ERESHERSELISHEXIE
ing Ayl s

WL ALFEEE, Bk
(L9 A2 38 2 B 2 s N R EE B, iR 200233)

B OE R B O R B AE LY AT AR DGR AT B s A A H AR RN, 38 SRR A
TR R B4R AT 2549, T -5 4097 25 9 B AR 7= 9 205 5 T8 AR 2 1k 72 4, (R 4 sl R S T
AN DIRE . A SON I B LA e H JURTE A 988 A AR OGP 458 03 v ) AL B B ¥ A — 23
SR A DR H K O 5 AR 5 AR

FE 5 %S :R730.53 XEkFRIREG A X EH/S:1004-0242(2015)01-0057-07
doi:10.11735/j.issn.1004-0242.2015.01.A013

Prevention and Treatment of Glutathione in Chemothera-

py-induced Liver Injury
SUN Yuan-jue, QI Wei-xiang, YAO Yang
(Shanghai Jiaotong University Affiliated Sixth People’s Hospital ,Shanghai 200233, China)

Abstract: As cancer incidence increased year by year,chemotherapy -induced liver injury inci-
dence is increasing. As a common liver drug,glutathione can be combined with chemotherapy
drugs and their metabolites into low toxicity products,in order to protect or restore liver cell
function. This article reviews the mechanism of restored glutathione for prevention of cancer

chemotherapy-induced liver injury.
Key words : glutathione ; tumor ; chemotherapy ; liver injury

i EIF 4 ( drug-induced liver injury, DILI)
S IR YT 0 00 25 W AR B K LA™ W B 40 0 T
240 i 5 P 24 W 7 R R I T 1 A I A,
H190% L I Stk DILL, 2 K A A48 259 1 R 5~90
K, A TAHEZ (World Health Organization,
WHO) 4tit,DILI & £ I F+2h @5k S8 R 19 56 5
AL, T, Ak Ao R AR T AT LR R
LEAIRIT N BRIz AT R S BT
(chemotherapy-induced liver injury , CILI) 78 -5 H it
7 PO 5 TR S o 5 R S A R (R Kk
RYJF5) AT 2y i 502 vy 1) T LA 3R 3 AL 4 g 1 BBk
B RS A A 25 1 5 AT RLAT 3L i6 CILL, £
TR i geg S8 2 A B A HEA T
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1 EEBEBH KB AL

2 B H K (glutathione ) |32 4348 T AR B 40
Jig A 2r g g, Horb, f R AR Bk HOBK (reduced glu-
tathione ,GSH) 1 %2 1k A 4% it H K (oxidized glu-
tathione , GSSG ) i 1E # L5 24 2 100:1, W4 LEfELR
W BT A ARE I W E AR bR, AR KA
I FZAE R A9 2 GSH, JIFAE A1 I 2 GSH F %
A5 A A HEIE 2R B . GSH 2 A &R A
PR FNH 2 R 4 S TG AR R =ik, S 5k E
Fp S LA AR S B, R T AR T AR
1 SN IR A S PR B . GSH RE AR HEHE IR U7
SR L BTARE, R4 200 B 0 T A A 4 M R Y o
BV mRe SR A A ARSI A S,
BA ZWyiEEH . GSH Tz H TR Y7 2



R R RE R R N B, A D A i
PEAS 50 B Bt AR T8 A

Hi A GSH B 6 PR AL W, BAY 3 J5i | ml {4
VRN 5 3 A A 8 SR AL, iR 2 o s Y 3
5 A R SCR R T R AEREY RAAS, et A
FhT 25 1) e A 5 et 3 o A T G e TP S O, e
R AR I H IR — SR R B 1 T R
Ui 1 21 3R B oA e i HE 5 AR e M AN 4G 5
PASS & BURBLL 200 3 CHE A O  BoE A0 M, 8 5
JE U Tl P R 2 Ik A 42 5 B 5 f0  1) D BE L AR
25 2 A T A A, B AR A 2 AR
PilFAL 2L, GSH Al BR AL 7 25 Wi il i) 480 1 il 5
w57 25 BOHARS = 0 45 5 08 R v = 1
TRAP B 52T 40 ML DD BE

TEIEH A RO, BF A GSH % 1 AT /)N it Ji
B 1) o i DX 90 B 0 A, 7 R e bk A

BEVE™S SOTE I PR AT B[R] IR RT RLRE A5 18 1) GSH,
AAPRIEA ST 9 22 A PR FA S, RN de vy 1 A8
B AT

2 BT R

I VR I = RIG 7 TRz —, TEME 2%
B AwITh R EZE MM AL, CILI B H 5 £,
— T X7 1994~2011 45 3% [E DILI & 9% (1) [m] Jii 14 25 i
T, EeE SR DILL 29RO Siai 2y | hi
25 BB R AR AIRIEHUR 2 BUMIE 25 PO
259 (Table 1) , HAHi i@ 259 i 4.7% ,J5565 5 607
2013 4% Petronijevic ¢ * [ 73 Hr 38 4~ E %K 6370
151] JFF 2 B o 9 F8 35 09 I DR B2 RS & B, DILL $: 30 2
PERF DR s g A0 B 2 4, 5 11.9%,

Table 1 Common etiologies of DILI during 1994~2013 in China

100ml 12 il A & B fee fik, 72 Le B PR TR L X
— DX A 5 AR IRAE, N & GSH /i

Etiology of DILI

Total patients(n=24112)
Percentage(%)  Rank

Number

AR5 SR AE AT I GSH A IFIEA7 (. Tobeeotacs s 1
N NN AM 448 18. 2
PR GSH & BEMFE TR — Al e ro g T o -

. ntibiotics 2331 9.7 3
WG E5 B E = AR AL A B 24 Nsams 1835 7.6 4
MHET, REERES 62 HIpEILIT B H ML  Antineoplatics 1134 4.7 5
H 5385l AB 41M BA 21, AB 4145 1 JHH7y  Peyehotropic 636 27 6

Antithyroid d 636 2.6 7
fes7 I GSH I F7 40 2 LMLl (BA 41y 1 [0 ose 0 .
JA s sl AT 55 2 B ARST n GSH 697, T Cardiovascular system drug 489 2.0 9
ARITFHT A JE 43 BRI S I Y % (malon-  Bypoglycemic agents 385 1.6 10
dialdehyde, MDA ) #¢ B i 4846 W) 15 AL i o 3% oy Antifungal S ks 1
- . Hypolipidemic ¢ 311 1.2 12
(total superoxide dismutase,T-SOD) , A Bt H ikt AZE;E el agents 07 0.9 13
A1 W i (glutathione peroxidase, GSH-Px) % 71, Hormone 199 0.8 14
4 R AL I GSH 367 REW] sl 2 AL 7 51 Sex hormones 162 0.7 15
) B et 48 AL A B BT 8 AL B VE R T e, P, Digestive system agents — U 1
Others 2714 11.3

PRI AR G B B B P E Ak e o, (A
GSH ] 2 =X AP REARAE .
FHLAEL P9 40 5 790 07 X6 i 9 200 B R I 40
AN s R BB )7 AR AR A7 X6 I 5 AL LY
BEPE RS W BT IR 7 30, HLHAR B R R R
/N BIEFE S R  GSH gk 2 — P A S BRI Al R
F ' SE R ) GSH AN R 2o b J87 41 At 52, i 2 e g
20 0 REE I 1 ~y- 45 SR S 2 KRG 1) 7K P AR AR i
FEANE N GSH 7K I A TH ™, Mt #h 78 GSHIE ,
NERARIT 20 PR R, I RRAR T ARIT 2

HFIIRESL F AT H WA R RO 2 — k)T
25 m T AR, AT 28 G IR AR
W SRR TR R AOBRE ST, AR A
T AR T, g I A A il
Jot SR Ak , 58403 T 2 MRS A A 5 A RO A% i
o DR A i, 259 I R A i A
BT AL ) T R AT AR5 . 2k CILD RURT
A IR AL A A0 M R O T 18 CILL ) a2 3
N T HE 2T S Ak A5 W RE AL | A2 I 8 W T R 440 i
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R 45

CILI RZ R4S 1AW, Hp 1 EN
RZ UL, AT 25 KRR o B AR T A i
FOF A RS P B 0 B, 5 RS IF D R0, R BRI
B 11k 4 2 1l (alkaline phosphatase , ALP) 1 4T %
(total bilirubin, TB)Jt i . K 280 191 JC 1 2 A9 i R
RN (ER PN TR Wi R 2 S I N SR

3 YRR GBI E R

FEAIC DILL & 3 26 09 3 4078 T By , I S AT e sk
S FH AT R A 259 s X5 T DILI i 52 i B 3
HR i WG A T Iy B 45 475 1 R B 0 2 Ak 7 25 4 )
XF G I Bt P9 1 5 A R N7 o A, ARy )
LT J5 % 1 W i oy e, — L BRI ) RE S
N7 R s} A5 24 9 R 4P IR YT o

XFF IR/ R RLR R I AT 25
R R R CILL, A5 %Rk 7R 0 B 2 mT DL
T 92 24 Wy ) /R R A 1~2 bR bR 26
P REIRYT a0 B I e s T LR B R
I+ 0 T BERR 2 AT, A AT 2
Y, QN R Y AR A e bR D R T LG A 45
PORFL, 0 v A A AR AR R N B B SR A YR R A
BAR 7K, o] DAAE I R 2% D)W S 1 16 B0 T, A7 i
BRI W TR E L XTI RN
FEH FR T2, — A sk [ A 3 BX LA 1
(4P 259, % B T e il 1) R R R
MANTHIHET , A2 e e E", N T A
97 IS LI £ R B A U IR 9T T B

4 GSH Bhi& DILI Byl K Rz B

4.1 GSH FiBA DILI

FEER S I R W N GSH AU B DILI,
T BT7 7 2 A0 3 A R0 13.6%, T2 11 X 4
JFFAR % & A2 % 38.3% (P<0.05) 5 T HLiA YT DILI %
RWRAE, WA A (alanine aminotrans-
ferase , ALT) . K 2 % i % % I} (aspartate aminotrans-
ferase , AST) . B I 21 2 (total bilirubin, TB)ZF #8697
TP S 1 e, T A R AR OMIAE T T GSH By if DILI
45 5 IR 9T I R AR 6.7% 10 %5 A IR
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H KA F N 19.4%(P<0.05) , Wi GSH 56 DILI ()
JPRUH E o AE 4 A5 MR S0 A2 B 65 LA 5 40
T5RIRIT 62 WM iR, Ay R IR T 41 32 5 A
XF AL 30 B, HRHIGIT AMALITRT 1d FFaR =497
Je 3 5d,GSH 1.8g/d Tl A 5% i %5 B o %5 5 £k K
100ml H g ki 7, 4 HE 41 000§ F GSH, 1k 7 45
Je LR A s LR TiRe . 56 2 A kYT S T
Biia Y7 4l ALT 5% kRN 15.62%(5/32, Hhk
AT EEeAE 4 ), 10 EE 1 By, J6 7™ H TP RE 5 3 %t
WL ALT 5% K F A 43.3%(13/30, Hih k4 1
FEekAr o il T BE 2 ), LA 2 1)), PR b B 22 S A
GeitF i L, 2 A FAWARYT IS B iR T 40 A AL 28
) R 4 B, 47 8RN 87.5%(28/32) ; X R 241 47 3L
26 19 iR 4 ), A BE R 86.6%(26/30), W 40 LT A
ZR TG FE X, M A WL, GSH fE R 5 1E H 4i
T4 52 A 57 25 W B 450005 50 0F R 5% w4k TF 25 B i
B, IO UE T 46T 16 22 4 PR RN AT R0

S H R R — AU A B R AR B PR R
7 I A0 RS R 0 P T RE AR T i A 1L A 12 B
2006 4 5 F & 2012 4 3 A W & 5 R &2 5-Fu
7 RAEBEALIT BB E 116 B, 40 R UL 41(39 1) iR YT
2H (41 ) Fnzs 2 (36 1), WS ZH Ak T [R) A5 i bk i
5 H RRREE IR YT AN FH GSH, 25 F 4R AT f]
P, 9T e 1 S A IE i = B I D g
febr, WERLL B H T RE s in B b LG 2%
X (P>0.05); 7697 40 ALT F1 AST I T i & ¥ 55 B i
(P<0.05), {H H At 45 bR 22 AL TCGe 127 5 L (P>0.05), =5
H 4k yr 5 1 J8 AST ALT ALP., 45 & Bt 5% Ik il
(glutamyltranspeptidase , GGT) . FL iR Bt & B (lactic
dehydrogenase , LDH) 25 {b 344 4 1127 & X (P<0.05),
Ho ALT A1 AST B FH5E 2 B & TB 2 11 2 1 (al-
bumin, Alb) JRITHI G LK 22 F RS it 2= 2 L (P>
0.05). K It,GSH XF 1 Bli % 5-Fu Jr S A7 A PR T
P —EVE A AP ROR N 3 H B Rk | 3 1
BN, PRl — B PR E YT AL
42 GSH 5EHMAMEBK &I FIET

GSH B 7 n] L2 B 36 DILL Ak, 38 0] L5 HoAl
HYIRE I IRYTTY . B TR — A S R M
AEARLAY 75 B 5L 245 9 3 ok 3 AL 5 5 | 7 ok D S Ak ik |
CARETR KT £ Tk 28 FE By 55 35 1 I R4 3, O %o 2
PR H ol =R & A I SIER] . B Tl



DI 40 it 2 A e ATP il %) 355 P R AIG A1 £ B
JHF SRR ZE R OGS P T BE . AL, B 2 7 3 AT LA
W H IS A A AT g A TE R g, R
ZESHRGE  GSH WA B 2 TR YT 42 BT R T
0 3 6T R 2 A& D68 ALT ,AST . TB 1 DB,
B 146 9% 2l R it 35 £ 3 A0, Hoay 41 B354k &2 1E
H, ORITIE 4 BUFDIRe S0S7 A b B A et =
5(P<0.05), T A B A& TR T I e RS AR 2470l 5

BT R R R TR R
Ot g 1 2H B P 52 5 i 3R EL AR R e A e B 1
Bl KRR B | WA 2 Tl RN A I A U S A
22 B A BRI PR PR A T 1 B B Bk
FREMER] . ZEAES5E 090 58 3] DILL g i & BE ML 2>
SRR RIA YT A, B 29 B, KRR AL 45 T
BT, IR TR AT Y R 25 7 5 R R
H+GSH,I6IT7 4 JEJ5 K0 AST ALT & TB /KF-, 45
HARYT A4S U D e dE bR 1 I 3 MR T R (P<
0.05); JRITHBAREN 93.1%, w5 T X 4w
72.4%(P<0.05)

Jits UL A5 S 61 91 15 i 18 % s R e BB
Bl AL 0 W 4, BT A BB 3 #4 7 HCPT+DDP+CF+5-Fu
T M B AT 2 AR vh 9T 2 A R TR AR T I 3d
TGS A2 S, ARIT 459 24h J5 A GSH,
IG5 343%E F 14d, W IR AN S22 905 GSH.,
FESS 2 WAL 45 o 3 A UEA TS OB LR 3R
I7 A AN | U MK i KBTIl RE YA BN 8
Xif HE 4 B 0k /0 (P<0.05)

PR B 2 R S O T 2 SR R L IO 2 R AR B R
A H BRFN GRS A BYHT A LR Ry BRI (7 R
YEF) 76 I P ikt o RS Al HR 66 Ak i 8 49 JHF 0 240
e S 1y 3t sh v AR 1 R 3 0 R 3, A B B L
P IET A AR 5 3 m 3 3k 5 7 A VR D, o 4 JHT 400 i
A SEGE PR AR R A HOR IR R E R B
S SR SN S VR AT, FEAR I Ak ko
QR , I8 i — 25 i A AR S e K B A
RIS R, 152 5 UL QMM Na/K-ATP [ 4
F ek R AR TN R A R A AE A R, AT
FAE N B 200 B 44 oA PN B A ) g o 38 o 2 R I
N AR AE ARV PR G R Ak, ot T 1R AR 3R 46 1 i 25
ifig, AT LAB (kB8 2 4 A IE TR 04 48 3l B
Xof A0 6 ) 48 5 B R ARE A5 O P 23 Bt GSH B

H B SR IR T AT 245 5 R T 3 I R T AL
83 il fk. 97 £ BEAIL 53 R B A5 2 (n=43) Fl X B 2H (n=
40), 7€ T i 14 D8 245 9 1 FH SE il b 6 BRZH T GSH
180mg i 1 ¥k/d, BR-A 24 7E X BA] LRt T A i
TFEEARR 1.0g #Hif 1 0/d, AP Rl 12d, B4
A BOFE N 95.35% W]t v T X5 B 80.00%(P<
0.05). GSH K& It H & MR IA T e y7 25 W e T 3
Il PRIT280H5 2
43 GSH 5SHMPFEWMILE

T A S G2 AR N KR B2
FEI7 Y 50 151 it 6 B 43 UM 4, A 205 ] GSH, B
HA RN, 458 A AEFIRITITEFDIRE X 51t
225 B 4RI K TB M HZ N LT % (indirect biliru-
bin,IB) ALT F1 AST # & , &4 (1 (total protein,TP)
A Alb R WG T2 22 5 A B ¥ W TB IB ALT,
AST 7K B B AR T B 41 (P<0.05) ;A 4 A1 B 4 &
HE L R 0 A AR R A O 32% 1 60% , A
2 I 05 kA= e i AR T B 41 (P <0.05) , LT
ok 200 B PR AR A S U R, R — 2P A =
WEMR IR 1T (adenosine triphosphate , ATP), ATP 1] 34 i
T A RN TR R AR A B A 0 T P IR 2 AT IIE )
REMIE . GSH Xt DILI (4 # s 1 F A T WL, 3 nT
fiE 2 T GSH RE B4 P2 (L 16 P i 5 56 | i LT 38 2o
[ Bz BRI

TeRFFIEE NP(NVB+DDP) 5 %L J7 )5 H BT
B3 44 ) B8 B A BENL A S PR IR YT 4R
Xif BEZH 45 22 191, 2353 N2 FH GSH A8 1 P i (JHF 28 4 )
+7K R T (25 R )BT IBITRI A ALT Egit
222258 (P>0.05), RITIRIRIT AL ALT M B F R (P<
0.05), 1fii X B8 26 JC W] b 22 1k (P>0.05) . ¥ 97 40 18 1l
(81.8%)ALT {H ¥ & 1F # (<40U/L),4 5(18.2%) % it
IEH X AL ALT {6 5 §1(22.7%) 836 97 i I+ & .2
B1(9.1%) K 2 1E %, AT R B Geit 2% 25 = (P<
0.05), i, W FH GSH /Y7 & 88 B3 DILL 383
25 AN IR KR T AR BT R T AU U
RV =

FE [ ORI PRBFIT I Fe A T S H R R EE 5 GSH
B3 BTT7 250, % 62 11 DILL 53 BEHL S MR Y7 4 32
B AT B 30 i), YA Y7 A T S H R R B X IR AL T
GSH, ¥ % H 1 E bk 7 FE 48 4 8 45 %98
J7 B A R (96.9% ,31/32) WA WA T X IR 4
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(80.0% ,24/30)(P<0.05), AF T e A= fb 48 bR 67 1T o Ho
BA G222 5 (P<0.01), T A B v ¥4 RN
BT,

B @ ™ 60 B DILL B3 (IRBT 45 % 25 18
B R BEAR 25 12 ) JRORS MR 36 24 9 i) | A7 iR A7
R 25 8 . IRAR AU 25 6 1] . HLER 259 4
Bl 24 3 490) BEPL 3 A B 2 T IR T 4L 27 A
GSH IRYT2H 32 ], &% 2 1 ¥ 7 2 e Jok i it 3 2
T 0.2g/W, 1 /A, H722 4 A ;GSH 167 418 Ik 1
GSH 1.5g/%%, 1 W/d 4782 4 Ji . 8% T4 E 15
Bl ATRLT B e s B, B R 23 B (AR N
85.2%);GSH Z4HiA @ 18 Bl AL 11 # Josk 3 il
SR 29 B (A RCE R 90.6%) s AT AL TC S 1
25t . B E TR GSH X DILI A #5 lis AR PR 2
L INRem Z A B WAE T, HARKRE, A
o WA E T R GSH i A0 M AR A iR AR
R LR LT JUE 5 AR JFT ot 8 i A 52 0 47 T 240 i
JRHRT 240 M 2 e .
4.4 GSH Biigshik L rie ZE ARSI &M DILI

2 5 s KL JT #2 ZE R (transcatheter artefial
chemoembolization , TACE) R &5 ¥ & (1) 4T i 98 25 %) H
FE RN IR MR AL, DA T fie R Rt S 4% 0T i 96 4 i
R 38 O 1 T [0 s A1) 1 s 22 5] BEL B ek g ) 0 ok a2
7 Jie 96 400 JH & A R IR BT . TACE & M Tk TR
F18) P G 300 B g B L B ARNR T IR 2 — ISR R
i BRT h RE T EEAE AR, TR 2R
20 i A LA B SR T I AN T S A b 25 5 | A
TEH PR LR Bty , e )2 T 8 R 2 80a O
JIFAE AL | A Ak 8 2 BT GSH & 4 ] sk /b | 24 £y
TACE I, 23t B [ 75 B2 1) ST R4 35, 3% 9 A JIF
W T B K TR R A L TS
P03 K O N GSH ¥k B2 3k — 2D [, HLT 52 ke afn
B A BE ) A, 7R BE AR B0 T, 38 oAb 58 R R Y A
U5 GSH, — J5 T ] Ay JIF M 2 430 0 M 3 Ak I E AT
TR T P | 24455 T 200 ) K A L FE 1 5 3
— 75 T ] 5 Ao A SRR SR G R AT B
VB I AL L i o i SR A 40 45 L% i 7 2 AR
BN 35 B 98 5 AT 2 43 s e BE AT 8UE S i F Y,

R SFPARGE R R IR AR 72 BRI
Gy R K ARG T 445 36 6l BT A R BIAEAT
JH 8l K #E 3 AL T (transcatheter arterial infusion, TAT)
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K ¥ 3l ik #2 2E 38 97 (hepatic arterial embolization,
HAE) ) [F] B #4747 G 97, W BRZH 245 T g = 5 71
[ T4 AR PP EE R L R DK T, IRITATE iR 2
A FERE R GSH, W9 41585 34 R A AR Y7 18
1R A ABIT IR 1 kid, 3 7d, S AVRIT IR 3d R
2 BB BN R R B I I T R Az 4, (RIR YT A
ALT (AST . TB |- F i i ¥4 46 BRZA 1K (P<0.05) . /- A
TRIT IR S Td WAL R D RR B g PRV 4L ALT
FUAST K T BEZH TP 55 7% BE2H (P<0.05) . W6 20 1
KR E R TG 242 L (P>0.05), it WL, GSH 7
Ji M I 9 BB AR T T R] PR AR AP IR, FEE
A PR L GSH AT 7= A G (4 SR
WISCAE 20 4 42 5] v s 1) 96 SR BE AL 73 S PR
TACE HiIJ& 23 512k A i B rh 25+GSH MR YT 4,
KCET R 7+ WU R R I AE X BB S, 4 T
BITHT S 1L IRANEE 2 K TACE J5 1 R 1A~ A K
M7 ALT AST . TB 1 DB, 2533697 44 W5 4r 4
BRYTHTTC W] i MO 5 HA R (P>0.05) , X RE
ZH 0 & AR AR Y BRIT AT . R, A
25+GSH 7€ TACE & J7 Hhoud 48 B = 2B AR 3 4R
TR AE P00 60 1) )5 & 1k 9 F A B AL o> A P4
% 30 1], 341457 TACE 697, 4 I % TACE J5 #%
NG, MR R IE (P<0.01), I [T &
(prealbumin, PA ) ¥ Bl 1 FEAIK (P<0.01), ¥& 47 40 1 H
Z I Wi IR W IR+ GSH $ BFIG YT, X R R FH H &
2 —HRYT A AR T AL | IR 2T 2R B nt HE 2
b ARG PA A% HE ZH B S T (P 39<0.05), F g T
UL, 220 i s T E BB+ GSH RE A B0 5% TACE X JiF
JIE (458 3 ol BB Y T 5 AR AR RO 100 1914
6 20 28 TR R E SO R R M (O BT R AL AT
TACE A J5 3 B [F] B2 B2 J- 460 35 58 25 Bl AL 40 S W 52
H 5% 45 50 B, Bl 45 T 57 H S R BE+GSH,
PR AL %57 GSH, WLE 4 A &L 45 B, A R0R
90% ; %t B4 A 3% 36 Bl , A 5% 72%(P<0.05), RJT
Ji WLEE 20 FN X B I ) g 6 A5 (ALT L AST . TB \PA) Lt
WA Gt 25 5 (P<0.05) , FH L AT UL, S5 H R iR B +
GSH Bt& H 25%¢ GSH 1257597 TACE A J5 DILI &
H D Re b E A B, A A HE I A R
FRE, MR UE T D 2 e 3 i 0 58 3 VR 7 I IE R
EAT A7 R o505 e 8 3 R TS o AR T A
TERAAER

5}1.‘,

74

#* &




HY AT D R SOR Tk 4 B 4697, GSH X TACE
S DILL WA 547 1 B R AR, IF FLBE G HoAb g
JF 25997 %A T2 0] GSH, R it 52 BRI, AN R %
IO G G 6 2

5 & it

DILI 7] GEEG A 1 — Be i [a] N b 22 b7t 3R E
DILI 9% KA i EE Y Meta 20 AT 25 S Bos, Biiis 2
WA 25 kG i L v 3 B 254 0, i 8.73% 1Tt
# 10.26%>', I, DILT (9 FLIE AL A AR AL B I4 1E
H 4 A I DR B Jg 2 I 27 I PR 24 2 2 45 Gl £~
i TAEME S Z—,

H A [ P40 i I8 DILL 234 B9 3R A4 e |, {0 3%
ARG JEI AT LA R O S5 AT Q1 i
VLR P 8 25 OB IR YT I A 9
g e 2 R 96 B 05 Pk TR 0 45 @%t
FARYT T BONHE ST ) R o vy RR 3 3 1o AR A
W BN TR SRR MR YT, B3 IR e R ul i
R A AL

697 5 GSH & H Rl A S 47 4 M, 1B DILL
) %A, GSH 525 5 5 oAb 47 JFF 254 & A % DILIL
A W BRI AR A R T ORIE AT (R S, 48
o JRE B LT AT R B At R TR R
i R BCA R 20 B T U L T2
P25 A B th 75 B2 2ead IFAEAR 3, vl RE 2
JF I G 45, o el 453405, PR 0k, B FH 2 b 2R Rt
EAN TR NERUR

SE Wk
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