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ZARFR « BARR XK - AR LAHAR - BER EA FRES - LHAK
EERLA - XMK BAR FHAEANA

[HE] BE AR MERER R I5Y7 (androgen deprivation therapy » ADT) i 1) Ji 8 Hh AU 2K - 19 22 55 00 [
oS . J7 3% < [T o0 A7 T 3 20 5 7R 113 XN RS IR [ i R b o R I 3 5 R K24 55 -6 B I e I R SRR 2010 4F 1
H 2020 4 12 AR 342 05 50 I 2B 5 O I IR B2 8L . 35947 ADT 897, I B4 16 51 IR 98 8 3 38 97 w0 iR o7
J& 5 A N R ETE AR R S BT E (PSAD L M L I g LS EE (TO) VH M = B8 (TG) & % J¥ 5 8 1 (HDL-O) K%
e E M (LDL-C) . iF 25 BE Wi B2 (Lp) . 3L MR W6 & i (LDH) | 5 1 9% B2 BF (ALP) L Il 20 % (1 (HGB) | & 5 5 %k
(BMD ZEfb /K047 X BEF 5T . G5 R AW 9N A T 342 91 i5 51 AR 5 28 2 AR 52 i BB 1 5 4F L 3R 97 1T *P 2 PSA /K-
9 47.72(17.93,100. 00) ng/mL,J&¥FIE 1 A JFih PSA KA TR, ST LR E A S %E X P
<C0. 05) A7 /E 1 AN A NI BE ALP K T B 454, NS 3 A FF IR A sl 3, ST 2 R A Sl
X (P<0.05); TC.TG,.LDL-C,Lp,.LDH.BMIZKF 5 1 A H A &S, SIaTnmiRE R A 51t
B (P<0.05); HDL-C.HGB /K FEME 1 NMHIFGA TRHRESR . SRITATHLEZ R A SIT¥ 8 L (P <0.05),
538 Bk ADT Wl A SIS T 7 9 B 98 £ 35 10 PSA 7K o {H by 1 7% 2= 194 1 B T R vsi 38 1T 51 52 1 % . ALP.
LDH .BMI /KT & | I 55 HGB K P BEAR S 4C I 7% .
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Comparison of metabolic markers in prostate cancer patients before and

after androgen deprivation therapy
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Abstract Objective: To investigate the difference of metabolic levels in androgen deprivation therapy (ADT)
for the treatment of prostate cancer. Methods: The clinical data of 342 patients with prostate cancer admitted to
Urology Center of People’s Hospital of Xinjiang Uygur Autonomous Region and Department of Urology of Seventh
Affiliated Hospital of Xinjiang Medical University from January 2010 to December 2020 were retrospectively ana-
lyzed. ADT was performed in all patients with prostate cancer, and the changes of PSA, blood glucose, blood lip-
ids (TC, TG, HDL-C, LLDL-C, Lp), LDH, ALP, HGB and BMI were studied before and 5 years after treat-
ment. Results: The median PSA level before treatment was 47. 72 ng/mL (range: 17. 93—100. 00 ng/mL) , and it
began to decrease 1 month after the treatment. Blood glucose and ALP levels did not change significantly within 1
month of treatment, but there was an increase starting at 3 months, showing statistically significant difference
from the level before treatment (P <C0. 05). TC, TG, LDL-C, Lp, LDH, and BMI increased starting at 1
month. HDL-C and HGB began decreasing at 1 month. The differences in the values for all these metabolic mark-
ers before and after treatment were statistically significant (P<C0. 05). Conclusion: Although ADT effectively re-

duced PSA level in patients with prostate cancer, the resulting hypogonadism can cause metabolic abnormalities,
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such as elevated blood glucose, ALP, LDH, and BMI levels, dyslipidemia, and decreased HGB level. These lev-

els should be monitored to ensure appropriate early intervention.

Key words prostate cancer; androgen deprivation therapy; metabolic disturbance

Hif 1] I 985 (prostate cancer, PCa) J& 5 ¥ b 5%
B UL SEERE (SOR T B BRI , 28R A 7 2 4 B
(R &y 80 % Wyl & HE 78 65 2 UL L SH M) . XFF
PCa 2 Wi (8 T4 B Bt . 5 AR AH X A= £ %5 9924, 15
AN EAE R R 96 %01 HEBLE FIZFIR YT (andro-
gen deprivation therapy s ADT){48R & PCa B &
M FRBRIT R . AW 30 R EEEERE
ol FH B AR A2 B R B 0% &R (luteinizing hormone-
releasing hormone, LHRH) 3# 3h 7 2 3% H1 57 £ 1
S ADT By F 2R K" . LHRH #shil & 78+ b
PCa 4 il i) 52 B AL 7, T3 g A4, SR, T
T V88 3R A R A R 53 I T 2 W R IR 15 3R KT A B
e 5 ZARPUIY R Yo RN XOR B 215 5 1
JI Ty R AR AR A e Bl A 3 R R RN X AR i 2R
BAE Y & TR BAT 1 H R R 2 5 e

T R A o 9 A Y 3G 4 T 3 5 R D DR
IR T B S22 R 0 288 [ P2 38 3R 45 6 Bk 2R 1 PT RE S 3L
ige K55 FEARHT L JE N g 107 18 n RN R U R e
R 2 02 B OF A, A4 R 3R H ol = R
(TG THR i % BE NG 85 11 (HDL) FEAIR L 25 18 1B 7K
TR . TATIE S I R 5T SR IR — U A
R 55 M S ik = 25 S BOR 25 6 AE 1 & 8 DT 4
s i A5 B I UG R R AR I 2R A AE
O BIEAG I S B PR 3R 5 8 5 AP A O, X 28 ADT
HH G 1 A2 Ak 55 00 L 5 XU 14 A7 6

32 ADT 19 55 M 2 4 07 B 4R B 43 0 A R A2
b, 3 25 T BUBRE By RSB B PR LA S0 14
RMPET RGN, SR, 3 26 55 M g ) R MU
AR 1 B AL T 5 1 HL A AN T RN, Bl X
PCa 58 B9 3G 1 . PCa AH I Il 175 A5 325 9 11T 5] B 4 5+
PEGTIR (PSA) (I L i Jig [ I BE (TC) TG &
% ¥ g & 11 C(HDL-C) A% % B g # 11 C (LDL-
O B NG IR (Lp) ] FLIR I & (LDHD | B 14
FR T (ALP) | I 41 8 A (CHGB) /K I A5 FIr 34 i
SEEHARLG 03 A5 & W A v AR R A
FIURE X A 8 B A 5 1o s AR . IiLVE PSA UK
ST DL PCa 55 42 M Bl s PSA ML ALP J2 5%
% 0 o 20 e

W5 W PCa R LA B HY A0 A 2 4
5V b d vy o T I R 2 PCa RS — R
WLEFERN , 7E 2 E SN T, K =452 — ) PCa
BEREZ ML R ADT 75 HIG 97 1 — 3B 4,
#32 ADT 1y PCa H MW TR 2 A RN AEH]
A5 A5 A T 0 R I B 5 R LA B BB BR 9 O il g
Y B XU 3G 0, BT A X 6 R 5 ADT 75 5 09 I A

BWMEREF R, EHS PCa MM AETE A
. Pl 2R ERANGZE8, 55 8HE
P4 B AR R 5 2 KT L R B i L 42 4 E AN
MR, XFCEAERAE =4 T A RT3 2R
B RS R I gRE AR I AT IR B L SR, X S8 AR TR T
B WSS ] Il Y S S E 7 A e N Y L e R N
HIAILEs , I L AT DR R AR 0 LR A 80 i

KT ADT ¥ finaCo il 48 =5 14 KU 1) w] GE AL I 2
G T — SR, (AT SR il = X 3K ol G R 1 T A
i, T REEEA PCa 1Y FEFE T 2k B g LA
AR » R IHG TR 1) 00 A5 B T S S ) S i AR R
DR I AT IR0 JB5E 3 i 2 5 2R IR XN RS R e
FR FCs R RTS8 R B R A 5 L B s B W IR AP EL 2010
1 H—2020 4F 12 H WA MY 342 f] PCa B4 1Y
PREEEL, BT PCa A IR YT TG LG bR 59 PSA 25
JI§ il B | il B ( TC. TG, HDL-C, LDL-C, Lp) . LDH,
ALP HGB DA B AR FEHE X (BMD K-,k PCa AR
S L A B R R
1 &#ERERE
1.1 IR

FEH 2010 4F 1 H—2020 4F 12 A 7E W s 4 &
IR B YA XN R B B 6 R o0 B 58 B2 B R 25 b
R = g 26 PR AR ICIA 1 PCa R 342 Il A9 A
bl : D2 W PCa g B2 W L AT 51 IR MRI, 4 &
HHE PET-CT) ; QW U i (8] 8 1 5 4F I B0 4 1
11 ADT {G97 Hif 52 ; @ A 2 fil i LHRH #0307 ;
@REUE E R B . HEBRPRfE . O BA #
T R KT 14 AT ] 52 95 1) 59 M (B 52 L 2 U 45
@ [F]i252 52 i PR FOR S W 25 IR 97 s O B A%
ZHAh PCa & FiR97; OB 17 F AR L8 07 L
I7 s © FBA WE PR B8 i ILE B BMIZ=>24 kg/m”
1.2 ik

FiA BE 2 AR ADT A7t 5
AELEE 1A HEERE 3 AN 1 IR RES. HAES
LA A IR ARG 3 4 H Wi & PSA . i 4 . i
JI§ (TC., TG. HDL-C, LDL-C. Lp).LDH. ALP,
HGB & BMI K-, Bl 5 4F.
1.3 Sl

K H SPSS 25. 0 i 7 G itsrHr 4 il e it 5 .
T PR B IR A 20 A, DL M (P oy s P o) R IR %
B[] AP 249 KO R 97 A S 22 (8 3 8 IR A 52K IR
7RI B R T C X A RS 16 5 11 808 RGBT R S
FL 3SR B X 1T /Y 5”46 56, 45 9% 98 BHGYT il J5
Fb 85 SR I X 3 B B ARG 86 . LA P <<0. 05 A 2%
RAEGITFEX.



« 584 - I R W R S Bk 2% s %39 %
2 H#R A B, SRR LR ERA SR XL

2.1 IRYTHIE & TR AR AR AL

RITHT AL PSA KR 47.72(17.93,100) ,
WITIE 1A PG PSA B FREBEH. 5167
XA G L (P <<0.05); M4, ALP /K -
WITE 1A H WM B2, NIRI7 e 48 3 A~ A JF

(P<<0.05); TC.TG.LDL-C,Lp.LDH.BMI 7k F
MIGITIE 1A mA S B, 5IRY7 Tt %=
S A G E X (P<<0.05) ; HDL-C.HGB 7K F M
WBITIE 1A TS, 5IRITa 27
A E L (P<<0.05), WE1.E1,

K1 BHERSENTHERE
. T BIT IR
Ei=kN BT HI
1A 34A 64H 914H 1244 1810H 2440H 36 40H 484 H 601AH
PSA/(ng/mL) 47.72 2. 86 0. 30 0.09 0. 06 0. 04 0.03 0.01 0.01 0. 00 0. 00
1t #% / (mmol /L) 4.92 4.90 5.10 5.29 5.39 5.40 5.69 5.95 6.08 6.70 7.10
1L Bg
TC/(mmol/L) 3. 86 4.15 4.49 5.00 5.02 5. 20 5.62 5.90 6. 30 6.90 7.40
TG/ (mmol/L) 0. 85 0. 90 1.10 1.15 1. 30 1.34 1. 50 1. 80 1.94 2.10 2.50
HDL-C/(mmol/L) 1. 30 1. 28 1.13 1.03 1. 00 0.98 0.92 0.92 0. 87 0. 80 0.73
LDL-C/(mmol/L) 2. 30 2.45 2.62 2.90 3.10 3.04 3.19 3. 24 3.33 3. 66 3.99
LP/(mg/L) 76.00 84.00 96.00 100.00 152.90 162.00 170.00 182.00 188.00 168.00 223.00
LDH/(U/L) 184.02 189.00 192.00 203.00 209.47 212.00 221.00 226.00 238.00 257.00 274.00
HGB/(G/L) 139.50 134.00 128.00 132.00 129.00 128.50 128.00 126.00 124.50 120.00 116.50
ALP/(U/L) 65.67 65.50 70. 00 75.00 93. 50 88. 00 99.00 112.00 123.00 134.00 142.12
BMI/(kg/m*) 24.80 25.00 25. 60 26.00 26.06 26.11 26.17 26. 28 26.75 27.00 28. 00
50 28 10F - fnfF ——HDL-C 300 e Lp ——HGB
0 o gl o TC ——-LDL-C ol LDH ---ALP
a0 £ # e
P S 2 x
a.20 E ﬁ 4
10 B-25 T2
O 1 1 1 1 1 1 1 1 1 1 1 24 1 1 1 1 1 1 1 1 1 1 1 0 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1
0 13 6 9 121824364860 0 13 6 9 121824364860 0 13 6 9 121824364860 0 13 6 9 121824364860
a5 E)/ A P& i et i8]/ A BE iR E/ A P& B 8]/ A

a: 3BT BT AR YT G 45 I ] BE X PSA K AR s b 36 97 5 A1 IA 7 )5 45 B 1) B 45 BMI /K E A8 (b 35 e 397 R
HHA YT I 4 i) 18] BE S 2 4 . TC. TG, HDL-C, LDL-C 7K 3 28 4k #4 #%; d . 33 97 8 MDA I7 I 4% B 1A BESF- 45 LPL LDH,

HGB.ALP /KFAEfb e,
1

2.2 [y PSA JRIT TG AR ALK F
VBITHT B PSA KFEIER 16 #l(4.7%) . 7
W 326 1 (95.3%) s MIRIFE 5 1 4~ A iR, PSA

BEUUEHR S ENTLBERE

KOV IR H B BT 7 b A B e #, PSA K =
WERE T A TR ER SRR ER A
il E L (P<<0.05), Wk 2,

2 MmiEPSABITRIEEHKE B9
PSA b adii Uk
11MH 3MH 6 ™A 9MH  124H 184MH 2440H 364H 4841 H 604 H
- 16 199 271 283 291 292 304 313 313 317 313
4.7 (58.2) (79.2) (82.7) (85.1) (85.4) (88.9) (91.5) (91.5) (92.7)  (91.5)
i 326 143 71 59 51 50 38 29 29 25 29
o (95.3)  (41.8) (20.8) (17.3) (14.9 (14.6) (11.1) (8.5 (8.5) (7.3) (8.5)

. PSA IEH EIEH R 0~4 ng/mL,

2.3 AfiL i OB | R G RIS AR A K F
MARIF IR 1A A IFR - MR K 1 D e A B
JIt i LA A 48 e B A s W 7K P fi 9 R L R A R

BT i e AT R AR B 5IRIT AT L 22 R G
B (P<C0.05), I6I7)E 1A A TC K= i
T & A 15 e, TC K A5 R IE 3 Y 88
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F P A BB RITE 3~9 A H TC K
A Y B BT 7 R A L TC ZK S IE 3 Y B
BT i B 1 e R A, TC /K S 88 1 i 3 R e
B4 T B B, (8 3 1R OK SF 2 & TR YT AT TC K
P E5RITHT LR Z R A G # B L (P<<0.05);
MIBITIE 12 4 H I A, TC K% BB G L
WA B AR A 3, TC 7K1 = 19 B8 BT 5 L i A7 1
FERCSRITMEEZRA R I E X (P <

B o L R e SR YT T LR 25 A SRt
B (P<0.05 ., MWIRITIRS 1 A IFiR, HDL-C
IRl AR 9 8  T o B A 3 v R B KR IE R Y
BEF N LAIARBRIOESE ., SIHITM L RERE S
T2EE X (P<<0.05) . MIRIFIESE 1 A~ H P . Lp
AR e 1 8 35 T o L BB e B KR IE Y
BEE LA BRIREREHE 1A Lp K56
ﬁﬁu Fei 22 RIS T2 E L (P >>0. 05) , HAl At 1]

0.05), MIBIFEH 1 > H I, TG.LDL-C KF HLp K ESBIFHM LR E R WA G %E X
P v %) £ 3 B o LG 9 A 3 e e KR TE R B R E (P<<0.05), W% 3,
3 MmEE.MASAFIIEENKE 1%
SR BT i
11H 31 H 6 ™~ H 9MNH 124H 184MH 244H 364MH 481 H 601 H
I
30 25 9 5 3 3 1 5 3 2 0
i g (8.8) (7.3) (2.6) (1.5) (0.9) (0.9) (0.3) (1.5) (0.9) (0.6) ()]
i 258 248 247 243 236 238 216 187 181 134 98
(75.4) (72.5) (72.2) (71. D (69.0) (69.6) (63.2) (54.7) (52.9) (39.2) (28.7)
. 54 69 86 94 103 101 125 150 158 206 244
fri i (15.8) (20.2) (25.1) (27.5) (30. 1) (29.5) (36.5) (43.9) (46.2) (60. 2) (71.3)
i g
TC
FHT 14 2 2 2 2 1 2 0 0 1( 1
4. 1) (0.6) (0.6) (0.6) (0.6) (0. 3) (0.6) 0) 0) (0.3) (0. 3)
e 327 323 339 338 338 319 316 239 184 145 125
(95.6) (94.4) (99. D (98. 8) (98.8) (93.3) 92.4) (69.9) (53.8) (42, 4) (36.5)
. 1 17 1 2 2 22 24 103 158 196 216
i s (0. 3) (5.0) (0. 3) (0.6) (0.6) (6.4) (7.0) (30. 1) (46.2) (57.3) (63.2)
TG
e 318 294 288 280 233 251 228 166 141 130 63
(93.0) (86.0) (84.2) (81.9) (68. 1) (73.4) (66.7) (48.5) 41.2) (38.0) (18.4)
_— 24 48 54 62 109 91 114 176 201 212 279
"R (7.0) (14.0) (15.8) (18. 1 (31.9 (26.6) (33.3) (51.5) (58.8) (62.0) (81.6)
HDL-C
e 141 100 90 78 72 66 49 24 22 2 3
(41.2) (29.2) (26.3) (22.8) (21. D (19.3) (14.3) (7.0) (6.4) (0.6) (0.9)
201 242 252 264 270 276 293 318 320 340 339
% (58.8) (70. 8) (73.7) (77.2) (78.9) (80.7) (85.7) (93.0) (93.6) (99.4) (99. 1
LDL-C
i 329 309 304 288 283 260 208 199 192 122 27
(96.2) (90. 4) (88.9) (84.2) (82.7) (76.0) (60. 8) (58.2) (56. 1) (35.7) (7.9
. 13 33 38 54 59 82 134 143 150 220 315
i (3.8) (9.6) (11. D (15.8) (17.3) (24.0) (39.2) (41.8) (43.9) (64.3) (92. 1)
Lp
T 338 333 331 302 302 295 294 265 235 229 221
(98.8) (97. 4) (96. 8) (88.3) (88.3) (86.3) (86.0) (77.5) (68.7) (67.0) (64.6)
. 4 9 11 40 40 47 48 77 107 113 121
i (1.2) (2.6) (3.2) 11.7) (11.7) (13.7) (14.0) (22.5) (31.3) (33.0) (35.4)

e I IE F ETE B 3. 9~6. 1 mmol/L; TC IE# AFEH 2. 59~6. 47 mmol/L; TG IEH {EMLE F 0~1. 7 mmol/L;
HDL-C IE# {5 H 5 >1. 04 mmol/L; LDL-C IE# fH 75 H & 0~3. 37 mmol/L;Lp IE# {EH L E N 0~300 mg/L,
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2.4 17 LDH.HGB.ALP J&J7 15 28 1k K F
BT 1.3.6 /4 A i LDH 7K F 53R 97 BT i
E BTG X (P >>0.05), KA i} E &5 LDH
K SIEIF AT R 22 538 G it B L (P<C0.05) ,
JF H LDH 7K {5 A1 1E % 19 835 B & b B A [
R B L AP 7o B R 3 BT e BT B R,
BITIE S 1A A R s, HGB KA i 8 35 5
Fb ) A 18 v o B, KT T R RN #8514 JB 3 BT R A

ATHBEHR. SBRTiERESFARITEE X
(P<C0.05), RIFIEE 1A A4 ALP KPR ik
FIVIE H 0Y BBE BIT o A9 e AP 34, 7K 7D = 7 AR
%Fﬁ.ﬁtmﬂﬁi%i% {H%5 3 ~H ALP KFE 5

IRITHT R 22 e g it 2% B L (P >>0. 05) , oAt i)
lﬂlm'ﬁ‘( SIrAMTHE R EZ R HE S IT¥ 8 L (P <
0.05), W% 4,

%4 Ini5 LDH.HGB.ALP BRI K E B %)
W T R
14t~H  34A  64H 94 A 124H 1840H 244H 364MH 484H 604 H
LDH
P 13 9 7 4 3 0 1 0 1 0 0
(3.8) (2.6) (2.0) 1.2 0.9 0 0.3) 0 0.3) ) 0
- 286 296 293 299 242 246 233 219 185 164 106
(83.6) (86.5) (85.7) (87.4) (70.8) (71.9) (68.1) (64.0) (54.1) (48.0) (31.0)
. 43 37 42 39 97 96 108 123 156 178 236
s (12.6)  (10.8) (12.3) (11.4) (28.4) (28.1) (31.6) (36.0) (45.6) (52.0)  (69.0)
HGB
92 131 176 155 173 172 189 214 220 247 270
i (26.9)  (38.3) (51.5) (45.3) (50.6) (50.3) (55.3) (62.6) (64.3) (72.2) (78.9)
i 246 211 166 187 169 170 153 128 122 95 71
" (71.9)  (61.7)  (48.5) (54.7) (49.4)  (49.7) (44.7) (37.4) (35.7) (27.8) (20.8)
. 4 0 0 0 0 0 0 0 0 0 1
it =5
1.2 0 0 ) () 0 0 0 0 0 0.3)
ALP
9 8 6 7 3 3 1 1 1 3 2
il (2.6) (2.3) 1.8 (2.0) 0.9 0.9 0.3) 0.3) 0.3) 0.9 0.6)
- 316 308 315 284 276 261 257 204 194 158 123
(92.4)  (90.1)  (92.1) (83.0) (80.7) (76.3) (75.1) (59.6) (56.7) (46.2)  (36.0)
. 17 26 21 51 63 78 84 137 147 181 217
s (5.0) (7.6) (6.1 (14.9)  (18.4) (22.8) (24.6) (40.1) (43.0) (52.9)  (63.5)

HLDH IE¥EVEE N 120~150 U/L; HGB IEH {EVE Bl F 130~175 G/L; ALP IE# HIEH A 45~125 U/L,

2.5 BMIBSTHIE 21K BMI 53697 H L8 28 S T GE T 2 L (P>>0.05)

MIBIT IG5 1A H IR 8 A s 5 B o L ) HAEES SRR EZRIARITFEE X
A ARG H BMI IE #1985 BT & L ] R A, A B (P<O. 05), W5,
MR A s R BRI RS 1A
*x5 BMIBTHIREEWKAE G GZD)
i BIT R
BMI BT H
1~A 34 eA4H 9MA 124 H 184 A 0 2448 364 H 484 A 604 H
. 19 16 13 2 13 12 2 2 13 13 0
(5.6) 4.7 (3.8 (0.6) (3.8 (3.5) (0.6) (0.6) (3.8) (3.8) 0)
— 89 85 64 78 54 55 60 54 35 29 34
(26.0) (24.9) (18.7) (22.8) (15.8) (16. 1) (17.5) (15.8) (10. 2) (8.5) (9.9
. 234 241 265 262 275 275 280 286 294 300 308
¥ (68.4) (70.5) (77.5) (76.6) (80.4) (80.4) (81.9) (83.6) (86.0) (87.7) (90. D

I BMI IE # {5 h 18.5~23.9 kg/m.
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PCa f& Wk 35 B P b d i DL e . TP K 2
B PCa B E W IRE%Z ADT JAY7 . R4 ADT #25
T B B AR AR E X R AT 5 R Y
WMERZ S5 ZMA RN A L, 635D e .
By VR Ty 68 P % L % I L 95 A AR G R iR R RN L AR
KGR BTz v PCa e Sk A= W1 bk i 9 - i
i PSA AT LA PCa 05 A8 Y5 [, 3 5 PCa 1 %%
A IRV =R i

— IR W T Y R L K ADT 3R 1Y
PCa 51 % A g % 2 HRP0 A0 o I A B4 XU B 388 e,
AT PR 2 R B A 7E BB A A0 B R 2
A SVEN R T RS & AR S RIPL S
ZEA A FRE PR 9% 1) R B 38 A & ADT A B T &
JE I3 26 53 0 1A B E 2, Braga-Basar-
la SEVHEAT T3 TOURE B I T . SR 1 TOAR G v A
FEALE 3 AN ML X R 4H (53 ), B ZETEAE ADT
Xof 23 T IR L I R KT RN I R K e
Wi, ADT 4193 M 0 2 16 o L B 0 25 98 % AR
FAPUKT B T m . A SR S SR S A
A B 5 R B R REE S RICPL 2 M AA e B
TR O XA & 4 8538 . R KRR (P 2 i
RHZF Uk &, B2 TR W AT (8 B Heds
()% ADT Z/0 12 MAM B, (b #A ADT
B4 Jea 38 9 5 33 97 i 2 R B0 B AR D (=0 T 1 1
Bk, LI K (o) 4F 4 DE S o fd B B M. 5ok B2
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