— 12 — BEXRERKFFIR 2024 £5 49 5% 1 8 (Journal of Chongging Medical University 2024.Vol.49 No.1 )

Sk
At & D Y LoV & ) BT A AR GE s R E S i

REME, M R, REL
CEMRAE— BB AT Pl MR — I PR B2, HER A AR PR S IR T AT S5 %, M 730000)

DOI:10.13406/j.cnki.cyxb.003405

(4 Z)4eAR D 2SRRI E B 23R8 AR R D SR D Z RS SRR N B SRR, 2 5 RAE AT
e AN R T AF 2 RS S . dEAE R DX I B MR LA A TR N AR SRR e R D Bk S 2
O SRZ5 3 T I R AT G 5 b FELE A= 3R D X B BJy B SR 08 - JUURE 1 A IS R R B SR A T RS RN R R DK
FGIRINSZAE S R WA —E . AR DB Z R — A ERAIE T A R, 5 PN SEAE AR 3R D, A 4 TR Lo E SR AR
(R 8IR 4L R D O SLAt 2 s A2 . 2900 SER A s OF SL R s B VR 18 PRS00 5 O SRL058 + (AOP 520G

(hESZES]RTII [TEkFREAD A (We#s B #3]2023-05-16

Research advances in the role of vitamin D in female fertility and

reproductive system diseases
Zhang Aiping ,Yang Xia,Zhang Xuehong
(The Assisted Reproductive Medicine Center of The First Hospital of Lanzhou University ,
The First Clinical Medical College of Lanzhou University , Key Laboratory for Reproductive
Medicine and Embryo of Gansu Province)
[Abstract] Vitamin D receptor (VDR) is widely expressed in female reproductive organs, and vitamin D binds with VDR to regulate
bone and calcium homeostasis and participate in various signaling pathways such as inflammation , cell-mediated immunity, cell cycle,
and apoptosis inside the body. Vitamin D regulates follicular development, ovarian reserve , and endometrial receptivity , and vitamin D
deficiency is associated with the pathological process of polycystic ovary syndrome. Vitamin D supplementation is of great significance
in preventing premature ovarian failure, uterine myoma, endometriosis, and ovarian cancer. The level of vitamin D inside the body is
also associated with the outcome of in vitro fertilization. Vitamin D deficiency is a major public health problem, and reasonable supple-
mentation of vitamin D may help to maintain female reproductive health.
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1,25-(0H),D, [ A= Py 2= 30 W A HE R 4l 55 R LR 41 2 F
WA, VDRZEFFRZEM, & T I E MR/ AR IR Z 1K
G 3 VDR MR e 5 IR 7, REAETATT Z2 R 1N 23 WA FN 20
M fE , AL FREE A0 LRk 48 P 1k = BE-VDR JE AL
BEY %8 A Y S BT EE X 32K (retinoid X receptor,
RXR)JE IS I K, 5 # AL B A% T OF 5484 K D
J W IGA4: (vitamin D response elements, VDRE) 454, 175 5 4%
ST Yy B A G P R 52 AT R R Rk . AR
1B VDR A5 A S DR 20 rp iy B PR et 3961, FEARJE R 4
iR, B AL =R S AR Y VDR 254, sl R S s
J W 2 [ B 45 A FE 1 (membrane—associated rapid response
steroidbinding protein, MARRS) 45 &, il i B5 IG5 5 7 F-5 ik
BUR Z A0 2 LA B 3G 26 Sr AL RN RE G 181, X Fh b A 1
SE BN AR PR A s, A I IGHR A AN M

2 VDELXHEEAH

2.1 VD59 4k & a9

Y SR A5 A B S R BRI A AR R b, A R
L PEHEONRE J) PR I RE ) S A TR RE R P Lo E
HRE M —AFHERbR . IR b — i AR B v 2R R
(follicle—stimulating hormone , FSH ) CEMEIR A (antral fol-
licle counting, AFC) YU ¥ 4 # & (anti-Miillerian hor-
mone , AMH) K 3FAl B HL45 45 . AMH B THALAERK R FZ
TERERR I, H IS PRI s R/ D B DT V6L 0 R 200 B A
HAZH 2 52 m . AMH A0 500 59 9 1 248 | Ul 2% 1
ML P BIFIZET , AT 4E4R¢ 0 S0 45

WEFE & B0, AMH 25 19 )3 8l 7 f1 VDRE, #2785 VD, 3%
W) AMH & PR (% 32 35 , VD, 7T LIl 5 300G AMH 35 B o )
VDRE 5411 AMH f977 4=, S50 5P L4541, Wojtusik 25044
AN 3R K IR VD FEARAY 3~5 mm Fl 6~8 mum B 00k 41 i [
AMH mRNA #3835, I H 2 ) d AH G MR A, AELXT 2 20 B 3g
TR M h FSHR mRNA 1) 22 35 40 i 04 78 2445 i 2 (1 42
HEAERT o VDR a1 /N BRI IR 5 2 M i 3R P T MR Ty
ARIR | FSH 7K i 101 e 38 2% /KA, IR SF 9 VD, 5 2%
Bk VEBN I REAN 2 56 IRE T ANTE VD, BE G U0 IS
JiRnA R VAR ORI B2 F1 P AT VD, iR SR B i
TE 25 R 519 30 40 6 A B s ¥ (N AR B 422 . P S I AT IS R ) LA %
I S2R K, Merhi ZO A5 4R3E 1 VD, /K F-5 AMH #¢
354 LR Lt BEAEAE S AR 56 72 40 & LU Ik rp it
HHIEAHIC o Jukic AMZ A8 BE Bk £ AR SRR X 1Y) 527 44
30~49 % B4 ZFiT iz, IR FSH 5 VD, &2 54156 , 25-(0H)
D, 4 B 10 ng/mL, JR FSH A% 14%. Arefi S 251 5T 3%
B, P EEAR VD KSF T BES VD B B IR SAE fm D A K .
Bacanakgil BH 55"/ AL A W 18T 9F 5 P 40 A B9 52 i 45 9 R

H VD, Z 5 AR 1042 62 45 , 472 VD J5 FSH i 2% FEAIR
#MFE VD R B LA A AR S L PR VD BN R AR Sy B
HLAE A T BRI VD B Z AN BE AT I . A
IR AR B Karimi EVRZERE AT K, T /D4
AR 2 1 vh VD B A 4 b 1 ) 22 B AT I 3 R HK .
Moridi 1520 A 24 IR 52 1 ZR GE3F (K W1, VD Al AMH 2
[ FR DG ER 52 2%, DRLR G R IR T e M HE RS, 22 2 B 51
ZEAE (polyeystic ovary syndrome, PCOS) I8 #M 38 VD J5 I
T AMH &3 B AL, T JC PCOS 1Y HE P 43 £ #h 58 VD J 175
AMH 2.3 T .
VD Bk Z W] BE -5 B HLAE AT ¢, Xob A FE A RR AT T A Y

R, HEA R DA AMH 7K 22 0] SCHEA 22 55, 7] fig S5 A
FER G S AT G, AR IR o 2k — 2 AT
22 VDESpEAH

FLI % F W B B 51 R A L, DGR TR AR DR AT
B4 VDR # FH R IA . #FE 578 VDR A CYP27B1 2K [
RS /DN B B ST BT 2 U 0, I B oS L A = L HE
BRRLAY  IXUESE T VD, X B A AR MR . S 0k B 3 82
R RIS BRI B BE, VDR 72 B0 40 g (granulosa cells, GC)
14 2 34 S 5 B0 96 A% 38 0 i B 00, VS I VD, X GC ] B
VDR 2% [ Bt 20 9715 7 (steroidogenic acute regulatory
protein, StAR ) Fl1 3B-ERHLS i s & %(3B—hydroxysteroid
dehydrogenase, 33—HSD)mRNA £ ik, £ VD Al g &
FEAETD T O B 40 B AN GC, LAl U8 T 3 B9 JEL A4 3 1ok
AL I A K I A A KR

Xu J AFUA SN g e i A 5 AT O TR HEE 5% L Bn Ik
VB (25 pg/mlL) 5 E5 Yk B (100 pg/mlL) B 10,25~(0OH),D,. 1%
700 X B R 0 A A S U B A T R K R R
M, 76 2 31 552 O L 0 5 o ) e E A AL, IR R BRI A K
VD, 5 5L BRI 0 AR RN K 5 0K 20 I 1 48 4 AN O3 Ak
AKX B RS R BRI BOA K.

BP0 A JES T O 960 A0 S T O I v 2 2 ik 25— R AL g AN
V=32 AR, 73 25 i 45 046 519 76 BEAT VD B9 00 T 15 57
i, B VDR mRNA ZKF-FEAE o b 58 VD, Jm , B 37 Bt v
VDR mRNA [ IR A BIR PN 4 7 50 UL 2 K
1112 P URBURE 41 2235 VDR, VD, 7T BB 38 28 1415 41 i 44k
O SRR 48 T SR O R A UM, 240 1 4 v B i AR O
XoF /I BRUTT 0 40 A N 2k L B A0 B R W5 R, VD -
VDRRXR & 4%t i $5 19 VDRE i VD BB 15l , vD, 1%
3% VD,~VDR-RXR & & #/ 55 VDRE (W45 4, Al %t VDR %3k
FEAIE AR, LA SR AR B 5L i P A3 RN 55 40 IR

78 VD, i BEHE R T M BE IR IR T (cameyclic adenosine
monophosph, cAMP) | lff — % (estradiol , E,) F1Z2 i ( progester-
one, P4) 7K, Ak AMH 3Z 44 (anti—-Mullerian hormone recep-
tor, AMHR) Fil FSHR mRNA ik, [R]i, o8 By 8 25 Al
S0 0, 240 [ R Gl 8 A 0 32 4 L PN JB IO RT3 ) LA L v 52
A 7K P05 18 VD 2 5 ZOR AR D RE A 2 R AN A A L £
& =WERR R B A5 S48 5 IR MR MU T, X X
O I A 7 RGN BR A0 A OGS I . Lee CT 45 ILTE
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R g3 HFANIE VD, AT PCOS /)N B A 50k 21 i o 2 A A4
DNA £ DUR A=) % A AR SE Rk I B PTsEA AT i T
PR A 2 P R k02

VD X B 240 0 0 B 24 14 5 T e e e 9
TR T, T BRI A SR IR AR . Nl Y
SRR HEAT R H R N AMITIE , AR RIS TERY 73T
AL o

3 VDEEBERSGER

3.1 VD5 PCOS

PCOS J&5 [ B W4 W Lo P4 P 2 RJCHE I P A2 1 32
BRI . PCOSIEIRFI S B R, FE LA SRS HE
O S5 IR WG 22 DA K P 5 20 AR WU Ry FEACRRAE , W] I
PR N B 5 RAT e 58 S S, R AT
PR BSE S 2 R R 0o I 5 9 56 170 3 1A B RIS s, W 2
W, BT F B PCOS e VD, 7K -3 58 FE A , %6 1 VD, B
Z 5 PCOS Ifi AR 2 [H] A7 7E Bk .
3.1 VD H MR o0 SRk MR AR & PCOS
19 F B Z — . PCOS MR T B4 PE AR 38 Bl &%
(gonadotropin —releasing hormone , GnRH) 43 WA 34 il , It {4 43
W AR A i 2 (luteinizing hormone , LH) SR T} 15 , 38006
R LH/FSH HL T, U990 FSH MU B AR, 40 i (38 P450
J5 A B (CYPI9A L) T Pk 32 , B L A3 2% v MV 32 10 e
Ak, P ECE & I & B A5 1k, AT R 3 B i, R & HE
R FCHEGR™, i % 25 P e A 1 R A2 AR EGE A R R
FEAE R P 1 SZ AR EEVE T I LH S B 76 A 40 it 4 5 B
Tl

HEER R VD KA T LA R I8 CYP19A T A5 Ak
TP R 1) MR (0 5 b, B R e P 1 2 BELLE HE B9 iy
B30 LA 348 T e S S50 O L

il ¥ VD /K F 5 PE & 45 45 Bk 3 (sex hormone—
binding globulin, SHBG) 7K *F- £ IEAHE™, 7688 B B I e Y
PCOS B E M7 VD M5 34~ A IR, & AR R eI R (B 22
) s T A 50 S R ) Wb R

BEATL KT H X6 2% B A 78 8 700 52 VD AN ASORT i 8 B2 T
H. X} SHBG FilJiF 25 1 18 22 35 50 (free androgen index, FAD) "
A AR, PCOS ALK BUANTE VD RERE PCOS 105 &
AT T 1 P B AT o, B v E S R R B IR YT R AR
Karadag C ZE2 % BN 75 VD Al B4 il VD ke = 51 PCOS £ 11
I 5 2 B IR R 0B R KO AR, (B VD 1 Z 19l PCOS
LB AR, A WA VD 5 PCOS (ki 2%
WeFE IG5 . Mesinovic J 2528 — I Wi 1 A 55 & B PCOS &
PEY VD AR 5 R 2 R AT KBk . Lazarova 155
FET VD, i Z B & R ALY PCOS I #h 78 VD, AR
BRI VD, 45 245 R 4 b 25 50 W e 950 2 v 3l v U8 2R o O 1Y)
Il FRAFAE (0 VD, g3 i — B SUICKT LH/FSH e 2 A1 52 i 7K
-, B4, Bakhshalizadeh S 21 [l PCOS /)y FL % 71 & BiL
VD, it ik 455 AMP 75 A 85 H i (AMP-activated protein ki-

nase , AMPK) I 7 JUA7 241 it H i 288 [ A 1o

VD A] LU i Z2 R A2 0 TR h B RERCR , 25 PCOS
B0 R ALH , VD, IRYT i R B PCOS A 35 BRI s AR
HEBW
3.1.2 VD H5BEEEMST  PCOSTL H 60%~80% Hi B
Z YL (insulin resistance, IR) , VD, i i 47 B 40 it VDR
RS 0 i B2 2R 3 A FIRT A R A QI 7 A BRI R
G B IR 1 )5 31 T A VDRE JF 81, VD, 38 0B 2 3 45 WU
G300 B LS R FRIA . VD, X I 3R SO 1 ] 422 52 1 B
TR L P ST (8 9 330 e B R AR AR M ZHEL (LAY
FIRG T ) vl 25 AR A5 5 A% SR e 2 . e Ah, i o 1 ]
A 5 200 B TR 110 77 A4 17 1 00 48 B R I 5 2R 1 SRR

VD, k=2 54 A BT BR A R W A e, — I
LIS AR ST VD, AT REAT B T PCOS JEAF 1Y TR Al
RBEZEGIE™ . Kotsa K FPIRFFE 4R ER ], K2 PCOS ¥
(19 IR AVIERE 5 VD = F{e R R s DA 6. AhEVD
A REICE IR JF B AR L 75 ME R, 2B AL D 4E VD =
PRI 5 R URPE B B GRS . Seyyed Abootorabi M
SR BUAE VD B Z (1 PCOS [ AT VD, 1] e 43 15 1l
B (fasting plasma glucose, FPG) JEEKZE MILIE VD KF. 5
HMUA SR A E WFFE . Ardabili HR S85BF 58 & 3L, #b 72
VD, J&, L3 R 15 3% AT A L e & 2R S ol HOMA -
IRP/RTE

HA R AR, SR PCOS BE AH L, BB E () VD,

KO G AR, 3R W VD, e 2 W RRJE NI BT 8, SR, 3X A
K Z BHIMELLBIRITAL , T ZRAMIE VD, T2 5 R
VEFIIAR G 72,
3.1.3 VD FITNATEM AL 2 2 1 I R R A
724 (advanced glycosylation end product, AGE) 5 2% &
LT S TR R A T AR B 1 7= . R R HT T 0
R BE TR L 7T RE LATEBG 7 U AR R BRI IR P
HAGE. 7£ PCOS B4 T UL E AGE 19 IfiL 3% e B 34 I e &
ATTHE B9 I JSORE A B 6 A i A AR . AGE 2R R 437,
A8 38 5 G G B 1) 200 M D 15 53 B 5 5 S AR D SR O 58
MM F A TG RS2 A S 50ESsw R H . 1l
T M B T S b 28 7 1) 3Z fR (solublereceptor for advanced
glycation end products, sSRAGE) 645 & AGE, [ 11 H X B )
WE .

N BRI BARSMITTE K B AGE TT E-55 PCOS A0
BRI R B 4554 G, AGE R HAZ /R 1E PCOS (& A/ T
AJ DL A b 78 VD, R 98 8554, Irani MAEP 1 RS 45
VD i Z 1) PCOS f 4 FIXS HREH A2 1R VD RYT 8 il J5 2 21
1ML 3% 250H-D, B 34011, PCOS # # AMH ¥ J& .2 F [,
sRAGE 7K F- ] i 4 it , {H7EJE PCOS (9% B4 v, B0 L%
F kR AE

VD, AT LA 5 PCOS H 4 1 DI 45 U [T sk
RIS WA EE G AR & A RN FE R 1Y VD, /KT B TRk
5 PCOS Al AR B B AR DL o



BERERKFZR 2024 £55 49 E5 1 85 (Journal of Chongging Medical University 2024.Vol.49 No.1 )

32 VDL EFR

Bl §5 F. 5 (premature ovarian failure , POF) /& 40 % Z i [H
FI B o e 40 0 B35t % b Ik 55 PR R - B0 B4 o AR R
ISR e . BT POF SEARELHE AT 28 g R M IRV R
I — K F- , DL 3K i AMH R 2 A . X i AT POF
B2 PR BFSE R BT, VD, k2 5 FSH K- 2 A0, % 18 5
VD, T BN A # BR 5 ) AMH & 52, VD, AT BEZS: 5 POF
W& . 75—, Ersoy E 852014 45 7% + H L) — T F
FE KB POF F 3 FAAE M 3 3R /KO (725 FSH AT LH KT, fIR e
TEUKE) 5 VD ER A R

VD, B Z A FEPOF Y R M AL A2 hos
Y, IFJEiE— 2L .
3.3 VD5 -FEIA

VIR R A R T T LA B 0 L P A e TP R
T —Fh R . VD Bz BN R T U e e R
o VD ERZAE S T LR A 5 A0 %A G, Sharan 507K
AR RS T VD B % A & 1 WL (human uterine leio-
myoma, HuLM) 4l fiff 120 h, 5% AH L 7 1 mmol/L B} 4]
i HuLM 402 (9 24K 47% , 76 0.1 mmol/L B4 38%. VD
il 20 M9 A1 98 5 8 F 3B (extracellular regulated protein ki-
nases, ERK) (7G 1L, T 5 B I B 40 Jifg 988 —2 3 K (B—cell lym-
phoma-2, BCL-2) . 4il A1 J& 3 &5 ¥ 44 #1434 B 1 (eyelin-
dependent kinase 1, CDK1) | 34 58 41 il #% $i J&L (proliferating
cell nuclear antigen, PCNA ) B9 235 , I 40 ) JL 2% i —0- H 2
% % i} (catechol—O—methyltransferase , COMT) & ik FIl il 7%
Pk o VD i& W] 3 i 41 6 5% Ak AR K B F - B3 (transforming
growth factor— B3, TGF—B3) 1Y 2 ik e Wl /> & WUIRE 1Y) &4F 4
b 5 VD AR LA L, VD FE L 1Y L M 2T 45 (19 B
FAG T BEAR 32967 B LR B9 25 K MR T oK 78 50 W it
A8 24l i A1 5L 5 (extracellular matrix, ECM) B35 585 F1PTFR , VD
MRS Sy 4 i 2 11 (MMP—2 1 MMP-9) 1 3 15 R (1)
WA, 25 ECM MY F%fi#

VD G Z P2 T E U I — D E X R R, VD g
P B U AN AR I T . X R IR I VD TE
JIURE I YR S 7 R A TR
3.4 VD5FE ABRAALE

F B NS AE (endometriosis , EM ) — i I 25 4K H61 1Y
PSR , T T W A 2, MOALREAR AR 2 1 AC TR ME
TEANHL PR A AR NS . EM B R 2,
A AT ARE EM 835 I B b 58 vk 4 PR | s 20
LW 2 B R TN F—oc 840

VDR ZEA B R G012 335K, VD 0 VK L 20 i 94 2 0
JERREE 1 A5 B A 02 58 S5 DR 7 SR A TR AN 20 L AL 1 Y
PR BTG ER R EM ORI VD R G0 2 8] 1] BEAFEIK &R o Miyas-
hita M AR AR SMIFTE R W], 7 H EM A 1L VD 7KF- B i
T X AR EM B . — TG T EM B VD ARG
Meta 43 H7 2755 , 15 %5 HEZH AH L EM AR 9 VD K ELAIR, VD
K5 EM B R AATE U DCHE , VD B2 J2 EM IS TE S
R R, AR 135 61 EM 5 90 X R g, & B

EM 4 VD /K22 FRAT, B VD KR 5 B b i Bl
TR A Ko Baek JCAEIILEEH] EM ™ B R B 5 1 5
BOVD K55G . A FFFEA N M VD 78 EM 5%t
MR R A W B 255 . Delbandi AA ZEWWESE VD 7EAK 4D i
BN A ANAE A EM T 40 Ak B RS o FAR 2 R
Bl . VDIGYT Al SR EM EL T 40 77 A 11-6 1) 5338 %
I AHXF IL-8 B F=AE A A W . VD I8 53 Bel-2 . Bel-
XL A1 VEGF-A £ £ 50 5 F e, #8278 VD 1E EMIGIT A
WTEVE
3.5 VD5 9p

1 S 95 I ARR R L A R PR 2 — 7 R £
. WATHRAIEGT R, 00 S & R 5 2 EE T UVB AR S
SR E, T UVB FR SR Bk & i VD, BT b 75 1, iX 3R]
VD, 2 5008 LG . A I o O B R I VD, R
B AR T X IR, b Ah, VD, KRR T 10 ng/mL 835 19 A 77
RIEGEHF A% 3E 2440 FE VD, i AR U5 XU, VD, =
A RE X HLAZ 28 Mk B R i R P AR R A R, VD, B
Jito o 16 Y T 2 A o 2 4 S 3008 4 8 P (p21 op27 AT
JEV R () 400 T 40 8 5 3 T BE A T G/ M3 4T R 0
5 A ) A DNA 4851475 %5 ] (growth arrest and DNA damage
inducible gene, Gadd45)# ) FR s, 1755 00 S AT,
VD, 30 5 iR a0 A A R N RS o AT R I AN AR Y
AR D AR AR5

H AT TA A VDR 3 5 22 25 1 484 0 9 SR8 1) JRURS: , 57 3 114
FoklI £ 553 3k A L F 45437 B PR 45 1l o 4 22 56182 77 41 119 VDR
[, X P2 AR R VDR 2 (4 1, 25—-(0H),D, 1 0 48 25 3¢
FLA% ST PR IR

VD 7558 §L9 N VR T E B i Z 0058, VD di 3 i 4a i
BB AR 7 TS 988 RE 7 TS 2 B, VD RS T AR
U1 LI £ TS A ST B A b, Hdh = 2 S HUR Y LR
JRURS S8, 45 BN FE 7T RS TR A8 AE I AT SO ik 2 —

4 VDEFENBEEZH

TENEAZHRTENEX R EZGe T, 4 FE
P BRZS Z AR BIIG , 2 IR IG B IR, S BUR IR K

VD, BN XA AT A BB R . HOXA10 2 51 58
T A2 R A 32 B D A AT S RS B O
WAL R IR, e = BRI E AL R IR AN BERE A . AT
F¢ R B VDR S HOXA10 )AL VD 5 VDR i 34
HOXA 10 R 38 % #4 A FIUNE , 25 T P9 S G 8 Bt 2
P B AR AL 2 5 IR IR A i Al

75 VDR FEA BRI B AT AR 2 I 4 7 2 4
PENR I RE R AT , 5 75 Bl 38 AN M AR S I IR R 0E L IE Kk
MFERE AL Rajaei SEYH 1a,25-(0H),D, 4b I E
FH A (repeated implantation failure , RIF) 5 1E % 4 F 1H 4
)4 15 N IR 4 M2 (whole endometrial cells, WEC) 115 [N
5 L 5 40 i (endometrial stromal cells, ESC) , & ¥ 1o, 25—
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(OH),D; N2 40 WEC H 4 jg (H 11977 A= , H IL-8 Fh =i, IL-
81 515 IR AN M v ESC 3458 I [ 8 Fas BE MR AY #3512
T A R F & AR o TL-8 A SRR AE R B RIF 4 1w,
25-(0H),D, /3 1Y IL-8 433 b X)X 28 (A 4, VD, XA
A A TR

5 VDE5HIINSFBERNXR

I AE Sk VD AKX 7 Bl A= 58 4% R (assisted reproductive
technology , ART ) 4% J& (19 5 i Ji o AB BE AT WP R #4US . VD
R Z AR A2 A 2 AR 2 3, B RE PRI ST b ML VD R
5452 IVE RT3 A4S A B I B 290 i 500 B R 40 i
ZHREREEAESE . Antunes SIS & IR VD, e BEAEAS
ZRRESWT TR 25 5w, HCG H B VD, 2H (1 R 5 2 A ifl
T M e A e, $E s AR A IR VD o JEE T B SRR )
SEIFONE, BN 2 AR BRI, Tian M 442017 4E7E
] 14— TR 0T T80 BTS2 AR 318 13 VD, DU 43 7 BGHAT 4328, VD,
IRVt e R 2H 1E 8 2 RS A B, VD KPS RS2 K5 15 141l
PRULARSR 167 3R I . Hayder Xt 218 4 ART LV A4 171 B
BAFI IS 2 BRI VD K15 RS0 32085 i 3 22 8] 47 75 IE.
FHISGPER . —I0UBHXE 100 44 Lo PEHEAT R 168 4~ ART iY77 6 4]
AIBIFSE R IS VD, YR 5 2R 3 5L TEAR G, 155 HeAth B 2
GERTER . WABITEIAN ,UF B HY VD, 78 S bR 22 51 [8] vD
FRPIRZS 5 T LU VD, S HERS o (HR AT —Se b5 BT B Af I
THELINLIR VD /KT 5 IVEF 8558 (A1 G R 20 M it L DR B
20 SR AR NIR BT o ) Z [ ) J 35 00 R

WA, B W5 RWIA 22104 VDR Taql 4507 8 2 350
550 SRR 9 90 A AT, Taql TC/CC B P 9
B I 0 3 5 5 5900 P4, 2 9 B
i,

VD 5 ART 1l RS P 485 Ja (R AH DG i AN B A o e Ah
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