHP) %5 &
H W RIH A FRLEE (U0 I AL T R4 . Pierce &5 1Y
A1 Meduri £ 3@ i3 % Perrault 25 &4 71 BPES1 4
HBER RIFAT RIS E TP, KL LARS2 H
FOXL2 3£ K 584 5 POF % UM %, HEH T446
TETEBR R B G 2, 25 5 V8 A 55 5L 1 1) POF
PRI, B —FRA POF K RiZHi K N POF it
R E R % . B B RERMAREER S
5 [ IG W K G AE, ik i B U POF K & ik
17T WES, KILT HFMI 3K 5 454984 5 POF
YIS BJE, BTN R I S 45 E 1) POF
FKETFESERIL T STAG3. MCMS8 Kl MCM9 & [A]
GRAR TV, AR A AE AR S A I A [ I
% POF 5 21 R | CSB-PGBD3" 1 MSHS %=
Rl AR (B 15973 7 10 A&, I b 556 ] 0 2 =5 2L (1)
DNA e 23N, i HFM1. MSHS Fl STAG3
2 5304k DNA i 4% 1 [F) 5 = 4L 72 7', MCeMs
FMCM9 72 DNA SHilRIEE AV EEZR Y,
F DNA WUBE #0318 2 i F2 b R X T, 1 5%
ERHBERT ", CSB-PGBD3 3K R K K5
YIR: A i) DNA i 2 22K, 2 5 %4 DNA 47
1 B AR ERAE E . DNA #0518 = HLH ) o8 5
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PEXS T ON BEAH MR A 2, LR B — s o
AT G R S R YR A I AR S S0, e
UETF)E 7 DNA $i 518 52 3 R Th BE Bk i 72 POF &9
HHIAE AL BT 721 #

ML Z « B T 0B A 7 X 3k 58
WECLASE, B AT SRS X sk ok i 2 .k
Yt X A7 AE AR gm0 RNA. AT AR BY P A7 5. 5%
TE56 75 LR WBEALAE 1 (DNA L, Yo fh i
B ) A ss. KERFAMRRE, ANFRERA
W 97% I W) 02 DR 2 A 1) RNA 731,
£ F5 /N RNAL B SR O/ 57 X, /M % 42 RNA,
PIWI #H H./E F] RNA FlKEEJE S i RNA 25, 3B
fh RNA (ncRNA) & — K HA = Z AV I RE ) RNA
ST, BHYEFIBM. BIEE. T RNA
EMEZEAYERE, CERIVERR . M2 RGER
ORI EAEER . ARSI K IL miR-22-3p 7E
POF 3 [ b ik & B2 K, H5 iM% FSH
AP, $E78 miR-22-3p A HE A Sl Y 5L %
EEMI A48 bR, W H T POF kA4 K & it 2 1 ¥l
WU A T X R AR AN RE AR D UR
WAL R, RIIEER ) neRNA 7E POF & %5 H (11
FH B FEMLHI 2 995 DR 220 55 (108 7 1

H & o m « BEAERE SN S D e 7 ]
f62 5 POF R4, T i Hfl 4%~30% A< %5 7,
POF W 1k A & S Mg, i H &%tk 2 W5
W IR 22 A AE R (AIRE JER 847 ). HOR IR T AE AR
T, Addison’s Jji. ZERGETE T & 2% P, POF B
& Al LA 2 2 M4 90 8 8 & P44 (anti-ovarian
antibody, AOA), {H 21X Ly M4 75 55 H 11 /E FH AL
HHARER . A7 KD POF &35 4 I T e
4 Hf AN B bk 40 P B B i, NKCAH £ B AT 1
FEAIS, $R4ff s e POF & hite 3 — & e 7,
5> POF BEILAEAE H S RN %, HE %
R 5 0 SR 1 B AL H AT AR 2 T

PRIRPEB I FIAEE R 255 « ARk, BHE MBS
R AE T NSRS, ME R AR R
EFE, BT B FRERIT RS U oY 8
Dheeti it G %4, LHZ SR 4%, nTllsg
Wi B YEL R B R, I OV RE s, 5 BU% AT 4
PRI G M. Kk, 45&293 N4
S0 EIE /N 25 o — TR B AT S Al
BN T (EL&E. BT 2 HRA
IR TSR ) KA 2 7 DL R IBER ) FH 55 # PT e 3
I POF {J A AU B2

Wi BRI, POF & Higtfe. SRR 23
[ 4 F 51 2 B A i ™o i R v B S T
NECHE TN T R . (HA2, BEE mEESORKIA
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