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2-(2,4-dinitrophenylthio) -3-acetylamino-5-chloropyridine (VII) OERE ZDE{T.

(VI) 0.5 g f/kHFR 10ce 2%, 2RRIERL, BERBTE TEKEREHETD LR 5. B
Fo e RXUELCORBEKLD BERL, mp. 162~164° okt RE (D) #18%. C,3HoN,O5SCl, HiiE
C=44.62, H=2.95, FEE{EC =44.38, H=2.75.

FifR NaOH 0.1g & /K 2cc @i L, BT # 2 7 —)v bee N2 72BKREC 7 & F ook (V) 0.1 g %2858 X,
RET5. HRIERL, BROERARBRE LS. BREOa Jfhx Foriknz CRE-TEERITHT 5. 8
WL, ER=7FvE D EKEETHE mp. 224° OREESHR (X) 0.1g %185 . ALic (D) 2508 T
Bz (X) LB CHlSR T8\,

2-(2,4-dinitrophenylsulfonyl) -3-acetylamino-5-chloropyridine (XI) O&R&E FDERLAL.

(V) 0.3g %D BOKEMCEE ¥, BT KMnO,- BiEHR DG Lk kb ETNL 5. BEO
KMnOy4 % X 0" MnOg & HoOp I THR L 7288, ThIiC/KEINX B LMED FEEFH 5. =4/ ~VIDVH
Wi+ 5 & mp. 200~202° oEESHIRG (XD 0.2g %585, Ci3HgNLO,SCl, m#C=38.96, H=2.26,
HEEE C=39.37, H=2.46.

Bk NaOH 0.1g %7K 2ceic IR L, B 2 % 2 —ob bee N2 IBETHIC ALY + & (X)) 0.1g 288 X
¥, RET2 LEREBEPEARE RS, 3 v Fraine TRETE, SRFHT 5. BEL, Bk Fov
XY EERTSHE mp.211~213° 0 (XI) #78%. C12HoN4O6SCl, FifEiC =38.66, H=2.43, ER{EC =
38.77, H=2.49. Z oBEETNHOBRSHE X157,

(XD RERRDELIRLTHEBNS. (X) 60mg 2OKFRRICIEMR L, B Fic KMnOy- FEERISIK % it
L7 B2 Tz, @R KMnO, %X 0'MnO; % HeOp iw T/ L, Hic 1Ei@ksETs. hic
Na,COg SUfIAREZ N CTHAL, B F o Tl L, BRL, B~ F vaefEL, ZELTHB 7L X
hERET 5.

3-chloro-8-nitro-5H-benzo (b) pyrido(3,2-e)-1,4-thiazine (XII) OLK.

A By —v25ces FUT & 2 25ce DRI (V) 0.3g &AL, BT 10% NaOH A B HRET
BAHETHITS. COBRMBRHEZIEETS LBRIZEBEALTCENPONERE L B k5. BiRxHET
5 EBBOFEMTHTS. KBELCERL, B F vciL, B F L LY ERRTS. mp.200~295°,
X& 0. 12g, C11HeNgO,SCl, HimEC =47.23, H=2.16, EE{EC=47.02, H=2.33.

2E B, BEWTF: 2 A V=aF vBe V7 Y FhECET e E2H),
FEARKEREDOINN T vE= 7 OPEEITDONWT

Mamoru Sugiura, Keiko Wakida: Studies on the Acute INAH Poisoning, 1I.
The Fate of Ammonia in the Brain during the Running Fit,

The change in the substances related to energy source of the brain during the running
fit incited by INAH was investigated. There was no change in the blood sugar with the
running fit but brain glucose was decreased.

Glutamic dehydrogenase activity was not altered.

Measurement of the free ammonia of the brain showed that there was an increase during
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the running fit. Therefore the cause of the running fit is free ammonia in the brain.

AV=aF e F5o K (UTFTINAH) e v200ui X RENT, B THEERIESERBE 2SI 72
kufﬁwﬁ%éhfhéﬁ%%@Eﬁmobfm%%#T&h.%K%Egm%ﬁHNAH¢%Kﬁ?6%@
EOOHEBAEEL, FOEE INAH hEoEERIE INAH 2B EEAN TR E2R T TET 5. BDER
BRZ7 v E=7IRERTIOTIR AL EHEE L, INAH 2gERBY R LT 2LE, 4R Tk
REC L —~EOEBOOXEINTWDHZ ENFEEIND. £ TEE DIIEERE L IF1 N 2 R aKEBOIR
R & R oA DR TN UTOERRETT - 72,

I B LXUnR7 FUE

B AE 20 g % O~ v 2 & flv T INAH O 220mg/kg 2 #E FEH L. AT F IR OH]
TEITENBIC T o 2 b DEME E U, MEEHCERI L 72d 0 LI Uiz, M7 F oI, REBRE, hd
KIERHEIC T, TE BT KMEREL, BHLUARSERY 0.3, ZEK Iml iz CERE, HiXL, b
B 0.1ml #££%5. ZN B2\ T Somogyi-Nelson ‘}%4)'651% ¥EREL .

Z DR Table T . /RTML, KT F VIR L TR LT 52, IR ELEALZ. L
ALUIKT F U8 L MO IR AR L TN E L Ro TWBHE L&D .

TableTI. Control: Glucose in brain and blood

Condition Glucose in brain
\ Body weight Brain weight | Blood sugar |[Glucose in brain _ ————
No. () (mg) (mg%) (mg %) Blood sugar

1 20.5 356 97 17.5 0.18

2 19.5 390 82 19.0 0.23

3 21.6 412 106 18.8 0.18

4 22.0 370 80 20.3 0.25

5 24.2 408 85 17.2 0.20

Average 21.6 387 90 18.6 0.21

Convulsion: Glucose in brain and blood

Condition Glucose in brain
\ Body weight Brain weight | Blood sugar [Glucose in brainj}——
No. (8 (mg) (mg%) (ng%) Blood Sugar

1 20.0 367 95 16.3 0.17

2 17.7 313 103 15.3 0.15

3 22.6 320 111 19.0 0.17

4 21.4 311 95 14.0 0.15

5 21.0 368 100 17.5 0.18

Average 20.5 336 101 16.4 0.16

utoiﬁﬁ%uKmﬁ%@ﬁ%a&&@—f&b,@koﬁﬂm;é@@%ﬂ@%ﬁﬁvﬁ@ﬁ%ﬁﬁﬁ
LTWBDTHEND, EELOBIERIIYMROZ L EELDND. o TKT F VOB IRBZOL O
LEEOOENDELDLDEELZDBND.

Eic INAH 8B Gk 7 F o, o V¥ ~REHEOEES, tho—-BRORBOHE LAKTSH- T,
EEK S DIXR BN ENDTIRAWAEEZLDRS.
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FICEELREELMORERTH LI V4 T U (GIA) OBEEIIC K% INAH O ZEeah k5 &
%ZtJHAu%T@%§h6%~®72/@?&6ﬁ,@k@ﬁﬁmié@@@%KMGﬂkuﬁ9Té%g
a%ﬁf&mﬁéﬁwﬁh

DX EHN D INAH I & 5 SEEREnrs oK GIA o ki & L <o GIA-dehydrogenose o 7% & %
BRL.. .

n RNy IvgEFerasF—=E

ke 20~25 g Hik DI~ v 2 2 AL INAH o5 R 220mg/kg #FHE FCEN U, EHEORIEEHEEE
EEH SR LT OXKITHER L TiTo e BRETEXDEGHT, M oBHLARSKMERH L, XisL
7220 fz & pH7. 4, 1/10M BEEEK G E¥F 4 XL, Thumberg HGiEHHLXHIE L 7-.

RIG&HEE & E € % — b 1.0ml, 1/10M, BEEE® (pH7.4) 1.0ml, 1 MGIA-Na 0.2ml, ##7k 1.6ml,
0.1%MB. 0.2ml -G Thumberg B DK H PR L 721, 37°CIFR L, MB 0@ 2 IE T2, BN
lgizox 1RficEnEns MBETK L .

F DR Tablell. /A3 < B glutamic-dehydrogenase (LEEERBIEIC b WRIZ D KL AZENE AL,
Lo TGIA OBy 2 2 ZBLTCO7 v =7 ERLEF LRI TS LELDRS.

Tablell. Control: Activity of glutamic acid-dehydrogenase in brain

Activity M. B.

Condition . . . Discharge :
. Body weight Brain weight time of M.B.. %ga%tflt}b’r;fxfulgzg
(® (mg) (min) hr.

1 26.0 285 38 6.32

2 28.0 420 38 6.32

3 22.5 400 44 5.45

4 25.0 431 30 7.98

5 25.2 445 24 10.00

6 21.4 300 27 10.37

7 20.5 260 30 8.00

Average 24.1 363 33 7.78

Convulsion: Activity of glutamic acid dehydrogenase in brain
.. . Activity M.B.
Condition Body weight Brain weight Ellrighgfrgl(\e/[.B. (11uantity reduced
No. ) g of brain per
(&) (mg) (min) hr.

1 23.0 410 35 6.85

2 22.5 367 31 7.74

3 23.0 313 31 7.74

4 20.0 280 31 7.74

5 21.0 320 28 8.62

6 21.0 311 27 8.89

7 23.7 368 28 8.62

Average 22.0 338 30 8.03

7

CORGNT vETHEROENRFEREEZ L BN TWAR, AR s REOENR D - T, KEIIXMTE
&)

W7 e T OERENES ONREBTH L. FICEERBIGONA T = 7 OEREIEKRL .
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m pEp7rE=7

&% 20 g g Dt~ v 21 INAH iz & 220mg /kg AR FIES U, xR & BB AIBER L,
727251 0.5 NHCI 4.0ml iz A, WMEEHRIETS. RISk Lknsb BT, 0L 2\WT7
ETHEFRS —ERTHIE L.

7o % = 7 BIHAEEE Seligson %5 k0¥ Bessman (OHECHE 7. kb Seligson OIEHIEE % -,
FROER L 72 1. Oml 2 EHEEECEARE D 1.0ml OMEFRED ) 7 AR EEE LT BH L. BIEHRR
DDEBITEARK D ETORMIES FUNET5. F0#KES 40 Mg 3053/ EEE L 72# 10 5% 5 Nessler
W 1.5ml CHREXE, 3w ARREIHC X D, 420mp TERIEEERE L, BEARRLHEER % 72 ik 8
X 07 o= T EEAEEL 2.

SEEE T E R 0 Tablell. IK/RT O & < MBI H USRS, B 5P IERE 7 » & = 7 OIS 2
H btz

TableTI. Control: Ammonia in brain

Condition
\ Body weight Brain weight Ammonia in brain
No. ® (mg) (mg%)
1 18.0 272 0.60
2 19.5 270 0.44
3 25.5 331 0.48
4 19.0 196 0.36
5 21.5 205 0.45
Average 20.7 255 0.47

Convulsion: Ammonia in brain

T Condition
— Body weight Brain weight Ammonia in brain
No. — 8 (mg) (mg%)
1 16.2 419 1.80
2 23.5 278 1.84
3 24.7 , 313 1.64
4 20.0 295 1.64
5 24.2 249 1.28
Average 21.7 311 1.64
% 23

INAH o 220mg/kg 2 1F4 U CEZEERGOH KT F VRO L, —ROKED HRTLH LN
5%7F¢%@£ﬁ%@~@%ﬁﬂz%%t.7y%:7$m@ﬁﬂ&%@tbf%z%naQMdee
hydrogenase DiFEHILEHR & RKEARWAD, ZOWERLYEL TO GIA OEDITEZ B/,

DOERCNEEEY o = 7R RS LIRERSTEIRELENALZOND. 2O IR, BCIERN E
W7 L = T OERATLI, TOF7ETNEORD, GIAMERIN TV 1 2 (GIN®) &EKTS &
%i%hé-%%%%%%Lkl5m7ﬁ&2V@pﬁwﬁ%T%%%&%k®%%®~ﬁk%bﬂbﬂ,:
DORFIMEEET » F = 7 DERBEIEC O\ TS E OB ol e B 7R\,
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WENIE LT L EEREBIIINAER 7~ = 7EEOHEME L 53D THDH Z LIXHLLTHS.
F B

1) INAH omhzEE 220mg/kg %~ & 2 HHE Fasd L2848, M7 F oSk L B Liss, M
BRI L AL 7.

2) WGlutamic dehydrogenase 1%, /EHDOE BN EZR X /nhvo I,

3) MMPERET » ® = TIZEEREEE S AR U 7. Lichis THRERBNINMER 7 » T = 7 D
HATHLDOELEZDND.

W AKIRIC 7= D Seligson DOILHUEE & 31T L W 7275\ 1ol BREE KEE BT B UNC IR IR % 55 72
HEFENOCCHEEEE 52 S o EBRCRREOHEERT .
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2E O, HEEfN, ABYHF: Y 77 s YRECRISTPASOEE (E248)
PASHESER ERIZRITAH Y 7+ 7 » YRBEYDO BN DT

Mamoru Sugiura, Hirokazu Makita and Sachiko Kurano:
Studies on the Effect of PAS on the Tryptophane Metabolism, 1I,
Excretion of the Tryptophane Metabolites by Continuous Administration of PAS,

In the rat’s urine after continuous administration of PAS, there was an increase of
xanthurenic acid (XA) and anthranilic acid (AnA) and a decrease of N-methylnicotin
amide (MNA) on tryptophane metabolites.

Besides there was some change of f-cell in the rat’s langerhans islands.

AT B\ THEE F:whtl)PAS BIROREAZIEHATHFEMNAD & LT PAS g 58, RACHRET584EY
B> TREEZIT-7. FOHFRF Y b B Xanthrenic acid (XA) Okt %32, PAS Efj# 51
X 5 XA ot & MEEEE T 2NE VIR S 5 X RH L, PASES5O JIVEM & LT BERFFEHRC
HLEO—HT R BDTIEARWAEHEE L. 4, o3 X iz PAS &% 5L, ZORAK gHitxh
HMYTET - fREEY, b3 =2 Kyn), 7> F 7=V (AnA), 4> b XA) BLY



