FMILEREREE42EE 25 (B4818)

BfM5FE2RA288 V47

OKAYAMA-IGAKKAI-ZASSHI
Jg. 42, Nr. 2 (Nr. 481), Februar 1930

=

615 .1

JFEH# Hepatose ) BRERFE=-HT

Eet

BIE & @
B2R HEER
BlLE ¥ S
B2 EFRRANE
B3R REHE
B1E HILER
B2EH @WOSWMER
B3 MEMAMEER
sen £ B
B & &R
BIR BLEXR
s1R B 2
% 23 Oxydase

E1H

RUBEBRAZRHBANREE

t B ® fF

N E H X

B 1%  Aldehydase
B 2% Tyrosinase
% 3 & Phenolase
%8 3 & Peroxydase
mem £ B
BoR & @&
#8445 EKatalase
B1R & 5
B2R RBEK
mam % B
Biem g R
BOM HEANEG
ERAR

i

B Esr AN IR HERE el e 5 v, BIREERT B = v b3k = AR =0
7 8% R 7 . £E e FIAEREREN 2 By 7 D7 8t =1L # = R+ 2 Hepatose

1



220 ® B @&

IHBIRB Y, 27BR =¥y, HBR > 7 Hepatose 2 2 LI ILEEHK 7 RE 2,
RFBIER =7 SRE S 247 217 2 3 =B A LKEH V.

B7 =R R KM BiL Bo B2 EBYE BYR =-R7 ~E
JRIBLER RS vX, B R-BLrH7R-BR/ KEF Y +E~F 4. o
v Oppenheimer #4180 =8 & 7 2 K3l » 7 Hydrolasen u. Oxydoreduktasen b 7 &
Bill=>7, £ %ItE = Hepatose » Fermentanalyse 2 {77 =gEv7=£ + 7 RE”’ 2H
=tte, s RS € 7 Verdauungsfermente fif = Atmungsfermente =ik 7 2 v REEH R
B2 {T~rBTF V.

£21F HULEE

gBlE & 7

FFRE 7 7 o ISTRR R = BB BRI M i > 7 7 5 o nES ) B2 2. H 7 FFEE
FRIBER =7 1R, E=27 8% > 7 WK + 7 ¢ A fFRERHNHM.Z Hopatose »Z 75
HBY=-%7 v,y =B/ BREY (Fermentgemisehe) + ¥ M B~. #Hy7
B2 %5 ) WERBERE] IRAD L =B o B~2, HIFLBE -BHAr» MR =857 », &
ARERESBFr /7 WR7BEAv =) 2 v ARE S+ BIFRARRE) B A2 ERIBLEER
Amylase, Lipase, Tryptase 7 il >, Z7 Wik, SHEsERRE] » L8 > 7. 047 15 1LRE K ¢+
35 7 Hepatose 7 [HE&F+r»» 2 =2 V. BoWIBE BERY ) WavErr=
Carbohydrase, Esterase, Protease / {4 E§#& + 7 Oppenheimer X 7 HydrolasespJt £ 32
WAL Sargry.

BB BRURNE

Ll 3EEFE # Glycerin =78 2 » + 3t = Glycerin th =27 i # 7 stabil > » it 7 FIH
25 Willstitter, Waldschmidt, Leitz u. Hesse® K% vk v 2 € »  A—BE7 7
Hepatose 4Rt 7 BlE v v, B0 F Hepatose 1.0 gr # 87% Glycerin 16cc b {BAl, 30°C =f2
FEBERE7He 7 HARBAr BN, RFZ7ENF 2 BERBOLE =B > 7 BOLE 2V
40 5= > 7 Hepatose M 7 5% V. lWFREHE: rEBa=-FAaer2P7H =4
EHRMK (EANBK) 287 5E=-HB>, DUrHBESR7ME Y. 8F Hepatose /
80 fR T 7 BERB AR =L 2 F ).

B R:zA5 = ¢ %4 » Trypsin Kahlbaum, A 42§/ /5 Diastase, fiiR Diastase,  » Diastase,
Panktase Kuroda %~ M =7 K8+ » %7 7~ Pinoussen? =ff e, 3 10gr
# Mischzylinder & =3¢ # 7 16cc 7 /K 7 5850, HRik» » BD 7 % 7 A >, K874
B REK (ANEK) 2D 7 St =-Mms 7 e Y.
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AERABRSETAR S A=z 2 fie 2.

B3E HEBER®
w1t WAL RE %

RSB = B EE BB = 2 ~57 09% REK7He, BEXE7EH7KE=
38°C =27 Wohlgemuth30 37 [Fe B 1 H/ M+ RE7 B2 v. ILESES = »Kahlbaum
NUBHERM 7 e, REBHRRBH ) B=»¥Lugd H1F7He 29. »2BEF»
Jod 7 £/ & & » ~IBALHth = 2 M REIE AR ) B =KW 57 5 A2 E7 v 7Y
=Wy, R, B rEEANET ZED ) Mg erFi=f~Y.

Cil 1 #
. ' lec | 2 |4 |8 |16 |37 | 67 | 128|256 | 512 [Tosajzop HF AR RX
3}9;;1 Hepatose-X A — =] === === H o || os12 ;2560
» M B | = |~ |=|=|=|=|~=|=|2x|4/|#|m|m| 522560
» s 0 | = == e = = = Ve e | || sa2 | 2se0
» | mpDinstaseX | — | = || = || |4 |+ |m|u|m|m|m] ot 520
s | fakDinstaseX | — | — | == |=| =1 ||+ || |8 4| 2561280
# | Panktagse-X = | =l=l=| === =%+ |#|H| 4] 512 2560

it: REBRRMB/ By~ R/ MI7BREY.
— Bt (HE) B + HARG (limes) GBH) + F6 (REH) # BRFG (FEW
H BHEE (FREW) # BOCRER) # &6 (RERD

B 1 R W E
T 7077 Hepatos e

o773 %% Diastase

V7777277272227 HaA& Diastase

7777777777727 7227227 27222772773 Parktase

dSﬁ'C
0 500 1000 1500 2000 2500 - 30°

Db’ ER7PYFRNATR FE7HVEY.
1) Hepatose 7 80 {Z4& M5~ 512 Amylase BEL 7 =,
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2) RBJiDiastase /7 80 (LB B= 04 BT HAr7 1.

3) MKk Diastase » 80 fZiRi3f5 256 BfL 7 A ~.

4) Panktase BB} 80 fEiRERr» 512 AL A A.

80 Hepatose Nl 7 HEYIHEINILEEKH] = BHfE = & Diastase 7 ¥, HA R = BIWHER
#50%] Panktase =PGik ¢ v. ’

W2 EEMEMR

RS, BF=rA~7 K7 A Fuld-Grop-Michaelis® && 7 P17 Tryptase 7 Jis&
ey, BBUB2R Wy, HMFEEEE Alkohol AKX 6 BFEHRE =1k >, EE REB)HEML
HE BE=RoR0 v 7R 7 4E L Y.

) 2 #

38°0

AR ® B =% ? 1 1ﬁ T 71 a T 71 ﬁl “in
lee | 2 | 4 |8 |16 |32 | 84| 128 | 250 | B WEW RX
Y| HepatoseX D — | === | == ||+ | #1286
» » E — | == | === ||+ |#]|#/[128]s60
s » F - — | = | = | == | H | #| H#t| 128 | 640
s Trypsin Kahlbanm-X | — — == =4+ [+ | # | 32 | 160
+ | Panktase-X — | == =] =|=1=2{+/|m]|#/|12][s60

Bt : Casein g/ EIR//MIFRELY.
- B# £ @=Aa@tdines) 4+ AAB H A #H HHES

m2RWE

r7zzz27z22722 772773 tepatase

Trypsin Kahlbaun

777277777772227272277772 Panletase

38°C
0 100 200 400 600 1h

DIk BERA TR FHTRA.

1) Hepatose 7 80 f#R#Mr» 128 Trypsin BifL 77 =.

2) Trypsin Kahlbaum 2 80 {5kR#&%H;» 32 Trypsin ¥Bfir 7 4 .
3) Panktase 7 80 fZ¥# > 128 Trypsin BfL 7 A 2.
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LTEE 7 D7 EA » Hepatose # Tryptase 7 & » EEEF o 7 Blv V. 4R vEFERE B
B=BER? W7 WL =2RAAE=JEX. MR =FER7 > 7 RRHBE =R 2 2% S
» 7 U7 2 UEHK 2 » R Trypsin =1 3 7 4% » Ik Tryptase ~EHE L =287 v &> 1
YEQIv~n 5K, @FR Bierry'® £ 7 D7 Protease S5y 7 e 2+ = Hepatose
TR KUK = Panktase (Tryptase B Hepatose + RERF v > #) =l > 7 F> s
2, MR =WEB =7 SR =547 B 5 2 » Trpytase NEREFE  REER? R=rr =/
FaF RV =F v . BF 3 ~MEK autolytische Ferment b 3 7528k ¢ 5 v 4 ) Gewebspro-
tease =4}k >r S ¥y, FHEESHI Ny,

3 3 E 3
A H L 8 7 L (] %
3521? Hepatose i 27ZH Y
» Panktase + »yLBR=B2
A Pankreatin + »
4 R %5 Dinstase - i v
s Hi & Dinstase - 4

B3E  IEMEEER
Rona-Michaelis £k = 3 ¥ 7 Tributylinase 7 fil5g € v. HEEREHK =7#) 60 35 Stala-
gmometer # it 30°C =R 7k v V. W4JF Lipase "I ERGKE1 4 > JIRE Pr
78288 7 Hi=fFA» 757 (Knafl-Lenz!®) Pa=78 = RF7 £+ V. BiEB4FE/,n>.

s 4 #
4 . . i B | ®o®m M aw
5]
BMER 30 1h BERK | RSy

il HepatoseX G 78.5 75.0 73.8 49 24.5

. » EH 78.7 75.3 73.3 54953 |  27.0$26.5

’ ’ 1 8.2 74.8 25 5.7 28.5

’ Panktase-X 76.8 76.0 75.5 13 65

FEREN R EE I WEr=E) T Y.

1) Hepatose 2 80 {Z#E 4885 > Tributylinase # §F >, 1M’ BREe53 7+ v.

2) Panktase » 80 {22 48%F = JF Tributylinase 2 3F A w12 14 = 1.3 B 7 B <.

B * PRI 255U Panktese ~A> ik Lipase 2 &2 il =R/ =7 ~RE’ GE 7 H
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»avhix74 2, Hepatose nZ=RKy7H4{ERIBEAVE) 3 Y. JRvit Hepatose &
Tryptase, Amylase 7 § 2B 7 SR F v =t e <Ko VB =B+ 57 ~2, HFEE
%72 " UMEERE B =FAre7 75 >. By B> FIiiE Lipase 2 2 X{F
I U7 KB Rh =43P L8 Lipase ¥EFES 7 FrrE7EF Y. R2Barly
F7 M+ A Lipase EFH (3 L) 7 15 f5=85X.

BireE 2 =

L3/ BE 7 BB 2 v = Hepatose "L B WLERK78H >, HEREEAVERAVE
75 Diastase 7 8 {%, #iA Diastase 7 2 {f =& v RIS B 1U# > » Panktase =JCEkc V. B
¥ Amylase PEBHHR - F B K r»BBIER 7Zr FrHrrr 207, 48 By
Hepatese 2 Y #J95% 7 Amylase 7 il 3182 A&+ 2 vos (FEE M= 3 vookiEn
93-*98% 7 Amylase #fliti > + 1 7.), Hepatose 1 gr » 38°C 30 4[] = uf {2 {B¥3 ¥k 2605 cc
FHILB[rErFY, FRA==5XGR BIUBERVFEALFE >, RoRHEEy 2
HE =17 A2 » Hepatose-Amylase ¥R o FFFEB B> Vv ? HY ? —F/ 7 v. av
BEeE =y = LR 2 v e HFENE - L 2BEVT—BIRE K IB<s BB =F~Frn
#8357+ 9. Rvit Hepatose #§ 7 & o HR 2 7 » 2 (RFD), #y ik’ BE?HR >
/By b=, —) Wittich!® = 2 v,v55% = entbluten t »FF=FAREZ? G2 EFr»I
FHEAKBVHFARB )  EFr B85 =Tt . BF4, ZHe 8% Holmbergh!®
2K rHR=3 YT b 2 ARER, S e, ErMBERBLR 2 <25y rEE
HWAL=7 9 29} H~7 2 v HIEREER S » BT ~ 2 2R BWORFIK B Y7 EA Y
vk vEHRE > K7 Glykogen JyEEMHEM, W& > 7 & >, H=F>7ik
Glykogen 7 3 7 i = ~, D7 MR 7 —5%E =2 »EH7 8- L7007 $B=>
7 RB ) v BELRE T ) WURBER = b 5 Y v~ v+ NBE=—R ) EEREE ) RoFF V.

BAMEE BB = SRE ~ v » EARTHE M2, HEE= Panktage. =—3 35
Trypsin Kahlbaum = 4{%+¢ 9. WieEA/ il EIE Tryptase 2 KB fhiiz v =&
5 x. Hepatose K 3 V BEMA =TT ¢ 2 #3509 =i 59 » 7 Zl v < BE S ERERH
v 7 =75 Hepatose v &+ » 7 &R > 8. 1% Trypsin 2 R2 KB 8, Tryptase /VHik
¥ —+ 5 £ »5 Trypsin + Peptidase ¥ 7 fitefH 7 &5 », &5 =BR2 VB 7 I S8+
23 v %7 v~ Hepatose 5 » Trypsin B3 = FEEH B = > 7 B=Trypsin/ff 7 22
w=k3 ¥y, B7 = Bierry Ktk = 3 [ " Panktase P 1.+ WG A T v £ qw e
#5 A B TARKBLIEL =By 7 ReER>»» Trypsin ¥R =7, HRERVE
BF~F var TNz 740 27 F=&A €5 o+ E =X, FlRRCS EWr»7%7
v Hepatose t‘Z?_§A$§§ -)-zvng.u }%‘% r§ 752, W= Trypsin ¥ =% s 718
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IR + 2 7 B8 ¢ <R Tryptase #{EE#E1E: = 7 b 7 i ¢ X, Hepatose f§ = v v ~NH
R2BIReB~ 275K #il (R®) =22 » e JKE/ Leberautolysat % Casein 2
WMEE? R 2B 2HRBIER =K 7S 2117 & #, Tl < HEEE 65—70°C = = v i
2ENIPA 2 R2BREMIR7EF 2, T5°C =B ANE =23 y577) »7 F@itk=rr &
| 3 8 '

Lipase S B R 28BEE =7 B 24+ =, % Panktage =JjbRA vov 4 = 4 Y.
BAHER 2 1B1LE: £ = Lipase kMK 7 v (BE ) Fi& Y v 4 » Protamylase 2 7 {4
& Panktase 7 2{E =2 5 90 7 Bo,s B Ul 2 Y& 1 7 Fon g, Br=BEA HEE B =K
¥4 7 Lipase ZHi A v = £ 5 ¥ 7 B~ <488/ Lipase 3FR B v HEARF &+ %
~7m, B 7 =} Lipase » Kastle-Loevenhart (1900) = 2 v 7 J&iF 3 v il ¥ v > DIAKEE=
Bl =5 7 v, IHREFIIRA =XA o2 v r 849 2 15158 (B =K Ester) = > 7 Z
FHEE =B A rEH7 Bl = > 7 BB LEE > riE7 B =7 3y, #Y
FANBR=R7 »B=B2 3EH =72 72&WA+»EF ¥ b 1 7 (Tachibana!®),

U L Hepatose 7 HAM LB =7 WE=F% V. KvERSWEMA~+—F7 v, 8
7 WA 7 Ktk = > 7 Hepatose 87 v » » ~EEHI B ar =K 2, ZETNEE R
Bl MEBHME= E=1+B2 7 U7 HR > 2 »HH1 7 v. a v Diastase ﬁﬂ"ﬂﬁﬂ(cﬁ =&
AVASBERD I B LY D, B REBA BESEE =BFREE 7 E R 7 P57 (Abderhalden,
Guggenheim), ®f @R > » BEK7B7E Pincussen Ktk e 210 =244+ 353X, By
J575 Diastase #7K =35 FR22BM A v G 4 WERB ARG =BHL A BT+ V.

BoE ¥ W

1) Hepatose ~gKIRE, EB, Bh=tERA 1 BEE?8FA.

2) Amylase &8 /K Diastase, J&Fj Diastase =BUf > BRG] > » Panktase =Tui
A.

3) Tryptase &8> Trypsin Kahlbaum =8k{% > Panktase =PU{=.

4) Lipase FBFZE=Bffe V.

U705 %7 r =848 =0 € 5 » »ERBRFRREE #'W%J:ﬁl% =M FEALET Y b
2 'v,s'lﬁlﬁl (% 7 Hepatose ={iff > B~2, KBRS E R 7 %8 2 »i¥» Hepatose N
HT FRN B ) ¥ BF MBIERERM > v b 2 ille B o

BiFx BULELBEE
slE % 3
MB=R7ILBEE 7 RR e vRE > 7 Hepatose 7 HArBRLEEE =7 RE LY. &
7
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> IEE{LEES > Oppenheimer (€7 WE3ICAIRE & (Stoffwechselfermente) = 8§ s, A ¥ IBF
f£=3 v 7 §ilEA 8K (intrazellulire Fermente od. Endofermente) + > 2 1% =3 748
7RI € 5 va rBEER - Depotstoffe =8> 784 =RIEB7? R AEF Y. #Y78E
e 7 RN =B A VSRR 7 P IGTHRAH =R > 7R rERF +ET Y.
HE BHLBL=-FRA »BE7FY7 2 + 7+ Y. Oxydase u. Peroxydase i+ 7 V.
= MRBLBSR= 202 BE) B #EFK=3v57 —+ 5 X. Batteli-Stern ~Z >
Oxydase u. Oxydone =4 #, Bach-Chodat'®) »» Oxygenase, Peroxydase u. Katalase F
¥, OppenheimerD »z 7 ENHik: =4 + 7 Sichere Oxydoreduktase & € Fermente mit
schliesslich oxydierender Wirkung b+ ¢ V. £ ABER7 L4 = VHX > =—{K) D
F=WRAVLBEIB X, £ o788 ER=-H%¢ iﬂ‘:ﬁ&) BE=ky., K&’ RILER
74952 V53, Katalase nZ 7B EH=2R7Ck¢ V.
% 2% Oxydase
Oppenheimer »» Sichere Oxydoreduktase } 5 Aldehydase u. Tyrosinase 7 2 B>
EReY. BFE EVEEE=R7TRE:, XFEKLERE=822BE €5 v7 75 F Oxydase
7 [RREF ¥ 2 f12 %~ » v Indophenoloxydase =7 RE ¢ Y.
w1E Aldehydase
Salkowski j$zk 7 P17 Salicylase 7 i8# V. A8 # > Salicylaldehyd 7 8 o 7 Salicyl B8
) MR R AEF v, i el v 8= Oxydation > 5 X 3 7 —J = Salicylaldehyd 7 &
# > 7 Salicyl 87 ¥R 2 » (B8{k) +3t=, fb)5= Salicylaldehyd # 85 Salicylalkohol
2 v 2 & (&) Dismutation >+ »$, 5% Alkalien % Formaldehyd 43 7 ESEE ¢
Methylalkohol + 2 ¥ 7 i+ [A—7 V. B F Bkt = 5 ~,° Cannizzaro KK 7 B » Bl
&7 M) + = Jacoby ¥Z 7B a V¥ 7 UREWERRILEEEr > TR FERR 5 v
YYFrEF Y. MieZGREDIF=REL> 1+ R7.
RE% 1
Hepatose 5 gr 7 7k 40ce b B, 22 Salkowski KRii=f e 7REB ¥ A r=REBK=-KRv Y.
R8BS 2
18 BB = Hepatose 5 gr, 7k 40 cc, Balicylaldehyd lcc 7 i ¥ 7 &l & 2 8 5 BEf / §3Maeda?l) 3
Bl =BT~ FA—FH= T Y P RE Y AN = REBHE =RV ). K/ RY = 87% Glyoerin 7 e ¥
2 1 B FREERS Y.
DE28EE =39 705 > » N2> Hepatose »» Aldehydase 7 86 € X.
(J8) Balicylase » Salicylaldehyd 7ER{ /7 Salicyl 8 ) B 7 RAMZEFI AT YTF 27 @RARAL =~
Salkowski f]sk Eisenchlorid =3xn Sulic/l B 7 BARKE7 MARX. 4XSWHRRTBE /BEr 20
Rona. Ji% ) £ (8. 306) 7BAL =K HEI K/ 7B+ Y. Der Nachweiss beruht darauf, dass

8
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Salioylstiure mit Eisenchlorid eine dunkelblaue Farbe gibt, wihrend Salicylaldehyd mit Eisenchlorid
nicht reagiert. 2 ) I = f ~ < Salioylaldehyd = BRI 7 fEf+ ¥ » 5 Chlor B I IHF A v ANE =
Salioyl B3 /54, v 17 Solicylase ) GH/IMIBAHM I F L 2BRARIRT X )z * Hepatose
15gr 7K 60ce b J6= 30C = 07 BEAAVE 2B/ BE 2 L REROURY, REBIKILUS 2(5=
BEy2a%10cc b Sulioyla.ld;zhyd 0.5¢c + 7 BHl. 2= Toluolbec 7 HE v F BB =IE. 48R/ B
BOMr BB I BT 2L=8F /BB ~BHRET B * X A ~PRE =7K = Salioylaldehyd 7 fi ~ X LB
B==TRBRAREBF»VEEB7R2 2. 1F2HAHHF L5 =5~ Sehicylase ) 7 M BEE
F 7 Aln b+ 3t = Sulicylaldehyd ;K #Fi € JF Eisenchlorid =% o5 [l &, HAR{ISH Salicyl Bk » R 5
FrAafivy. 2 EHT7 Roma B 7 EB A =, 1) Salicyl i ) EGARBHEBEF LBEEI L
B =17, 2) Sulicylldehyd &5 Eisenchlorid = ¥ 7 KEA V%= RF MEMER VY. EKR=RF2F
IR BX¥ERLBE = E v 2 L = Sohmidt?D .~ Salioyluddehyd (Orth-Oxybenzaldehyd) , #:2 = IR
5 Eisenchlorid firbt die wisserige Losung intensiv violett. (S, 1135) r 31, Salicyl i =M v 7 &1
Versetzt man die wisserige oder alkoholische Ldsung der Sulicylsiiure mit etwas Eisenc'hlorid, so tritt
sofort eine dauernde schdn violette Firbung ein. (8. 1178) b p#er 9 R 2 V. [t} Beilstein-Prager-
Jacobson®), Meyer-Jacobson®)) & ) &t = 2R [RFE+LERT V. 27 L7 B 7 = Salicyl §f % indigoblaue
Firbung 7 38 R ~8 = Barral® GKE, B=R5v, LB/78B8*r »\,Ea?ﬁﬁﬁ:ag:fewg-rwam v
Y. %Y 7 Sulioylsiure € Sulicylaldehyd & Eisenchlorid =%} 5 Fe (OH) (C,H,0,),%®, (Fe (C,O0H,
000),) B, %~ Fe(C,H,0,), &/ NEIBR v 7 Ak GYRB7 R VEERF V. Ok, 5=
#8785 > 1 7l 7 Salioylase / I~ Rona FFHF/ M2 v b 7BEFAFEAU 7 L= engr s
NP BEERTE =R Solioyl BBRMERE rRAI-GFHEILT v7 ~BARRIIFARHLF Y. €
% Rona 5({% 3% Fermentmethoden =3} v 7 & + B ¥ 7 [t = 15 < FIBHEK 7 HR 7 0B 2 b=
BerBE  BERT W7 v BE=KHET 7 VREB+ Y.
B2 Tyrosinase

AEE BEHY =R 7 ~KR, Ratte, K& 3 VRE + 5 v AS =57 Il =B =57
B € 5 v4 v (Neuberg, Absberg?, Maeda?D).
Bes 1
18/ 28RS = Hepatose 2gr, 87% Glycerin 20cc 7{R ¥ 25'C = R R AL E 3 Bl /B2 7 1 B5f4
BORBy, XEE? 2/5=FH8 23/ =57 Bach®™ EE 9T 2 9. SRv ki Glycerin gk (Chodat)
T vF RS =Bk =R Y, R =R v # 1 Penktase, Punk Comet i —ER =H@w V. &
FHERBR=F V2L EBRE sBHEIGRIRVRY.
BERS 2
KIDFHEGI v2 VFHAR ) RBITe 2reBfk==2&Y 2Y. Ronn ) & = % % Katalysator
b5 H,0, 9 ~2nETRER =Y %Y. Panktase, Pn.n'k comet EARFR > V.
UL, i =3 v Hepatose # Tyrosinase 2 &~ FrEi» > v.
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w3 Phenolase

Vernon®» KKz 7 D17 Indophenoloxydase # g+ V. B AREEN Batteli 2 A ;%
~/,SK7 Brif Oxydone =8>, SHRBE  FEsBrr &+ Y.

ABRE : 7 =AR=RER~+HBF »@F7HH AV 7 T =37 sog. Indopheno-
lsynthese (Ehrlich) > »8{R 7 /R4 X. #)F Hepatose »» Phenolase # 34 ¢ X.

%3 Peroxydase

2 a = Peroxydase F 4 2 »EE# » Euler —iR 7 g+ »% 7 i = ¥ 7 Bach-Chodat %52
Peroxydase =JEX. 8)) 7 HFMRI(L 7 B » 5 7 + = AL BEMERRLH > -« HoO288
substitutiertes Hydroperoxyd » f##£” F=R7 B =1l s, Z? MR 7 BRER T B
HW ) BRI BEY, D73 THHK = a2 v7Biky viE+WEWF dysoxydable Stoffe 7/
{ExrBEEZ 1 7. Bach-Chodat'® 7 Peroxyd-Peroxydase-System =§§z » 1=~ >
FRKEr B2 HB L/ FEE=®e 727+ 5 X. Oppenheimer3?) =~ <K% ) Brig »
RIBEANV=RFX}E 7.

Guajakperoxydase

RE5 1 Hepatose 1gr 7K 1L =B YYUSM = 7Rk =, Heputose Bifiik = fi 7 Carlson [/
Guajuk RIE7 R AL =BHBHE. HRAAWAL=2% R=-FErLZURBEEW =R v 0025% = A7 £H*+
fi % » Hepatose 5 » [ = khfs =B A BT L7 /A £ V.

Eﬁ% 2 Hepatose 1gr 77K 5%¢cc =i ViR A LIS » & Alkohol 25cc 7 IN~FF MM KR
@i RRE =57 CGojok RE7 A2 ~G0BHE MREBRAV= 228 R=2FrZBEFY. B=@vF
29 @1 = Hepatose (i = » Alkohol = ¥ 5 g 1 Peroxydase ) fFfE A LHEER » V.

KBS 3 )35 Dinstase, f§& Dinstase, Pank comet, Panktase =7k RMETHAL =§] 2 %=
7~ 1B Hepatose 7 11 7, R 2 K = Panktuse =2 FE 2 F ~U=2BHEF 1/, 3. BRl=RFrR =2
#H AN G, #is5 Alkali g (B Y 3.7, Gentiuna 0.5, Fj %5 Dinstase 0.8) » 1% ¥ ¢ + % 2§ # £ R ERES
#ry.

BB ¢ FEMBELlee I KIL =BHTRERBBY 7 EARMIBRA V=, AIEHET BEFL
0.00316% =7~ 0.0016% =F n =@ =M =B+ Y.

Uk, BB ERR) BERAvY.

1) Hepatose »& &’ Guajakperoxydase 7 & t 5000 {5 =7 = Mx3 22 7\ >
B.

2) At Diastase B \WEK 2 b [AIREE ) Peroxydase 7 4 » & B KR £ KA B #
7 V.
3) FEMHEZ 7#5 30000 % = 2 » &R+ Peroxydase IIEHLES v.
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FFAR U Hopatose ) ER S EM =37 229

BRA B
L3/ BER =5 Hepatose # Peroxydase 7 A nHE R+ A7 Ra v AR W2 o7 Kl
1t 7i3ii € v. BDF e-Naphthol 1 gr 7 AHHEMBEHK 2cc =B > W=/K=7 200cc =P
% 3%} 29 Formol R ¥ 0.6% AWK 7 &R =BE v, 2-RBI AV E6RM=3
THEY ML Bigtey. BEX 12 Hepatose »» Pank comet &> Panktase =t v 7
BiLhB=RK+rr7B 2.

5 5 &

B B 1 f8 B B BRAEE =y - KRR
5/VIIl Hepatose ] % H i

d Ponk comet H+ % wme +

4 Panktase + [ R =E +

4 JR /5 Diastase it -

s 4K Diastase # -

gam 2 =

S NEE = 7 FREME BHR7 T 2+ = Hopatose =, Oxydase 7 BT »EE»
FI%, BravEIVvER)  E=7 AL V@7 Strukturgebundenes Ferment 7 55
Mg v IE v 7 KRR = MERLER T vy r =By 7 HR =@ YR+ V. G
ZEREF 7 Palladin® % Atmungsfermente F 42 3Bl = > 5 AR E v 7 AFFIRE) -
Oxydative Zellstoffwechsel =ikt » #/R2 £ /7 =B ¥ K.

ULk’ #E=K > 7 Peroxydase "SR =27B 2 Y. ZEvAEEE,» Oxydase + &YV Ak
NEER = 2 M {EHE 2, Y 7 Hepatose = ijiEr 2 GFEANE 7T Bar BRI ey,
i3 peroxydatisch  fEH "BER=FFA V7 2+ 7 X, MmERN-KEEFETE=2THFR
rFIT R 7 ERRE 8% 7 B £ Peroxydase =i e r EV F A s A ZERASE S
V. AR vIEERBRIEGD K2 947 =3 v v Hepatose 7 SR M # 7 Wi+ » 27 &/
HiHe v BRILEEE B 2B HEAE VEN v VB VR TER~F av~y,

AR’ FR2R T2 v B € LWk Diastase %) = Peroxydase ZHi> » M =,
B =X > 7 SR B = AR TERE # 7R v 2B v, Ry 7Rk Bl 7 S A v
By =ARKE? EHAr =By 7 "EBHE =EE 2 0B, BER7 2+ N+ ~F= Diastase
B EE 7 ERABREAY Vv, av G H5 Alkali =37 F~ v v 1 HEF 500cc
2K=BRAN 2 MAARRERES vor Y.

1



230 ¥ B ®H O

BOSR K B

_ 1) Hepatose ~EB{t}) 7 H A » = Oxyddse 7 &~ X.
' 2) Hepatose n"£& 7 Peroxydase 74 %.
3) )&% Diastase, fiA Diastase 48/ Peroxydase 7 & 2 % Pank comet, Panktase »
E=52=8x%, BILHF Hepatose =R v X.

- Katalase

B1E & I

FRE=-RArHAR R =BG =T vire WesBEETrEs7 M »EDRDTESE
FHEAVEF Y XRAMAZIRMF V. RvEABEY 752 1B -~RECTE2IH Y,
HBEILKE? Ao 7 I TRRE I BEA SR 7 » 853 Y B ~F 5 Oxydase #RIEM 7 2
ArEFS v PRy, A BWIEA =R 7 Peroxydase 2 {ER & 488 ¥ v Y+ BRRIL
W7 MR T HEF S o 2 BEFIFA 0 VAR ES v vy, K30 2% BRERA—R
78K ) ABAAMFT =BV "E=-RE=BRe 5 2. #Y 7 4H =7 » Chodat!»
2M2Z7 Oxydase F @k i X » A7 4k = Oppenheimer (Bd. 2. S. 1863) 7 #f1~ Kata-
lase ist keine Oxydase FFEA W ARFE(EA. R K BB =4+, W = Katalase 7 st58k
TR YERTRE I G Y.

By EBAWR

ANFLE GBS BRSO AREZRE Y. 2 vAE RKEYVH 7 einfache,
sichere, logische Mikrokatalasenmethode 'MEZ ta ¥iNs B 27 BRA NV =R rEF V1§
Bl=B& ) BrrFrrr=dnr.

BiiR

3% = Hepatose 2gr 7K 20ce MR Y, 250 = RFRAAVE IR /B2 7B v, KB/ Barn
ByRve7HELY. %7 7 100 f& Hepatose gi#0; 1—2cc ¥R ea 7 BA 2 Hh=FAL 7 HIr M3k
=, 3 B%% Leeh =057 KMnO, #10ce = {5 2 1 Katalase 7 A 75V Y.

EEIR

MR 7 %tk = &5 100 % Hepatose AN 7 ¥ 7 ¥, H 2cc = @7 HE 77 b3 = Pank comet =
FEABRIBEIT~Y- HEBEHE» ¥ 5 »~J3 §5 Dinstase Fr ' nDinstase 7 fije, H 1gr 9 100ce
=R yF 27 0B RAK=RFEELY. S2EFENS 100 588 lc =a Y F3WEILvIL
H,0, =% A4 n/50 KMnO, , cc 7 L5 Katalasezabl + « ~BREGR 7 N~



R 8# Hepatose / IREHR =7 231

C:} 6 #
B8
A B 2 Hepntose-X J/Hepatose-X K'Hepntose-X I| Pank comet |5} 75 Diastase[ v st |Dinstase
2
171"9"2131I 9.2 9.25 9.45 IS (;2 02.6

N

KRB SERK ) FHIBA 2.

1) Hepatose 100 {ZiE8887 9.3 7 Katalase 7755 R.

2) J&7 Diastase it = [ ¥ » | Diastase » Katalase » jEghi# & 2 » & Pank comet =2
A A EE AKX,

3

B3I®m F £

ERERERE 7 27 i e o REAAAMK Katalase A =, BEA 2 [HE
1000 2B =7 =Mk 13.5 - 22, FE#g18.5 » Katalase Bt 7 H A »+ 7 L] 5 Hepatose ik
¥, 1/20 =38 = » Katalase 25 2 » =8 ¥ X, BEWBL#%] Pank comet 17 = ik Diastase
BINABF22avig~F¥rr Yy, RuviEPfEs 2 Katalase "BEH3—4BH=FAt+ 7>
Y, DBHEHRED 2 v v 7 P57 Aspergillus oryzae 3 Y BE € » Diastase B "2 7 &~
A NEo BRI v~ U Hepatose = iR7 B2 M7 THHEHRBA~FE7 v. 807 Katalase
FRP=TRB e Bl BB =ty 72HE=HP2r7 )5 Hepatose ka3 v Z 7l xr =
e oiMA=<HERDP Y + #7~2, F= Bach-Levinger®™ =3 v,¢ 18°C =7 60
SE=nK29% 787 VE~-KBR)HEKRTF V> 78R B~>. P= Hepatose #EHE
Wip =R+ Tryptase 7 15 =#ir Katalase g/ a3 € > VE > £ 77 (Waenting-
Steche®), 2% (&7 %R - Hepatose 2 A » 17 Katalase BB &7 8 =8fZ+B»
Mg =¥r 5 X, B >R~ Katalase /7 Jilk k7 HAY » © X, BB =—SERMA =Kh =BT
IRV EFRE e =B V. MBS FHIH kv Katalase 7 75 ¥ 2E # Warburg —{K/
Eisenkatalyse 7 7 ¥ v EJICHIE Y K7 ER=:7H{» > v.

R=AREE B =7 HEZEr~+» Billard®® /22 v. GPFEEMR” Alkaloide
=E 2 VRS BEER Y Katalase B M~/ RB7r»E2& 22 9. = b 3 Y FFREED
? @@ Er ¥ 7 H Glykogen B M IRR A ~ 2, HHME B2 UTHEc T rEW KA T
& Glykuron 8+ > A =7 v EF 7R % ¥ =, jfije Katalase =F BRI 7 B o7 JKE
» > A{ERI 7 » »» Loew, Bach-Chodat, Ostwald, Sehaffer, Dalmady, Herlitzka, Torday,
Wieland %7 A rFFrr» 7 L7 M) FE » JEiRA v EFE K. Oppenheimer 2 f] & € Jf
Katalase =f#iteh 7 B » Hi#iiE 7 Die entgiftende Funktion scheint also vorhanden zn

gein und auch wirklich eine Schutzrolle zu spielen. (Bd. 2 S. 1866) +:E#+t V. Z 71l
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G2 9 F-A v e F GG, B % FREBER =F 2 A BS + 7 U7 A RYE =5
# n Katalase 3B ERSEB ) O R DA YRR EE 2 E v =fBr~2, HRELD

¥ ex.
BeE K W

1) Hepatose MNHE £ R Katalase 7 5 4.
2) YN =Bk Diastase #) Y #» = Katalase # & 2 w1 2.

B8 ®RWM#E
4 Hepatose 3 ¥ Amylase, Tryptase, Lipase, Peroxydase, Katalase # izl + v. X&
RBRAER 2 SRR R, Ry =R > 21 %, —F =2 78 €58 3 H HiliHE Diastase #=
By, B2EH BB RS =B A+ E F V. Oxydase nZ? &~ X

RE-BIHSHDHARB/ G\ 7 v ALBHHBRE-B7HRI KRR, (47 13. ZHD

EE XK

'l) Oppenheimer, Die Fermente u. jhre Wirkungen 5, Aufl. Bd. 1 (1925), Bd. 2 (1926), Bd, 3 (192'9);
2) Rona, Fermentmethcden 1926. 3) Abderhalden, Handb. d. biol Arbeitsmethoden Abt, IV, Teil.
1. Heft. 3. 4) Wohlgemuth, Grundriss der Fermentmethode 1913.  5) MHEFHE KB, BERLSB, B
58, #% (KE15). &8 CKE 15). 6) Willstitter ete, ocit. nnch Rona: 8. 90, 141 & 234. D
Pincussen, Biochem. Z. Bd, 134, S. 459, Bd. 144, §. 366, 1924.  8) #®. RABLERSENE 5
264, B2  9) Fuld-Gross-Michnelis, ocit. nach Rona:8.236.  10) Bierry, MFii®, 406 &.
1) bk LGSERERR BS4O45 4K B 12) B SOEBUSSSREBE, (R
452 B). 13) Wittich, ecit. nnch Oppenheimer: Bd. 1, 8. 726, 14) Holmbergh, cit. nach
Waldschmidt-Zeitz : Oppenheimer Bd. 3, 8. 896. 15) EKnaffl-Zenz, -cit. nach Oppenheimer: Bd, 1, 8.
68. 16) W RAESEEE B398 8BH 1) KE SEEE 514868 AE1L 18
Tachibane, FRBADSBSHE B114E, 458 Bm3. 19) Bach u, Chodat, eit, nach Chodnt ¢
Abderhulden 8. 320. 20) Salkowski, cit, nach Lipschitz: Abderhalden 8, 422, 21) Maeda, Biochem.
Z. Bd. 143, S. 347. 22) Schmidt, Pbarmazentische Chemie II. Org. Chemie 2, S. 1135, 1911. 3)
Beilstein-Prager-Jacobson, Org, Chemie 4. Aufl. Bd. VIII. 8, 40, 19256 24) Meyer-Jacobson, Lehrbuch
d. org. Chemie Bd. IL Teil. 1, 8. 519, 1921. 25) Barral, cit. nach Schmidl 8, 1245, 26) nach
Hoffgartner, Monats. f. chem. Bd. 29, 8. 639, 1908. 27) nach Weinland-Herz, Ann, Chem, Bd. 400,
8. 219, 1913. 28) Neuberg, Absberg, cit nnoh Wohlgemuth: 8. 265, 29) Buch, cit. nach Rona:
S, 304. 30) Vernon, J.of Phys, Vol. 42, p. 402, 31) Oppenheimer, Bd. 2, 8. 1240. 72}
Pnlhxdin, cit. nnch Oppenheimer : Bd. 1, 8, 22. 3D HLb 88 A HARSEHE $5345
1190 H, KiE9. 3¢0) #E®H RLEEFRER B0 S 25 Bms 35) Bach-Levinger, Bfifi
=an, AERRBERE B13 &, 182 H, KiE 14 36) Billard, cit. nach Oppenheimer: Bd. 2, 8.
1863. 37) Wuenting-Steche, oit. nach Lipschitz : Abderhulden 8. 416. :
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Kurzse Inkaltsangabe.

Uber den Fermentgehalt von Hepatose, eines
Leberdiatpraparates in Japan.

Von

Dr. med. Naosaku Shindoh.

Aus der med. Universititsklinik von Prof. Dre A Kakinuma, Okayama.
Eingegangen am 13. Juli 1929.

Um die Untersuchungen iiber den Wirkungsmechanismus der Leberdidtbehandlung
zu ergénzen, habe ich das Studium der Fermente in der Hepatose, einem Leberpriparat,
das zuerst in ;Tapan erschienen ist, aufgenommen und sie mit denen in anderen Ferment-
priparaten verglichen. Die Extraktion der Fermente aus dem Pulver ist nach Willstatter
‘Waldschmidt und Leitz ausgefiihrt worden. Die Resultate sind folgende:

1. Hepatose enthilt 2560 Diastase-Einheiten (d ) wie Panktase nach Wohlge-
muthscher Methode, aber Diastase-Kashiwagi 1280 und japanisch-pharmakopoische
Diastase nur 320 Einheiten.

2. Hepatose und Panktase haben 640 Tryptase-Einheiten (T i) nach Fuld-Gross
scher Methode, wihrend Trypsin-Kahlbaum nur 160 Einheiten enthilt.

3. Hepatose zeigte die Tropfenzahldifferenz von 26.5 in 1 Stunde bei Tributyrinase-
Bestimmung nach Rona-Michaelisscher Stalagmometrie, Panktase aber nur 6.5 Tropfen.

4. Salicylase,;Tyrosinase und Phenolase sind in Hepatose nicht nachzuweisen.

5, Hepatose hat die 30 fache Menge Katalase im Vergleich zu der Diastase-Tsuru,
und die 90 fache Menge von der in japanisch pharmakopoischer Diastase.

6. In Hepatose-Suspension, welche auf das 5000 fache verdiinnt wurde, konnte man
Guajakperoxydase nachweisen.

Aus obigem ergibt sich folgende Zusammenfassung :

Die Hepatose ist verhaltnismagsig reich an Verdauungsfermenten, viel reicher als die
anderen Priparate. Oxydase konnte in ihr nicht nachgewiesen werden, Peroxydase und
Katalase sind aber ziemlich reichlich vorhanden, wihrend sie von Eisen nur eine Spur
enthilt. (Awtoreferat.)

gy
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