143

[%Z\EE%E%IS% 3 %]
196943A

BEpeE B iz BiF 3 B-Glucuronidase ¥ L oF
Z% @ Inhibitor #5DEEIZzH>W\WT

IRERFEF DR BHEHE
GEHELCPFREEHED
(5% - IIEERS —RUHEES)

BH B & %

BETA-GLUCURONIDASE IN CARCINOMA OF THE BLADDER
AND EFFECTS OF ITS INHIBITOR

Tsuneo SHIRAISHI

From the Department of Urology, Hirvoshima University Medical School
(Chairman : Prof. H. Nihira, M. D.)
(Also Instructed by Former Prof. T. Kats, M. D.)

Urinary g-glucuronidase activity and glucaric acid level were biochemically determined,
and tissue p-glucuronidase in the removed bladder tumor was histochemically investigated.
SLA, diacetyl-type of glucaro-(1-4)(6—3)-dilactone, was oralty administered to the postopera-
tive patients, and its effects on urinary g-glucuronidase and glucaric acid were studied. More-
over, SLNA, sodium salt of SLA, was directly injected into the tumor tissue, and its effects
on tissue g-glucuronidase were investigated.

Urinary g-glucuronidase was measured using a part of 24-hour urine with phenolphthalein
monoglucuronide as the substrate. Urinary glucaric acid was isolated and measured by Ishi-
date’s method with use of anion exchange resin column chromatography. Tissue g-glucuroni-
dase was studied by Hayashi’s method which is the histochemistry with naphthol AS-BI
glucuronide as the substrate on the frozen section. The following results were obtained.

1) Urinary g-glucuronidase activity of the patients with carcinoma of the bladder was
520~-3,067 pg/hr/dl, which was generally higher than that of the normal persons, 250~688ug/
hr/dl. Urinary g-glucuronidase in acute pyelonephritis measured as a control was also high
and showed 1,067~2,333 pg/hr/dl.

2) The urinary glucaric acid of the patients with carcinoma of the bladder was 1.9~10.2
mg/day. Most of all the cases had the low level as compared with the control group which
showed 2.3~21.0mg/day. SLA-glucaric acid conversion rate was lower than 18 % except one
patient.

3) Distribution of g-glucuronidase activity in the tissue of transitional cell carcinoma was
not even but was striking in the vicinity of the papillary growth. The activity, however, was
variable according to grade of anaplasia. Namely, in the more anaplastic area, the more
activity was seen.

4) The character of g-glucuronidase positive granules seemed to be correlated with grad-
ing. The *g-glucuronidase staining granules in the tissue of higher malignancy were larger and

denser. Histochemical investigation of g-glucuronidase in the tumor tissue seems to be quite
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significant to determine its grade just like Broders’ classification.
5) Under oral administration of SLA, both the urinary level and tumor tissue activity of

B-glucuronidase were inhibited.

At the present time, no final conclusion could be made as to

the prophylactic effects of SLA on the recurrence of the bladder tumor.
6) Local injection of SLNA into the tumor inhibited g-glucuronidase activity of cancer tissue

and produced the vacuolization of the tissue.

Some tumors underwent shrinkage or even disap-

peared after SLNA injection, although its mechanism could not be elucidated.
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REYENEIE & B-glucuronidase (LLF B-G LB
50T %) OERRic o\ Tk Fishman & (1947)V
2GR REER ESEO B &, BIU
Levvy 5 (1948)% o MpaanE, #HH
E BGLoBfE®RE L iR L E S,
o CEBEOMmME, R, HIMIR, BE FK,
JEK, BKs Lo HEEMAGT o B-G EXic
B84 5 % 2319504E 2 £ 19534E o il ic Fishman
539, Anlyan 5% X b RN T h
Twb, bRETKIBIEZLY OWFEiAE
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ERY, SO ICKE " C I 0 EELEDE
¥, BW, OE, RiICEESR SN T
O ERBEINR TV,

BEREIE & -G DERRIC O W Tk 1955 £ b
195745 »5i3 € Boyland & 8~20 xRt %
DR, MmMEFE X CERBRTDO B-G1F M
ERAT B RBEL, bAETRKE1956)
sES -G IEED EARERED 2iic &
BEHRThH T &%, H (1958) RRHBKERD
EAREEO DR EF W 2%, EEA959)
RBREER s X Rbho 8-GiEMED L&
YD, SRRnER LCRR0 8-GIEE %
HBELURFD -G EHORE,: By HT5
T AR, KIEAD R BEOEEDKER L
LTRHB BGEM,D LR BREYED £hF
h#|EL T35, LA LEE Hradee 5 (1965)
2 BB ERTO G B0 LASLTD
Teni b bEERER GRS B-GEMEN R 8E
ALTWBCE Ly, chiEFOEEER
RWELTW3,

BRI RAE LR 5-G DBfRic VT 1958
££ X © 1963 4Eic i ¢ Boyland®~28) i3 Roe
glucuronide O CHiM &z carcinogenic

7¢ aromatic amine OBIEYH Rekc FE
T3 B-GrrvokfEXhn, free o carcinogen
wBbT b e xiEfL, bk lipid ]
ECHREAICEE L RBSEC o TR
Win W S REE 2T,

—% Levvy(1952)% 11 §-G ISt a BRI
¥4 3 % 98 7 d-glucosaccharo-(1—4) -lactone
ThBr#@EL, Marsh (1963)2" i1 e b R
BT X &c Abul-Fadl (1957)%® »fEHEL
7z B-G MEERxE T 2RO FETE VE
3% glucaric acid Th sz :%0&L®, *h
1 Levvy @ $h&w 5 glucosaccharo-(1—4)-
lactone T& Bz LxHenDdi, AHEA6H
7 aEiERo glucosaccharo 1 : 4, 3 : 6
dilactone &K, WAL, R
NaEBo BEEEEY »#izL, glucuro-
nolactone DORFRHYW T H B glucaric acid
OREZTIEEL L.

Az Boyland 5 (1964)30 % %@ T
saccharolactone » SRR EE1054 i} &
L, Rep B-GEEY MHx ez e B
MEERIE2RS572, NEHLOBCEE
DEXZRVWELLATARIEK > Thw3b, 0
HE D & ok saccharolactone QL X »
TRHF B-GIEEOMHN: Lo 5 84T oo
R EEBTTD, K, AR BP R IO K
U R A VBRI AL
glucaro-(1—-4)(6—3)-dilactone o diacetyl T
Ob0 (LAIF SLA LBEE0T %) #ENHE
HU, #kZzo NaEz LT (LIF SLNA &
BELT 2 EBACEREAL, Rbk X0 EE
WMo 6-G ?ﬁ‘ﬁi%ift’%—‘ﬂ‘]w?ﬁﬂﬁb, D
ERLETE2HREL CREBARSC I 2B R
Bk e BE LT 5,

—7 B-G OMEBILETFIEFE R Frieden-
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wald » Becker (1948)* 1 X v a»bh,
Burton & Pearse (1952)%, Fishman & Baker
(1956)% 1 X DB Xz 8-hydroxy-quino-
line glucuronide »##HE L+ 5 Hk &, 19494
X 019544 e Seligman —F3*%%*® 1 X b B
2 X #Lfz 6-brom-naphthol glucuronide % &
LLTHWBHESARRN R O TH A, L
LOE4E 1963 4Em B 1964 Fichk, B B L T
Fishman 5% j© L b, % 19645 8K5
I X v 4 X hoic naphthol AS-BI glucuronide
# 713 naphthol AS-OL glucuronide #%#E &
LTHW A HERFEECER TR TSI L
BREDONB LD K- T2,

¥ = BUEEO -G ERILFARER 1947
£Fishman 5% p e + OBERERNR E LTH
Ll bicihE D, 1949 fFic Campbell*® i1
fowl DEPELEE, mouse DIER LUK EEEL
DONTHREL TW5. T D% Monisd (1956)*.
Fishman % (1959)*, EMHEQ959), Monis &
(1960)*®, k¥ (1963) ¥k kb Fh £h
v MERESERCH T AFERSNELR S
2%, AR L SR & LR imER
474, Monis b, EH, XKiffils LUK
CR L DABCHREINTHBICTER L,

EE LB 3EMcABAREES RN BRRE
BRBHEZZ L BHEEED S b, 486l%
g e LTRB B-G iEMSE, JRP glucaric
acid fEZRE L, BMtREEKo -G 2HML
FRc#wE, SLA % R &5 LT R+
BG T 5%E R kv SLNA % Bt
CESEAT S C Lic X 588K -G ©xtd
ZEBRECOVT RE Y Mo THRE T
5,

0 BREEEORT® B-G &l

EERERE BT B X U8 S HBH) 25 Bl o\ T HIEL
fo.

A Rep BG BEHEUEE

1 BRB IOEE

2URFEISIR O—E R L CTAHEEFT T 0~4°C itf
L, TXAFFRELQAUBCE LR, ZOREOHF
BT 86 BEHEEIN1IBEITETCHH BN E
OHECIUTEIN TN 5.

2 HE

a #’H :0.0lM phenolphthalein monoglucuro-
nide (PMG)

b ERHAREN - 0. IMEREEMEW (pH 4.5)

c T7AHYMEEER : 0.5M glycine-NaOH #£1
% (pH 10.5)

3 EEHBROER

¥4 1lml iz 100pg @ phenolphthalein % &4
TEGREEHEL, ChEEKREL TR 1.2ml
dajz phenolphthalein % #h-Fi 10, 20, 30, 40,
50, 60pg &F THERBHARKORIIZFHL /-,
SERINLDOEORDE 0.1M BEEEEEE 0.8ml
¥ X 08 0.5M glycine-NaOH ##@&% 4.0ml %0z ¢
R, SIKREFHC X H550my OBRTHE L
Eegham r U7 (Fig. 1). = © X\ optical density

—logT
08t 7L=550m,u

01r

a6

a5

04+

o3r

02+

ol i

BT TR R
phenolphthalein(ug)
Fig. 1 B % 1 &
(—log T) #30.08~0.6508FME R TRERZERED & X
FEL, 0.65Ll kpd 23 RABEYEHFRL CHEL
7o
4 EEREF
0.1M ErfsE & (pH 4.5) 0.8ml
0.1M PMG 0.1ml #n
|
ﬁ{zfﬁ 0.1ml fn
37°C co4RSRFRER
0.5M glycine-NaOH #2%&% (pH 10.5) 4.0ml i
!
&7k 1.0ml fn

3 JEEEERt 550my i T
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Z OFE blank & LTk PMG offh KB KEE
BERALYE. ¥fEBEE -G FEEEE O Bl
24BN CERBRAEH S h T 5.

5 BfoHE

FEROBIFC L b X XC/EH L EREMEND,
BfL 7 phenolphthalein @ pg $aR¥», RORL D
BATRERY, MR 100ml Blobh o pg HTHEBL L
7o

W #phenolphthalein pg ¥ « 100
0.1 (R E) 24 (BB RERD
=pg/hr/dl.
B HIEHE

1 XNRFERF -G B
REFHL LTERA, REBAERRBBERS IV
g, EIRKBBERYAVI.

Table 1 EHARF 8G f&

a EWmART G fE
_TFXVESFTETOERES 64, K4E£DIVEAR
DONTHE L. JEEETable 1 iR+ & T
By, BEeos8ug/hr/dl (LIFEANIEET) HKIE 250
THY, Wb 650 UTEXEHBE L ED. £o
fEixE 1.1, BE® 1.2r/ml/hr (Z OBARERIL
0.5ml ©H %) OELBERLCHS.

b FHAEHEE SIVE, BSEEBER+®
8G &

REERIEMRB & LTalBEARE 6 6, S
LB EEL 6k XU, REafRE 7oA
7 r VIR Il oXREFEC L DHELL. JIE
fEvx Table 2 iRTZE{TH5. B EEE
Pl oI BERFEZ&6te% Table 2 OER 21
1,200 &0 5 E{ER D7, X 2FEHEEA ch
o, ULhHh LSHERBERABEFACE - TULZ D2

ooy CEELRL, Table 2 OfEF 8 DT & < &E2,330
No. | tEBI | &4 fg;fé /ﬁ%ﬁ) 24%"55% L EHE LR O ASEELR L b 0 b Fbdik.
L | ® | s 500 %0 hOBEEBIFDLLIEFRE Y v EELRLL.
2 | B | 3 250 1,350 2 BMERERT 6C (8
3 4 21 300 1,800 BERtEREITH (B30, &7 H) owTHEL
4 | B | 24 208 2,800 fo. FABENIBT EEE L2 S hic. HiE
5 y'a 43 688 2,000 EE LU TARBENO R Afgo FECHEL
6 5 62 541 1,100 . BERERIY Table3 miRL 7. JIEMETEES20
7 | B | 65 583 1,400 X D& 3,067 £ CORWRERSML, 376461
8 | & | 42 648 1,250 BEBRENOBYR L. S0 4MIvTFhbEE
2 i 4; o s HOATRES Ch b, B3 2 01, 5% 2 6l C, B,
; BEEOBEAL TN CEEL R TEA Y ADT-.
Table 2 &, EIBHRAB ICRBRELRRBEEORY 8G &
£ No. ] g £ BmOKRK B W 8-G 1Ei(E 24B¥MRE
Cpg/hr/dbD (mb)
1 e 42 BBt 648 950
2 2 65 SEBENES - BRIR 1,200 2,250
3 5 58 DSBS - BULIRIE KR 520 1,400
4 T 38 BB 533 1,200
5 © 52 ” 231 930
6 5 48 ” 213 1,000
7 % 52 SHERE L 1,800 1,150
8 by 53 ” 2,333 1,200
9 2] 25 ” 1,556 1,530
10 B 19 ” 2,187 900
11 5 26 T VAT VEE 2,100 1,730
12 % 42 ® fla ® 1,060 1,650
13 5 53 e RaE 1,000 1,320
14 5B 38 SEFEER 1,067 1,120
15 T 57 ” 1,612 2,350
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Table 3 BEMtEEERS £-G B
EO |44 | Bmmnn | BMEOEEER |FhpGHE| 4HEER | K %
(pg/hr/dl) (ml)
1 B | 65 | BITEEE AR - SR - FEE 616 2,000
2 'y 62 ” ” ” Vs 620 1,900
3 B 58 ” ” IR - B 2,133 1,630 P T
s 1 B | 59 p ” ” ” 800 1,300 ¥ i
5 B 63 ” ” 7 ” 2,633 1,490
6 =) 56 ” ” Vi ” 1,700 2,000
7 | B | 4 ” v R - EEE 500 1,730
8 | It 58 ” ” BZ . REK - BEk 1,800 1,350 3t T
9 5 57 ” ” %% ” 7 1,900 1,520
10 i} 58 4 ” ” ” ” 1,340 1,300
n B | p v OMEE M - BEME 2,10 tao | B KEASME
12 <] 52 ” ” BiZe . IRHLHE 700 2,000
13 B | 66 #” v HF - REN - BiEKE 938 1,600 3 T
14 | B |49 ” v MBEM . EEH 1,050 1,200
15 5B 52 ” ” Ve ” 520 1,100
16 B 93 ” ” ” - 9:a 1,334 1,000
17 5 51 ” ” ” ” 2,500 1,100
18 B | 77 ” ” B% - [KEM - BEE 1,333 980
19 B 68 ” ” B o A 1,556 960
20 | B | 87 Y 7 BF - REN - B8 1,612 2,350
21 | B | 63 ” v B FEH 2,500 1,760
2 | & | 66 p y v R 1,000 1,200
23 2B 54 ” ” ” ” 1,010 1,400
24 | & 68 ” ” %R - BHEK 667 1,020
25 | & | 64 v p v BEH 720 1,200
260 | & | 52 y v HRHE-FEH 600 1,300
27 B 47 Vi ” Vi 4 650 1,480
28 B 65 ” ” ” ” 800 1,700
2% | B} 85 ” v BF - REWE BB 1,800 1,290
30 | B | 47 ” v B -BEME 1,300 1,450
31 = 62 ” ” %55 - IREENE - B 3,067 1,000 3t L
32 B 52 ” v ” 7 ” 2,500 1,870 3E =
3| 5B | 80 #” v SR - HEM 1,600 1,500
34 | B 54 ” v BEE s 800 1,500
35 = 52 ” ” ” ” 820 1,800
36 = 58 ” ” ” v 1,217 1,500
37 = 61 ” ” ” ” 1,406 1,260

3 BMWERERT 8G EOBTEE
EEBEE B 3 Bl D\ C24REEIR 2 0 BE X b 6 B,
6 BEX D12F%, 123X 18RS, 18BFX D24 ¥ TS
6 Bz L A EIEREFL, RS ZLRBELL
WHRIZ Fig. 2 0L T, 08X D 68,186 X b4
BOBRBRSNEL, MoBRKSMES b H £V
FRYETHHEEREC. ChEEOEWHADBRE
BiEBit- Tw b, EOBRECIIIERH ADEE RS

DIF S HEEB L v BECEHALRL 5.

4 WEFR XOBREEER OB

HNEFE LUBEREESEHORS -G ¥ —ERR
LTR%L Fig. 3 0kl Thd. FEELIVE
RS BE G & BEMREES & 12 EMT B S A
ERYTD, 650pg/hr/dl 3L LT ETRIENS T
Wh LrLEHBEEABRER IOE, BIBRED
HHEOL O LERBEEEAORS 4G HILE B
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Fig. 3 xif#t & BB ERORS
8-G TEREEMED M
DERRDMRI.

5 WEEERIVBETRLIRT G E

BRI Broders ORI X 2BHED HWR L
5 HOEOWT, ABMEORT G EEEY B
B LUERI Fig. 4 0Z:Tho7. Tihbb
£ grade R AEEIHRL LAV, Wb 5
G-1, G20t & low grade L \wbh3 b0 &
G-3, G-4 O L ¥ high grade & FiP TR B L,
high grade o b OIXSFICEFTE L b BWELR
Lfc. FRZE-Bli high grade b ore£<, Zh
LIXEWEY R TEAY RS, TRECH 3 flico
WCFETHET 6 o A MciilE L ic R B-G ofi% Table
4 RLIH, EEHBREORBELELCW5EE
OFH -G ERHEFHICERR ERAEY RL T 5.
Z O3V Th b FHTEOEMN T, BRECRL T

30001 ¢
®
o] o] L ]
2,000¢
o
o L
(o]
o
1000 8o .
g 00 .
o

G-1  G-2 G-35 G-
( Broders n ¥Rz LB HE)

Fig. 4 ABEEE L Rd -G IEHAE
& DBtk

Table 4 FKIAFEMFEEE QR+ 8-G {EHEAE
FEr-dii 6 » BEORE)

Kb B-G {EMAME (pg/hr/dD
Ele gy 24 i i
No. %1@‘%2@’%3@@%4@

1 | 58| 68 2,133 667 | 3,200 1 2,188

2 | 8B 6 1,500 1,533 1,750 @ 3,067

3 | B | 63 2,875 | 3,400 | 2,933 2,313

A GEBEYML Ty, R 3G ED HEHH
DEWR LRI, BEOTHRENLTECRETHS
EEZ bhic.

I EBREREDORS glucaric acid &

A R glucaric acid FjERE:

1964FEFEMHIC X WYL Shic{bEERECHE- T
ERL 7. '

1 8]ER, #%F BRERCOWT

BRIR, R G HEHEAIER L R 24K
D—HEERL, 0~4'C OBBINCHEFEL T HUET
L. REEREZAT O RERORO B4 1 K
2ml %, lactone #EBIZEA TWBROBEITH
Iml @Rl .

2 B %

a ¥k : 0.IM Na,B,0; K%
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b # : 0.05M NayB,0,~0.02M Na,S0, K¥Ew

¢ % : 0.05M Na,B,07~0.10M Na,SO, 7k¥sug

d ¥ : KHPO, /KEEHK

e ¥ : HIO, K61

f # - 1% phenylhydrazine hydrochloride 7K

g ¥ : conc-HCl

h¥# : KsFe(CN)e KESH

ZORNFMBREOIZ A< T 74 —iCH
Wie et A4 v 5 Bl 12, Dowex IX8 borate Ei
mesh 200~400 % 5 ~ 6 f&& o 2N-HCl % X 8 0.1M
Na,BO; XA CH%E LKECBREL TRV .

3 SEERF

a { B ‘ (2ml #7:431ml)

FRE&Da®iing 3
0.2% 2,6-dichlorophenol indophenol X&¥
1~ 2 FiEn
| ~1smamE
NaBH; 50mg #m

| —305mmE
72 bv 1.0ml fn

| nmR |

b T AR BLMERME
AT ATLD O UHRE I NS + s fusihe
3ml o,
| mmm EZEFS

!
b&Sml&ﬁaAmmL&%

w}f 150ml #¥| L35
c&2%ﬂ%m¢

| g |
COXSRLCHBEIRCHREIT 1 ~3 BREKE
CRELERLTY, TERFLRBRZEIZD DI
feus.
4 TEEIRE
| s | 5l
7
d¥ 1.0ml pn

e #% 0.10ml #p

|« wozen
f#% 1.0ml #p

| erren
g 4.0ml jn

|« Gerpie

h¥ 1.0ml jp
S

6, LENE
ZDINWTF v rgERARIL c & Sml ¥ HWCH
BOBIERTTIV, IR AnaX520mp THIH
Bt AWCHIERZER L. 7t BEIE B o
Hicit K, H-D-glucarate 1.000~2.000mg % #%&X
CACTERCHAIEL T 100m]l s Lick %A
v, £ 0.5 1.0, 1.5 BXU 2.0ml oFhFhic
CEFMMLCaE 5.0ml XL, LEEEBREXINL
THRBEFRLEH L (Fig. 5). EBEBFEILKA

o8-

o7+

051

Absorbance

04

02

oI

I L " I
05 10 5 20 (ml)

Ww%K,H D~Glucarote %
Fig. 5 glucarate E¥shin

gV #—FELTEkE K, H-Dglucarate % 1.0~
20ml #t b9, Zhice®WhNrTag 50ml &L
TRRRICERIE L 7. BIEEOBAIT EEERIEL b A £
VE - VO REHER X Y mg/day THEELK.
F 1A EIR 2.0ml & 20~1,0007 o glucaric acid
AU CRBEEL TR, BRPFHEL TRE
100+ 5 % DB THIE L 1.

B JIERR

1 WRER+ d-glucaric acid {&

21X X D 62F ¥ To I FIOBEE R T OBEEERE
1 FDEFOFCOWCHIE L 7. JlEfErx Table 5
CRTZELTHD, 260% BT ik 2view
10mg/day (LATFBAr£#83) L EREDHTVWEDT
WhHE 510 LA EFEER L B, EEERLC2
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Table 5 HEEEER R 7/ 4 2 ERE

v

B0 g | gs | W oR | B WX
. (mg/day) (%>
v B 35 20.1 102
2 # | 43 10.0 98
3 L] 62 2.3 96
4 | & | 21 9.4 101
5% 4 42 3.3 102
6 5 51 13.0 99
=2 25 14.0 95

8 5 36 18.0 98
9 =5 32 15.0 101
10 L} 44 21.0 95

*IIBRBEE, MR TXTERA

o 5% Table 5 OEFASIIBEREY ETHEET
5. ZOEERELOURAIOERARF d-glucaric
acid fE12~24X Y H LEWETH 5.
2 EEMEBEERS dglucaric acid &
BEREEEINMAZNRCME L. ZhbHRaE
BT LEETH - 1. WEERL Table 6 @
KLt Efl1o 1 frB W T2ACEFRELTO

Table 6 FEMtBEERT 7\ 2 FERIE

= LT «
o | A | Fe | B B E | ®m KX
) (mg/day) (%)
1 B | 9 1.9 99
2 | B 1 s1 6.1 96
3| B | 65 4.5 102
4 5 66 2.3 105
5 | B | 52 3.1 101
6 | B | 60 2.3 98
7 | B | 52 3.1 98
8 | & | 62 4.8 95
9 | B | s8 2.9 99
10 | B | 56 2.9 97
11 B | s8 10.2 98

BT, NEFHE OB Table 6 Z/RLT
WBA, RE G LRI RS R R
BLEELRTEAOD D LARDORD. K
DI X B5ABORE CASFIC EFHTE X v EfE%
BDTHHDEIBIE—TT 5.

IV BitEESSDO -G Bl{LPaRR

19634 #k, &, Fishman HRRE L-KEH
naphthol AS-BI glucuronides B\ 5 Hikic & h £
L7-. naphthol AS-BI glucuronide X F@EHOZ& &

mday| e BxEE
[o]
201 o
o
/15 [o]
(o]
(o]
101~ 8 [e]
o]
S+ 08
Q
: it
Y3 EBR% ARt EREEE
Fig. 6 XE#:ENEBERORSF I/ V2
BEREED B
BEAELOPETHS.
COCH
H o ,0
H
H
rayd
Ho oM O ocH,
ILH /N
A BREEER

BEEEE L b REOCHERIhESESF Y E
X 3mm, A% X# Smmx5mm OFEEL L, 4%
(W/V) formaldehyde % X% 1% anhydrous cal-
cium chloride %#4%s formol calcium BEERTC
2455 0~4°C CEZEL, 2¥r 0.88M » Holt’s
hypertonic gum-sucrose medium =724
EBLl. DWT 5~10px omETHZE v R il
fo.

B ¥ & &

1 % B &

naphthol AS-BI glucuronide 28mg & 0.5M E¥®
B 1ml winz T¥E#%, pH 5.0~52 w3 hic
0.2M acetate buffer it 48 100ml 1L, =
heEERFERE L CERCBEF L.

2 FT7TUIEK

pararosaniline hydrochloride 0.1g w7887k 20ml
%0n%, conc-HCl 5ml %Mz e bimR, WHRE
BERCEFELLE.

3 R &

F7 VK 03ml, 4 ZEHHEY — & 0.3ml, HBERE
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S
WL ‘\(,3"‘\!
N

42 L
L)

'3
S

% I SRRV
AR

H. E. %, x100. Fig. 18 Fig. 17 oFE@D -G i, x100.

5

Fig. 17 G-2 DEERESE.

i & ‘,‘& s g
B
dis Y@ ] g ‘
& " " “r A o ; ; Ll " .i i = .;I
Fig. 19 Fig. 17 ofERlD -G Jefa, x100. Fig. 20 G-2 oEhtiE. -G Hufs, x40.

« A
A

Fig. 21 Flg 20 @if;mj. B-G Yugr + Fig. 22 Fig. 20 bﬁﬁ]@]@%@ﬂtkgﬁoﬂk
H#Y @, %100, x T, BG R+ HEE, x400.

Cladc B
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#eswg 10ml oBAR BT, IN-NaOH @SR %Nz
frbit> pH 5.2 wiisktk, EFKEMLZ CLE 20ml
B IR LELRRERBEL .

4 B BEEF

R P HET A wgEse, 37°C T304k
Bfel, KEEEsFVvRABIhLTV AT -
BE, BEEALrrABALERCHLE. Fh—8
{3 hematoxylin & X AR B L ERE L 1o,

5 BRIEELRER

100°C, 1 4rEo&E#R%% & KIS saccharo-
(1—4)-lactone 10~*mg % Wi U o IR B A 1770\,
Z ORI\ T FEBERE L X b BRILERT 86
BN LA L ES SIS T LR HR L
fe.

C REBER
1 /% R ¥

L DMLV b ivind» 12D C, BIILIRAE
FIEBEOBIRIEY BV THEE L. SREFE
LTRAWHREED BEEREOBENEED -G %
ik Fig. 7 iR oL <, #-G EEIEK B
BEAELRDLRY, HEOEEMmCDAECR
dboht., FBETCAEAERERV LIEEDOK
EFT R RS Ak Th (Fig. 8), £ BGiE
P Fig. 9 iR oL MR ERITEE A LD
Ly, et S BoEE Y Bz (Fig.10).
BCR LTk 5@ HBEHOBMIED 8-G Bz
LAVEBHLELTIVWERY B,

2 BRER

7B OBEMEEE X ) FHMCHEL ShiEEa%
Ao L. HEEHCl2ABT LEETH
7o, R Broders ofEIPE, BHE1
Ih4Ecoboo s b REMEN C->E KTCRL
fo.

HEFI1 . 45, KT

EEMSHTHC =4 X ) \ERe AT TEEROALTR
BB0£REyRn, RFEHCYR L. FEREF.

HE &R - BT LRGP ED BR0 B64E
By EBRE LCABEROEE R TAEETH B, B
TEEIR X HMELBDAATRE, BRMEZ 1L,
BRagI R LA LR, roRBEkoORE R
V. ERBESEBRmECLRESL, KERCMEL 2
AR BT, Wb BBIT EREOEY:
ElofrEr 5 (Fig. 11).

8G }@ff R : BEMRO -G HBEEX —BiT
EhHTEZLL, REFEHG ELDTRHMETHS. AU
BERCHEME L T\ A EEO BAREREC—KL T §-G

EiEr ey (Fig. 12). £EMEOGE® L Sl
hEETHBMR, £+ L TOERE ZLCREMEY
ROEESRD LIS (Fig. 14). BEMIaFOF
LEZHELANEVBENEEES > T 2H5 D
% (Fig. 13). LU LT -G \BHEREHEL, &1
REERIHC X b BB ERZED .

fEGI2 : 58F, B,

BERESEAT RCIX = X b BRE QT T
REZY, —HEEROBEEOLRLRD, BHs
PR AT L, RERECIIAIR O HEAYK M
DD RHEL . THRBIF.

HE %GR : A G EBW & { ke
ZBITEEI DS nests R HEZAREDHDL
h, BRMELBEERALEDLRS. SO TILERE
El1oBTLERELE2 RS (Fig. 15).

8-G BaFTR « 5-G ERIIESMaS ki FEE
TR LB, REEMTcREATHS. HED
BIEARCY HRAYBRE b Bkt Bn s (Fig,
16). EERIMOL-GIEHTEIA R AR D 5.

fEGI3 1 527, B.

BN ERENR L v & lom HAFICBER
KOFIER, AEEEROBREYRD, BYHSTB%
AT LTz, FHRELEF.

HE $&F7R : BT ERBROMENDPEOHEAE
HEER X BB, HEROBERRL BB
BTH Y EFEMAO ST, REEIBREN HED
LhAIESABIIZ L L, BEEOHERRED
W, EEREEHZ L OEFCES, MMIFMEcR
HrEEc@E» 5 (Fig. 17). BUCBTEEEOR
HE2LELS.

-G RaFi R - BT, = L dER
DIFRC—HKL T -G EERBEIBDLID. R
GBI IR M ThB. EBE~D BREHEMED
BG BHEL e v EnHh B (Fig. 18, 19).

fEFI4 6527, B.

EEMEI T AREROR EFR MERAD BE
%, AHEREBOMRELYED, BHESTIRATL BT
L.

8-G JaFT R : hematoxylin B X b, (U
BHE20BTLEEEBEFLbNRS. HBWGILL
B EENABERCHEBELCESCTH Y, BEBCZ
L. G EEREEMRSC REHEE-:
LHEMHROCREECRD OIS, RETRITR
M THB (Fig. 20, 21). B0 BEERCLE
BRMCET RSB -G IEiks HEahi<
BDdbh, EFEE»rSEIEHIBERE 8-G Bk
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Aries (Fig. 22, 23).

fEM S5 627, B.

fER SR E BRI R IR R, AR, HRmIAE:
%, BROEELIED, B vRELET L.

HE #&77 R ARG Y R38BT LEEkOE
BT, BEME, SWHLLURES BB FEECH
BHhR, P o—HIRRE T CREERAAbRD. K
JETF 3 LU BRI AR Bl PEE
wRbbhD, AfFH T EEES L B1bh5
(Fig. 24).

-G HerR - BEAGSAT ke Tt LT
B-G Eik a2 In DB B B, EBMAs anapla—
stic LignE LBV HEXD D, FEAKRAL
HoEkbmy (Fig. 25, 26). BEMABEED BG
EHEHE DEL RV, KET OEEASELT
EHOBWEAERCED LS (Fig. 28). RafE
kel ks B EAND B, FiEETERRR
DHRERERRCED b5 (Fig. 27).

EF 6 : 6677, T

BEREGE ZE IRE N OB AEE X b B CiE
BEADLEY, AERBEOERYRD, BRs 4
BT A 31T L 7. '

HE 3:@R7 R : BRI s bRV ERN - B
BERAZED BT LEET BEHEX2~3LB%
bin (Fig. 29).

8-G %P R« BEAM—K L T 8GIE
Hr REERD, & CREERSEA LoEmY
Ay n (Fig. 30).

FEG 7 : 547, BB,

BRI =AM, T, YR LUREAY
BT, BCREEX VRN PORIER, BEtko
BEOLRE 7D, BHESRMBRNT L ET L.

HE $6FT R « —e BT LR k2 RT nests 3
Bonsa, BkivhZHic anaplastic /@i
PHETBCRERCREYEA LR, EMEOMRK
PELV. EEIHEBRNZ L, SEBAROBEY
PES. BUME4AOBIT EEEE &2 % (Fig. 31),

B-G REFTR  BEERC —F LTIk v
B-G EERRD, RPEFFRITEK T BictHRs By
(Fig. 32). BBt o & Bk o
EHBRD LI, HRCBEIFE-S G BiEyRn
5. HROCITRIVEETRE -G iEEOME Ml
ORENERCEDOhBC L TtHB (Fig. 33), &
BB ET A HIET B o XBSME, kX O—fic
RAEZERIRR L B & S i B MRS b B ISR A DS D A
@b bh 5 (Fig. 34, 35 36). % -IESARR

DL D BFBREIE & b - T K R A
T n s (Fig. 34). AAMoEZRK ;GRE
©, EBHERO BG B MEIaE g L D
Hhi- (Fig. 37).

fEF 8 : 58, &T-

RERSE I £ R B oI EACIBEEA, AR,
REE, BEto BEyY R, BNSS TR TE
7, 6 #ABRBERELLION ABRCEREDIBIEL
L.

HE Zuaff B« B T A AR RS %
FTEEAESAEs bR DA, BT X Vb ThE
TR BRE R s HeRbB. KBTI ELE
W, AERGYETS. BEFMko RN, S
FE TS, LIELIERDHh, EEOEED R
WiERhD, BETCIARAROBRENEERLR
%. fc3 Azan-Mallory, Gomori $faic X b AEIL
BE Ihi-oTCERELO BT LEEEE X005
(Fig. 38).

8-G H&FT B « BRI SART -G HBEYHE
ek, REERO BHAINEETHS (Fig.
39).

3 fEfID/NE

UEnZE4EcAu-bhT& 7 Broders o
B EEEFRRE, 8-G HMBLFHIRL % it
LTkt +5E Table 7 o 2k 5. Thbb
G-1, G-2 DZ:WwhW5 low grade L Xh<T
Wahoo -G RETIIREAERIIEBHATH B,

Table 7 RERtiEkiko 6-G EBILFHTMEA

o esrrBey SELEN | &

*
B

3 G-1 E~+ W M
6 G-2 t~+ Rk
5 G-3 it B &
3 G-4 H~t BX, &

G-3, G-4 o high grade o o CIXREETRHUE
X, BLhBAEEERDI. 8-G BiEoENz ofF
HORRBILE - Tkh, BEERECERLETHE
LB bR, SERBESTISGHIIESD
FLER AR —FR L TRV, SRR CosmLd
FL b E— ity . FcERMiaN anaplastics 7x
B LIS S oREER A L e AEAR D
fo. Efe 8-G EMEESMR O MR PIC BRI
Fobhd, RECHEToBEME, XEoBEH
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20 OEACEEEEROR  Fig 24 G3 oBE. H E R&, x40,
D BG Refa+ HGRE, x100.

Fig. 25 Fig. 24 Ol 6GRe, x40.  Fig. 26 Fig. 24 oEOBESESO 5
Jkﬁﬁ 8-G Hufa, x400.

e J.,\ WL { 8 s,
EODEEMASO—HEOR  Fig. 28 Fig. 24 OsEploMELESOHR
B+ HRE, x400. ., B-G %fa, x40.

£, T
? ; :
' b8
& b J
' . ¥
' Fr
\
o \
’ »
o AT L i
§ . < ! i
- ¢ i
. &,,Ad # .
€ - e H
LET <SR N U- @ i &

Flg ® G 2~3">%%F H.E. 3@, x100, Fig 30 Fig. 29 ol 4G s, x100.
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ig. 35 mg31oﬁmO§ﬁmm B-G
Hfs - HEERe, X 400.

Fig. 37 Fig. 31 0);"‘@] B-G Hufn + H#%
e,

[ERERE « 8-Glucuronidase - %o Inhibitor

‘i‘:‘.‘l.

2. 31 OEACKEMSE, 6C
Yuls + HERE, %400.

Fig. 38 G-4 ol H. E. %, x100
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fan 8-G HEHX, BEEoBL VWEBERECIE
BRBCEL LTS BRI LB B & LT
»Hh, BEEoESESROBSTIIERCETHH
fr X bl ) RHECHE T A - TR b,

V SLA O¥50RH -G {E glu-
caric acid & MEER L UES
A -G FHCHTIHE

A SLA nE50 R B-G ER I
glucaric acid {Ee%t4 3 B8

BEBEIE AR 6 Flico\C SLA A EL,
R -G fH¥ X OURH glucaric acid fEixii 58
By W L.

1 #EHE

1HE1.580 SLA #4458 LT6RHI LR
FESCAR S E, FRoAEC X b 4BHIRIOWT
8-G {E¥ X ¢ glucaric acid EXHIEL o

2 % B

REiERL Table 8 WRT =& L 2B RF 8G
fEEAEIE i, ER2BI050ETRERZE
EHClne, FRRAF glucaric acid {Ed 2flic EF-

Table 8 SLA ®E5H#EORS §-G E

BIO /v ERE

SLA #5471 | SLA #54%
e 5| 224
No. E‘G fLE Vs ﬂ-G fE Vo]

EmR(E PERR(E

1| B 49 1,050 3.4 0 720
2% B | 65 616 | 10.5 333 29.5
3| 5| 54 1,700 2.9 312 215
4 | B | 52 700 3.1 0 215
5 | & | 62 620 4.8 375 145.5
6 | B | 58 1,340 2.9 200 136.1

*EOEFNI W HEREEDEL DO

¥ RINEOBEIFTRL, BRESA2D0ZEL
BERIGERC 1E4~5BOEE TEBRELEVELT
WABITIRZE AL LRARRD b e, £ 2 TR
DEBLTHB X5, BitEEED SLA 51X
% glucaric acid GREHVEETH B E 5 2% TR
AR I VEHEL TR,

R = _b:_a x100%

fe72 L a : 53 glucaric acid {E
b : 5% glucaric acid {E
¢ FEaEMN glucaric acid Kin- 4
DfEi, Tibb SLA 1,500mg = glucaric

acid 1,200mg TH 5.
G 1 R TR SAI8S LU T OEMEcH h, S
113#960% & - 7=. SLA-glucaric acid oIE#AR
DIEFERI0~0%THL1 D 1 firRELFUEMET
By, ZOZERKEOBMBLIBIE—KTD.

B SLA OS5 OFHEFRCH TS
-5

ENEFHREZ TN TS SLA R#EOFRICXT
BEEY RS BN THRELLS, BRESHMA T
5 & A TR O TR E Tiia.

1 HEHER IOHHE

Fhec BEvkE Lic Bl A1 HE
1.58 D SLA % 448 LC6BRMZ L EOFc#
L1, 15U EERY BR LA 21 ik ounTHRES L
2. BRIEOWTIZ1~2 7 A 1 EENRENCEE
DEEDOWCTHELR. 5 b0D 9 FIic D TR
RS 8-G ERHIE L.

2 £ S

g RIz Table 9 KRLAZELTHB. T
HHG-3, G-4DZ & high grade 0 DILEH
Eh FHE2ELREREL, G-1, G-20 low
grade % O TIX1887F 6 FICEREETRD T 505,
FEBI10% X LTI IRR I BIC B R LR R ERTLE S
CARERREL TR Y, BEIERERD. £
2RBROMBCIER¥ED, BELY AMIBERT
o, L UVER 4 X RIIMONRC S b b T'H
EXBRIBELTCNB. R -G OFFFHRIESRX
Fig. 40 w3 2L < FEBREFO 6 Blix £F 300pg/
hr/dl UFeflifl IhEE LR, BEFIH
2 B EFBEANTO BEHH Y, 10 EEF
%, B2 T10 AARIFET L.

C SLA gn®5o BEEASBA -G &
sl o374

SLA HRDOEEMARKA 8-G x5 E a8t
FRCRF LIz, $7cbd Table 9 OEMIMEFEA
B0 1 » B SLA #1881.58, 445%LT6
FHEZ L ERAR IS, HEELCOWT -G RE
2RO FECER L. HE REFRCEBORT
FRMRENAERCHEEL, SHEIHRHBRETSH
B0, BREMITIBEOLNTHY, BOWEBL LA ED
ARbLIS, BEMATE, O CHEREIXE
FEB T, BRE2OBTLEEEESELLRS.
#1z. SLA FRRD B8N 7B Bhusy (Fig. 41).
B-G Jua Pt RIS O B I e siy St &
R, EHEMBRCLPLEEOFRYRD DDA TERE
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B - BEME - 8-Glucuronidase ¢ Inhibitor
Table 9 SLA RAMBRLEOFHEFTRECETHHE

fEF No| # 51| % & | EEMRkE | BHE | 54 B &éﬂ)ﬁﬁaﬁ BRIToWT

1 5 54 BT ERE G-4 | BMEXHHK 27 247 ARBREB ()
2 T 62, ” G-1 E % ¥ &% #H 24 B 2n ARERCS)
3 B 58 ” G-1 RIREREIR 24 (=

4 = 65 ” G-1 | BB Y K# 24 +

5 B 52 ” G-1 R BRI IR 12 -

6 B 54 ” G-1 ” 12 ! (-

7 : 47 ” G-1 ” 15 (-

8 B 63 ” G-2 [BERE SR SRR I (=

9 % 66 Y G-2 Vs ' 12 €]

10 = 52 ” G-2 ” 20 thik# 2 » BER(H)
11 L2} 47 ” G-1 ” 15 +

12 B 52 7 G-2 ” 20 -

13 5 49 7 G-2 ” .24 (-

14 T 64 y G-1 ” .15 =

15 = 47 ” G-1 EEYRIK 25 G2

6 | & | ss ” G-4 | BMmswmA | 10 | SERERR 1027
17 5 58 ” G-2 | RIREHIGIEAT 15 FIEEER(H)

18 5 44 ” G-1 ” 15 | -

19 B 51 p G-1 [BERE IR VIBk T 24 (-
20 # 52 y G-1 BEIR B UTER A 15 =
21 5 58 ” G-3 JEEREER - SIBR T 15 +

. er
ug/hr/ol = SLA 159/day.
s — o FEFEEM
/ o----0 AFIEH
favd I ExRRENOLE
2000 / ’

w3 A B 2T C =0
Fig. 40 SLA #&5£0D0R+F -G w588
e £-G EHITET LT3 EEx bh b (Fig 42), A BEFE
VI SLNA OESESARPTEO EE FHRABME L A, FARRENLBEEEEAN
s & OBE 4-G BHCHT R FroER, BETCH L A%, 500mg nal2g

4

D SLNA % 1~10ml OZBKICHER LThiibic
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ARTREALL. ZOXVCEFOEKES X OEAR
BRAEGHRPNEARERORE L L. REEAR
# 2 8E L CEMCHE LcERconT, o
TR X D EBRENR ORI E2Ee 3G 2HR%E
L.

B # ®

16FIOEREEECRIEL, EAKT ~10A B
PSR B DR B R ER Uz, BFiL Table 10 i@
A2 &L 16614 8 Pl ik RD, I FULHEE, 5
L 2RI EFBEYEIVEL TS, REALSFIT

Table 10 SLNA oEFHAKARATESOBEICT 558

AN ¥ Bl % 4| mbtEsESER | SNAgszaax |BEIE% x o
1 =" 65 HER - HRM - FEH 200mg X 5 M % BFTERE (+)
2 Pie 62 ” ” ” 200mg X 7 M % BE (5
3 B 47 ” ” ” gggﬁgig H R BATER (H)
4 -] 58 p TREME: . B 500mg X 3 ~ &
5 5 93 ” BAZem: . H3EM 1000mg X 1 w4
6 L=zt 51 ” y ” 500mg X 1 w4 ;
7 LS 57 ” JEEE - B 1000mg X 1 ~ % g%g%%gq
8 5 63 ” BFRME - REHE 1000mg X 4 W oL
9 = 54 ” &I o REME 500mg X 3 R E
10 5 58 % BT - KA 500mg % 2 ~ %
11 %5 47 v HFEME - HEHR 200mg X 1 fa 4
12 -] 54 Vi 4 ” 500mg X 4 W
13 -} 52 ” ” ” 500mg X 5 WA
14 =4 44 ” Y Y 500mg X 1 o4
15 5 67 7 ” ” 500mg X 1 ~ &
16 = 61 ” ” ” 1500mg X 1 B
1A% BRT 4 LN, BEEOBE Th- k. HRENOHFH 1.5cm O TIEHEA FE

AT EERNC TN B,

Table 10 DFEH14

BEMES R ERE NI/ MBI ADOATER, FEME
DIEE 1 2 #5Rd7c. LB OEERT ik Fig. 431
FRTZELTHB. ohicxt LT SLNA 500mg 1
ESE Lz, FEIOR B OBEMEKARN R Fig. 4
CRTZELBEOREIIHMUCHELL, Z0ked
eI, < TR L Tnhs» Fo/ MBS KR D/
BEEYH#HMERACRDD LD, FFRCRERD
HRE LT E A, BRREMHESEEMN CRBCARL
fz.

Table 10 DFEM11

MEROBMERE CERED X h#2cmiE O B
W/ MEEA, FEROBEBOBREYR L. Thic
SLNA 500mg % 1 EBEEHI0H Bl ik Bdico
T, BREOCTRLUESENREYTn- 1. 8%
AN BE O ST A D B AR DO R
HEboThd, BB UELIEERROER
BxRLTWw5 (Fig. 45),

Table 10 DFEHF13

HoEESHES, e SLNA 50mg 357 B2
CABREL, WK OKEIRK-REIATIR
BRERECEIR L. £ ORBERFT Rik Fig. 46,
47 WRTZEL CEBHROEMEIINS L, i
fepiRoh, Mtk lcinh, BEEMaTERE
KIS BBIZ LCFRAADRS. 8-G REFT
Rk Fig. 48 kR Rbh 3 2k L axthie 5-G &k
I RFEL, EEAO L —MTh T2 iEE
N> T BT &y (Fig. 49).

Table 10 DfEHI 8

ERERMO% EHTREK HRIBEE, A
SRROES AT, Shic 7 B 2 &ic SLNA 1,000mg
TOAEYBEE, 36 bW Lico THENSS
YIgira T Uic. RN IRIT LR FUEH
Roftdy R Tk b, BEEMR0 R, UK, &
DUBIBECEDLRS. L LEEEYZ 2 TD
FEMMIELE STy, HEIREHZ LA
BEBI VY MECER, 70, iz h OfFFRD
HVILHBRAIRC 5/ MBI BEA R SRR
bh3 (Fig. 50), MEHEMAME 4T SLNA B
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SRR
Fig. 39 Fig. 38 oEFlD B-G Hufa

, %100. Fig. 4

23
L&)

1 G2 o, SLA 1A/
Wi, H. E. @, x40,

Fig. 42 Fig. 41 OfEFO -G Hefa, x100. Fig. 43 SLNA FFTEARIOBEKAEE.

¥

Fig. 45 SLNA 500mg BFTEAKIOHE.
H. E. %6, x100.

A j';,'r'e'f-
Fig. 44 SLNA 500mg i A%I10H
BOBRANEA.
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AL ik ‘:}1&5 i ; ki

Fig. 52 Fig. 50 o—&Rikk.

Fig. 54 Fig. 53 o—ikA. x100, Fig. 55 Fig. 53 o—#kk. »100.
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Fig. 56 SL
H. E. §u8, x100.
. - & >

- Pel L-_. ..“..*" : "‘\ '\'.( .
. g % 4 /Ty "'.‘.k .
@ oy = ",:\o,' ol 18
s v ra Y
7:"""0" voan” 2w

b
"

-~ & ! e '
we” & ons v o P
w Ty
PP w i ?" ®
" ‘ o " “‘3‘ “ ",,.
®,. 4 -\ - ® o

Fig. 58 Fig. 57 ofkk. H. E. s, x400.

e . 4
" o F :b .
o AW ' ’
&5 ¢ .
P L . PR T AR
" " » Uil X
L . & .
a2 - ." ? L Ly N i,
.. x 1
??' “’42 b ,’ LAY B - "’,
- b % b
o -
. .
I,

¥ Gt .
Fig. 60 Fig. 59 o—&FhkKk. x400.

N

Fig. 62 RE@EHBEOBED p-G R, x40,

i1
Fig.

Fig. 63 Fig. 62 o—#ikk, x400.

ool e,

59 Fig. 56 DfERID B-G Fefs, x40,

i M 2

Fig. 59 o—fikk. x400.

i
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L AWRBEHEULEL BdbhRWES (Fig. 5D
&, Fig. 52 wind —#Ho 2 < EEMEO KE,
H, ERESEDONBPALENH B, -G R8T
BEFESIIALC LY -G B ) OESD
BL L hi L Bk By (Fig. 53). EHk
T T HDEERTRD B DR TR & A K iiE]
ThOw5$FT (Fig. 50) b, BEREER HRWT
SERES AR H S (Fig. 55). EREEFD
s b CBBEEO LG MCH Bobh, EER
OBREMRFC L1 DL, T LB ERT
Rons. EORTED LESEHED 8-G BEETIX
SLNA #EDOE&LEx bh, BEEEZO £
X A EREROZEL, BERDIBEAZVBEE
&3t SLNARSHEBRE—KEA IR zDHI
BB bEHFLONS.

Table 100D5EHI12

ERENROBRAFCREER, FEEOBRER
WD, chkextl SLNA 500mg # 7 HZ L 418
REL, IUBECHD Lk 2 5 CTRRENCEIR
Ui, afferngwat Fig. 56 0O & 4 RS
T B SR WBRTE, Fig. 57, 58 ok { Hifa
Sk L T b B A ER OF BRI ERAL L R R,
B-CHfa L ABRBEIT ARSI 4 (Fig 59),
BRI 2 bE Bedishs- fo WALt Fig. 60 ©
z & BEABROTG 2 PO D RGIEESR
B, EBEEo B Hcr Fig 6l ok
BRERIEEAEEDLRV. & OERS FIFER
LET L SLNA DEANE—TRWEDERUEE
HNTEROZE EEIEL S DLEL DS,
FEGIOFE - SLNA % BEMESBAT BEATHE
H#HA -G BT ZERCEH IS, -G HEoW
o BT B B R o ZE it & Mk
MIOME, HiHko EE Bok. BEREEOMH
3, KESEABEBESTO -G B EFOTE
X OBBTCBERE—FKT 5.

VI ik UER

B-G rMEABW O, B, Biriokrsdb
@AM, RBCELELTHS Z LRERORK
LR IVELICIRTVS, ZLTWANS
OAEBEIPRER S CCHRRBC W T OFF
RERCEERADNS C LB ATERRR
RT &k, AEROBRNERC OV TR
BREOENRSE N, BEZTRELARC 20
R, [t #E s p-d-glucuronide @

MK ER i LTn3 blwne &, Rk
glucuronide DERICHEARLTWBEHLWE
ERBBMCI S T, FEF X ERORRE
BE IUHEROBEES TRSP 4G, RE
glucaric acid, BEGFDO B-G BT B-G
inhibitor & L€ SLA, SLNA oL 2nwT
2,3 0EERTE- 1z,

A BHEEREZEORS -G conT

3 R B-G o Bk o Tk fE o
B-GrRERARETCHEEINTRFPBNTTSD
O, BHEBLTOD LD (BLCRME LR X
D) SWINZH0, 8 LUER RE, B
LRI HWENSE 00 3ok KBldh
5., B1o Bk iEF o g6 EE: R
-G B HHEBEE A UARTAD Dl b
7o\, Boyland & (1955) ® ixAE ol
RIS B, R 4G rBFEEL TlFES
POEHE LA TERDOTES EREL
Twb, 44 (1962 A X & FAWicERT
B-G wEIRESC X DS LBRK, KPR
EEEko L8, TRROFEFoEEo B4,
TH L2 PAEGRE R T2, BEcER
LZEHMEL TS, b Watt & (1966)*®
RFEBTFCR L TERY Y P VIBRR,
Uy s BECXYRF B-G ERO EARRED
RiER LD, zoRS G AL D EEL
b ORBEBTRFCH TES O TR VD
LHE LTWws, Lewis & (1960)% vkiERE
BEERT BG cET sWEORT, HER
ELUCBRATERBER L & BROLWER
BEORS B-G EBHH% I08E% peak
ZHK LATEZEEHEL TS, chicw
LT Goldburg &5ximE -G R+ 8-G @
R ABBEERMRIR R &G L, KD M
ZD BG RENRENBRERRZRTH, L7
LHAERFFE T, BB veBEL
Tn%, 22 BER L 0 REERY ¥ X ZER
CAWMEINDB ETHELTH 5P, FHERFK
 BG BN, FribrBuoimil
AL TWAEETHYD, Blekds g6 o
L2 A9RE 7 v Carmpbell (1949)#%, Burton
B (1952)*, Fishman & (1956)%¢, Ruten-
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burg & (1958)%", EME (1959, KA (1920)
2 kR (1964)%, Hk (19644, $A(1965)
8 Al b, b FERNRELUTATR
bh, BERO—HKLLER L L GIMRAEK
BOEESTERD T 5. ¥ R BORBRR
androgen 1 X DRI LA L, RFFCRP
OEHBREL L BEREEO LR LA
A3 5% kA Fishman 5% % X ke X b

EINTWE, thboz 2B RALS
CEBHTEEINLEE, % BBy m
bo kBAK BT -G EEREAL,
BRRED B-G BT 5MEEY RLT
W3, HEICRREBORELELVFHIND
2, BB RRCHEL CHFET 5EEDRHE,
B LB 2T 5% 2 Th %A, Haije b (1962)
) oEbEBERTS B-G OBERILCOWTOR
WM BT, FBEMEEE L Ak B
B i b0 Bk 5 LRFP -G EHER
FR+ Bz e x®mE L, Fripp (1965)% 141
W RRTRE, BWHEERO 8-GE
¥ EeENc ERL, EXoRTO BG
O—WPrEh L oEKL, B BRET
FEEHEELTWEDO TR WA LERL T
5.

223 ¥ T (1) BREE2HOCEBR 8G
EEHE- - & (Fig. 62, 63), (2) MR
U TR e BT BRAR KHE B35 O B RS IR £ 2
-G BRI ENCE L A STy
e (Fig. D, (3) XHogEedsIdk
FLRIERIERE OB RO -G 18 L BER -G
EREEAEEDRWT &, (4) BHABE
RIDHEHUBEBRERBEREBEAETHA
EpRt B-G {Hxn EWe & (Table 2), (B)
Fishman &, k¥ oOERTHOMEBRA -G &
o LA RP -G EHEO A L TED HEIEY
HmEETsceh¥roLT, R AG EE
DRLEAEDLORBERT D LELR
v, L LIEFO -G 3 X REEROR
B EbRF BG ODHELLTCLLBETS
HDTREVAE, LB ThbTrkdboT
BHLELD.

Bltoze Xy BEEERS -G HHED

ERZ, ¥ TEEOHFEOKERLLTELSD
NEUTHBLBbhB, 20T LxAMRESE
MeEBAGO BUBcsWT G EHERH
{, COWPEERCEL BT L LD,
PR ERT B-G HOBFER KB THD
haZ el (Fig 2), BRELEMT ZEEOR
WEREIRIe B-G EREFLTHWBTE, %L
TREOBREC A b3 X5 BEERE, Tk
BRBERC X0 RP B-G EREFLTBC
LIDEISFEINS, Ll Boyland 519 %
Hradec52 0 & & EEBREE b RE B-GE
TR LEWE LTCRS -G HD EFik neo-
plasm BB WEWIBEDL H B,
o¥FBEREED RP 4G EXRET 5
& OERNERCOWTRE ML TH -,
B 298 HTH 525, Table 3 ©KRL
e L BEERE D1 TH HERRE 4G
EREEGEBRcds 2, aEETAR
YU, BBKREOHEBHOTRERP G E
OLrFERDERCEENRE B, BEORECD
WO, BHE, 5+, k¥, Lewis 5, Boyland
b, Haije i ¥ DEBMREMNNERR LU
fEREE, FREE, BHEERLKCOWT
OREZRIOLT, RP G EHo LA
BB BFENREE L R\ hiiz O T2
CRHPEVEERLEZELDNL WL,
OFCBEHBOBHE L OBRICOWTH B
L, H, SFHaESErRE»OHEBCEHERT
HBLL, TOEHBHL LCREOATRECHE
wRe B-G HEREEREN TS, AHEE
THERYBOELTWE S b R -G 0B
FEEXZRLT3b0rEErREzLLbO
CRBRBLLTWS, FEHEx Broders o
RENBHESERLRFT -G o BEL B
Lz, MEOMIISTBIEN D 5 LD A
Thote, 212 G-3, G-4 OHORLHFIH
ERr LRAETRL TR, BEELlow grade,
high grade o e 2L T HEx 54 b BY
BEoBwbor ERF -G HO EA® B
Wxdnd ik, LALA—BEEODO
Ot b HUBKE R EbOESBREDBIB &
2BLT, RPE G Ho ERREEORY
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WWBEERS % &% Loz, Haijeb 0B b
L L BEBEOREORE L » TEAINSD
bOLELREIHNEYLBbNRS, Thbb
BorAUEEFCRIFBREE0 D LY, &
BEoEEORS KA -G EX B &%
FLTW3, BB TREESEEDL O
FLELERENER D WD, BElLT
RIEXEHLTWB058%L, BEBRD TR
BGEERBON D BB CRBEBTT

5 e HBETNE BEYXEOBVWOTRE
F 4G BEEOERL FAYETH0RS
VBB THEAS5,

DEFCBHMBEEOTHE L OBEFRL OV TS
%5k, Fig. 4 83Xtk Table 4 R L= &<
FHERREO BWEEREZEORF 4G HiEZEH
CERLTWR ZERABBNE. R 4G
LFB L DBIFRI DWW T, SR RARERKD
Binc o TR B-G EHEPMEEY =T A%
DEFBBEL KA EARED, AR
OTHELRT ER VW E Lisa b b BE
DRBOERER IV TFHROHECEEHZETEH
%L L, ¥/ Boyland & & Reb B-G {ER M5
LWS L0 LFROHEBLCKH L CEERLE LR
NTw3, HEXoEEtEEEORS 8-GiEk
DOFF 2 oFER A LRRBREOBMILFL,
FETRE2E2 3228002 0TH 5, %
HIBD & & R B-G ED LR BBEE
DHERETH L, BEREOHESROD &
DDHECHEHE TR AW LELBRS, B
EE2BEWT 5 L BEREORS 4G ERE
OEKRNERLRD, F#, KREHROHTE
‘’izorz A EBEELD,

BRErRHB -G LBMED R4 & 0ESRiIc
DOWTEBER iz %, Rehn (1895w kb
aniline Ic & 5 BEME O RENBE I L T LSk,
Hueper & (1938)%®, Jull (1951)%®, Bonser
5 (1952)¢0, Billicard-Duchesene (1947,1959)
802, Melick & (1955)% 1o X b R0 L2ty
B & BEORE»ME I, 2-naphthylamine,
benzidine, 4-aminobiphenyl 7 ¥ M hic B
Ihre AoBltcELrREIv s WETE S
ERTADONRE, X LRERE, EBNTIEc

o, thboYBEBBREEDREERK
T, ERTORBBRBCSWIREELETS
WERCET B LHHBEL, COEEORE
Bt ortho-aminophenol 7% =ik aryl-hy-
droxyl amine T 5 c ENEHEINR., L
T19564F X 9 19634 A1) T Boyland »,23~25,64
Zehbofi@nsbefFciiiobh, FTH
BB -7 glucuronic acid, sulfuric
acid, phosphoric acid, glutathione 7¢ & & &%
ELTIEELEh, B RPc #EES
h, Rtz hicd 0REFOKBERC
X0 KEINRT free OREWME &7cd L
5 En@ et EriEc T b,
R EY OHER: & MR KR REYE D
el BT 5720 0 B £EFT 5 LES S
5., COBERTORBYELEREIT 20O
T & BIKMEEEFE L aryl-sulfatase & -G ¢
v, ortho-aminophenol ¢ sulfuric ester 1t e
R D arylsulfatase iw X v KBIhinwn o
b, HEMEET ARBEY R 25A B-G
T X okiEXn % glucosid uronic acids & L
THETIOTREREWHERELE, ozl
X v glucuronide T Rebic HEt I e &
EEABYEY, REo 3G 0OFfE IR
BYWE L L CRFCEEIR TS 5L WS v
¥ % Boyland ot REIh, R §-G &
Bt & OBSREEEE ST &, b BATh
RIBCBET 5+ XTTlA L, B btrypto-
phan @ hECHEY L & BEE L R RE
PEELTHREINT 55 Boyland 0ix
HELOTHERF -G REER BFEXALT
Wah, BReZoRP -G 2lELLEL
THIBMBRREEFLRBERL T 2EENSH
v, BEOMBRIEECEMIHEEORNTY L
> TWBbDEEZLLNS,

B ReEr 7L o @B oWT

195241, Levvy 23 B-G % B Epy M4+
SYER SN 2EB-(1-4)-57 + v Th5B
L REEL, o Abul-Fadl (1957) e
R\ FEFETED -G HEYE D FELHY
B, ULWESB LT Marsh (1963) #ie
MR\ OFEFEFMED B-G HEWEL 7V 2 fE
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BTehaso oo tdThblUDTRFS
NaERE e B-G L OBRS BRI, ¥
7219634 4 B 196641 A3vF € Marsh k74 7
r V-7 2 BERREK O REHBR koW TR
HE R0, BRNEERERC XL EFA
R 7oz o 1 BERM 10mg Th s
W& Le, L Lksb Marsh 0B TRIE
BIHED -G MEYEORE,: ERTE W
ELT, AL (1965) A4+ vicisigs
Buwasasa -rse=t7/574 Bk
KRB 7 L R OBEDE WLEERE %
ERL. COHEC LV PRSREFEARS
O 7 RPN R 1 B0 mg <, &Y
DERREDRBIC BRI ELS L WROEE
BRWEHRELTWS,

R B IRFP @ v BRE X FE b
(1967), k¥ (1968) k& X b KIS DEEBHIE
BALVEELTRTC2RHE IR, cofEr

Hl, WMELILHEOEBLAWL, ¥

MBEO s/ Vw5 v X0 SN ERR
NDBBRBHENC L2 ADk, Aoz
Lk, Marsh 5N OWMEC A D LS ICHE
HEoFc 3 %5 glucuronolactone dehydro-
genase OIEEET & FAOEZRR ELbND
LHERLTWS, chiet U GEESP BT
FHEEGlCc W TRELRET, 1HOD
Z BRI R 02% EERRL, E
FEEOLORLTMC29% T EFT, i
SLA-glucaric acid R R385% cEE* 7R3
Tenb, Rbe7AaBROETRENEEE
DAHLED LN BHRRNLBLEL LT,
FEFCERROEELZNNERY b v &
K#LTWw5, BEHEORSD 7V aEREORE
RE TR, SEBI0fI s\ T 10mg/day L -
PERHBEE TWEBRBERBE1GLERAL
Bl EfE%x 78 (Table 5), FSMEERERELLH
Tk 16l BEF ark 2flc BE L2 Boi
(Table 6). % 7= Table 8 iR L =fEHIc 381>
T, 1#%2BRWiEO 02flic SLA-glucaric
acid ZREKIBKLAT & EELXTD, HrER
RIBOET 1Bl CHRERARETLADC
W5, chboz it Marsh ow3s &4,

58 £ 4o Fic 85 glucuronolactone de—
hydrogenase OFEMET LEHRNR S 200 A
higw., ZEE0O JIERER BHEEE D RF
glucaric acid EREFEAK LB L CEBOHE
M2k o, [Eige SLA-glucaric acid OF#
R BENWE WS ERLEBRS, O LM
Fic e HFRNABS T oBME O REcE
BEDHIEETHBIENR, MOELREE.
OER ICRBCLEWTREZERES 2 Th
FhERET S EEEELEL 5.

C BMtEs+t o -G konT

v FOBEMEE k) 5488k 8-G BT s
BFEx19474 Fishman BV e X Dic&h, #
heRARE, BB, TE, IR, BEs Xofto
BHEFZoM#MT -G BEN ZERc EAL
Tw3 o LR ESER b EREENCR
BTWw3%, Campbell (1949 11 5-G DM
AAICBET 3B CIE% mouse 0F, i
X ¥ mouse ® chicken ®EEIC oW THGL
FHpcgitrmr, BHEE oMK TR
#HICEBEAPEA 7 anaplastic area 1K
HreED bh, MIEA O mitochondria ik —%%
UCHET S L H/ELTW 5. 0% Fishman
5 (1959)% e ro/NB, SR, BB, F
E, BIF, WviEs Xt oBRERc
SWTEBOEBIEENIRRE 2 TR, BEEH
RRoMIIEN cre b -G BEREET S C
L, BIUHEBEoRAMR, MEFME, &
MM S bBERIEM R T 5 2 &, HEMR
IhbExDEREEZBEL WSz R L X
Y ## % homogenate it LT 8-G ¥ nw 412
NeZBT 5B CEREL LS LERE B L
ZBXTW%B, Monis & (1956) ' R&EHO
mTe VESEEED -G ronT 2580 LE
HEEBERHEE I VREOEE LA RAD
223, 9 FloMENOBEEEE TR ARASEY
ThokeBEBB LTWD, FEL < Monis &
(1960)*® 100D & » @ FEEENEE & &
B OMERO BEEE T 5 AEHEOM
BILENRBERTR W, B0 LEEkEE S
BRI ERL 8-G EER2E T2, ME%D
BHEEE R B-G Bk nd, B3svwiks-s
THI b TrTHELLEHELTWS,
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&R (1965) 5™ B owE L -G OB
BrBET2ENT, 7y FOFRITBRED
BEFOBESR LS THIEDRA R
5-G BERFEERE Ko TnB o LD, B
FiE O R & MR & 2 BiiciE o o0 5
CERTERVWERL TS, —F, THAE
DKM 3\ TREESIRE O K ICIEHE L 22
e & % REERIEME M 78U Ik azur rosette
c@Es b, SRS EINRS
BROBE»S -G RS W L Ak
it ALHOBEEEETETHES S & bHER
LTw3, 20l »MBREMBERC KT 3 5-G
OHBLERIMFERRBCREH, KLy
B, BEME, RIZERE, BEEL L OBME
BreonwToELL 5,

ICHEMEERD £-G BT 5 HRLFN
Woe12 19564 Monis 2B flishT BT LEBED
1A EEY Bt TR LA 1A%
v, 1960k 1 BE%:OATRBT ERBC
WTZEREL B8-G EHO LAY BoctHEL
o, AR CRBEHLABMEREOFEY, AHK
Rig x> A ek T, BEOZEMEE M
TH 0 ABRER O RmIP e S EE S o
BTh s e, DWTKRE (1963 BRBTE
BERBRE CESAG AT b TRAAIHK
ET2REORMRER 2D 5 LREL T
3.

CEER - OFERK B CBHEER L SR
BxREYRS L, FTHREETTCHWbhTE
7z Broders o#¥ic X 2 HBFNEEECR
B, B-G ot X OEERERE oW T DK
i Table 7 Rl T ThHB, Thbd
HBroders @ 4K X% G-1, G-20 low
grade C W TRFPBINLFRORRER L b
LTS ToARETE AR LT, G
-3, G-4 w5 hig1 grade 0dOTIERZ.
RENELR, FLhrEHALAD, FcG-4
DHOFEET, chiRBEFOBEMOERD
MBS ERED bhik, Fig I
RUEEMR D 16T, 6 »BBERLT
LrBLL, &FEBY L TI0NBEBKIE
TLTwW3, o¥cF—EERNcEd % 5-G

OATTH DM, ZhRBEoERLAET &
AEERFEERLT LI —hbo TR, BB
Xo TREEGKCED DN DB S, ©
o ikB—EEo2BEEAC X 3HG®RE T
b, WiLic X oMK D Bic- TH
BVLEROS5HOREDONREZ L LD, B
ERBEES BEEMBR L LT HWLBRT WS
Broders 0OV & 0D KERRATH L &
buxszie—HTHEHRLELORS, ©
DT rIvEEEEED HREEC -G 0
BEREABCENTRA M2 2 L EHEYET
BLEZLD. Thbd BA—EMTH, 2k
anaplastic cell type ®BWIBEL Tk B-G 15
HELMOMBAL X VFCEHTHD, coz
1% Boyland o®B&EE:—HET5HMATH- 2,
D EFCKEROSMRIATRNBT L REHR
TREHOEHL TS S L LARREEDF
I IBES TN 2T & A 2R
dbhier, BEKEEOHAC Monis b
AI90FEICIRE L T 5 & & A eEic HiR
BB EED LR, 2D LS5k
FEHRO R - kHAE B TEEEROEE
oHfaD B-G EEEHEL A5 L, MEOH
BlCrBmRELE L T2 HEOEERERD
b, BETO -G EER IRV EEE
BCELTHECBREZEL, BEAREKET
ML EERSTFTWE L5 Th5. BEDE
ABRERA X 0 /e v [NEECHEMESF M, &
MR, BMERR X 23 D © B-G IEHEDORR
ho THBIED > TR TwWbDAED
bz, chboz kXoEBoMAD 5-G
EESmoER, BEOEYE0HMIKCLIVS
VEBERICT A IO5Bbhi, BEEOREM
oo ks B beonwtik, HEA961)™
BETHRROFE R BT » BERERLFENTT
Rer T, RPERFoMZRD -G EiEiT
W<, ¥R > bTHBEROLD X
DHIEHEObDODBES R ED -G WEEAB
LHBELTWS, COoBEELLEEOELRL
BREEET L, BRENOBHEO L &5
AR FcBEFAcE - TEEMEKRO -
LEBIE X 5HENEL, o iLEH
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fac 50 ookl e LTERMAd 8-G
BEOHNLOIBERNCEZADONLDT
Rixbad #E ans, T EEEHO
B-G EMEOHEEHE, BEE R EFTE
IR L, choEko LA BEEe o
WTREW sign #RTHOTRA VWL EEL
bha. ¥h -G ENROMBEASMICOWT
Wk Fig. 37 @R+ L MIRERKRD bh,
MBoEROBEL—HKT b0 TH 5, Bl
B IR -G oBHRCOWTREKR
BDBRTWB T WERCEBAIN TR W
Wi, EEROZEI0PRLLBYHELRA
BRLORB 2 &2 bEERO B ERKERK
HEL, BOHCHBECEEEL T35 DTk
WA CHEEINRSN, CORRSBOREICE
TeRiZia bt EXL 5B,

D pA-G inhibitor & L € ® SLA % ;¥

SLNA #5112

B-G 0EMENBERRBHIN T Win LD,
Fishman i & % &\ % 3 5 KEEE A% estrogen,
androgen & X ok Evic X 0 HERAO
By B 5L Rk, S@EEREOHTR S
glucuronide OA&SGFIC IS LTWw3 & b
h, glucuronide % el & T2 HHENEDOE
BRuRETZDOBEELRBERTH S LINT
Wa, ZLTEER -G oL RETT
FEMIAT O REER 2B & W, MRS
ERBADHORELZBE L THBED TR E
WOHERR A TR T& 7, Blicikmnm b8
AL » Tz D BRO FRNNGIERE 545
SLA 3 Xtf SLNA 20O/ # 21 A8 R
EENCERETS 2R, RALMOTRTEN
RORERHEZHEEL, DLWTRERTCRL
THR < L SIHNCERT 50 Tricvn e
ZrTEE LR, 82kt Boyland o R#o
TERE G ARBELERYETSIETS
BB, chollHRBREE tRBRCRL
TFBRY, AHIcE oTis v e w51l
FTHRELK,

ETHERBOPIEBEILTRE B-G 2@g+
LRAPBEAYR, BEFRL I Le 554T
Mt B EbhW, SN R

BGrIMHsh, Eflcls THEVEL
BROMRCERYRDLSD b H-> s,
BICRF B-G 2 AHINesi b BRYEOE
TEAbS- ¢, BB, BROMBECRELD
RF2BERLCWB L5 cBhbh 3,

DFrBART O -G MEloMBE BIL T
tk, SLA HRT3 BBt B-G HERRE
HePEl I s, EBEN RS v EbE:
Bl o o, KMk SLA BL5c X biligr
Wi Bb% B i WERF T4 LDH-isozyme i
BBt BELTWH, SLNA ofEE
WEEREA © L vE#H&+T0 -G nHlfIh
, RECEEOMEK, M 2BDENdH-
T, ERFENe b EREEREZHE, o
g & xbieh, it SLNA o B-G #)
Hle L 2R TH D5, d35nwik SLNA ofF
BT sHEEHRTE 02 METSC 20k
WEETHB, Lidio T SLA B, bs0nik
SLNA oRFFEAK k- CTEEHEGD -G ©
EEEHHT 5 c LoBE%RSTR, S%E4Rx
FTArLBREINI<EMETH B LE2 3,

VI & ES

1 e B o R B-G EH 1z 520~
3,067pg/hr/dl CIEE A®D 250 ~ 688ug/hr/dl
CHRL (AN REEL R T, SBELT
RAoieaBEmBREEZEDRS -GED 1,067
~2,333pg/hr/dl L EWELXTRL 2.

2 R¥P LG RBOBEEEAD BERE
HEL, BHEREOBACRBEEOREDE
RELTEOEEN LR TS LEX 500nRY
EBbns,

3 BBt BEo R glucaric acid fEr
1.9~10.2mg/day ©, RHEHD 2.3~21.0mg/
day X v b 24 /EfEx =L, SLA-glucaric
acid BHRES 1 2R & 8B UTo EETH
2 7z,

4 RUBMRBED R 8-G HrBOE
TECGERT L THRNCEEYRL, R
B8-G REZFR%, FROHBCEERTH .

5 BTLEEED BHEERTO 8-G FHik
AR S HLBIR B © B W IE M
ADBN B, BTLdE—TrAEL, K@
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PEMilas anaplastic k7% & FEELGHIA S
HRZED I,

6 MEMLFERC -G REFH O RERE
HED LA BRSNS L5 T, BEEOREL
Lol EREFRIEK, B sERLED
2. T®HAT Broders 0¥ E & b BENE
ODEMEDRECHERTHS.

7 EBEEBERMAREO B-G Ehr BEoH
JE G X v Ric v, HLBERWEEL R LREE
BoP s VEFTREERCEL BlRe, BE
PEIETE O B\ EE B C R BT M e R AV IS BT
CIEERTED bies, EEMBRO B-G &
DETILARL Linw.

8 SLA ofER#ZbEwc X oRP -G FH
BB Tk 2f400pg/hr/dl BT, BREMTDH
1218 650pg/hr/dl LITF & IE# ABEED &HE
N ls s n, BHRHNO -G EHE
bERIMFEINE, L LBEBSCEBRECRE
B ORI L TRERLERWE, Y
LADLNLERAGH 5.

9 SLNA ofEBHRATEAK X 0 EHRF
O BG FEHERIH IR, RARcHEBRZRE
OBk T. ¥ EHBEBOML, Mk
DHEBLRIERA S H- 2, b2 TG
CEARETHFETH 5.

B Hic VI TRE, CREYBb- B
MCTECKE, MR TR, R 2 REER
FIEELRC B LD BEO HEE ETHE LD
., -G MEMEERRTITIT ARG AT
Y TR, BAREFRRAR, T/ B
e L L ¥ SLA, SLNA oty B4 bsemrse
FrERS=E, MEEXEFES X OREFREOH,
T i SN Wi D E R LB YR L E
.

AFL OE BT 1968 R AR 351} 5 $E56/H H A%
REHEEBRETETRELL.

T R APE OB O — UL MERIEH R X O
RTINS OBEY 53 2 LB LS
ERELET
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