o gl 2835 g A21E A4 3

REH RH787 hEES EKR BE

EHARER BRAE ARERE

B

® T X EW R -
# K-8 X OB-§ ® %

EHEARE BRAR RERAE

=

I.#% @&

PEBES] B cell & shaldled BERES 4o 5 U=
ey 9 {(EEYHE-L alloxan, streptozotocin, ascorbic
acid derivatives, uric acid, some quinolove 2} magne-
sium 5-°] & H D, ‘

RH 787(N-3 pyridyl methyl-N-P nitro phenylurea)
€ TRFoR s REHIL oA EEipe Fdl
wk AW A or fEAske 79 HFEREoRL FEND
Y(ackel, A=, &£, Bllv A7 g9 HBE
RU0Z o] Fipol H-& A2 A A= FEINA
fola BFEAGgsh 2 o] BRAY EoR
AR BERFEY F%e B8 AL aftES Bk A
ol =gl BRE 2T BET dglov o
A #A7 JREsEol Y KRB ¥R YA &
ol RH787#EE%E HY BEROBEST ¢ 9
g dojzt 4 Asich

FEEL 56018 PBBEEANA HERE ¥ ohiz
of 2l /4= PRI, AMERA U SBETRE 59
EBE M2 RH787 132 (25gm)E HET &

BERE EIRT 124 4ol ABEiaR Sdnbel BER

WY ERRHEEES ECY BEE BT EiITH
Zlel #dhe vholvh

* 3 axjE 19774 1049 79 #2934 o gl 3 &
Ed 3|4l A wxsted-g.
8219774 114 94

58

I. WHR A FE

197613 109551 19779 7971+ HEFAERR AR
ol A ARzin#zr RH787 +EEE 56615 Hpro= 3}
93 2REEMANA FHEL 479 BERES o=
vl g B, MBREE, BEEReE i HEY ES
b dgwl IR BMERES group 1, BRRE 2B
Riwe &0HE-S Be BAEWS group 0, JFIER m
wiEe LAgle] mERY, EBMWEERTS Mg
Buk-d 8l BMEWS group I, 282 BRI R
HE SHEREAGHD 2HF TREAGHDY EH

T B velx MEMS group VT SIS A7 K

BB, RESFR ¥ SEEsh mEE KEIY K
Bezbx e Wil mpEfEele] MR, 2MEEY BRE
B2 BRERENA BERESS 2ols Aan
28 Wik 2 pAEEE RH7S? RES BERS &
BERE 1618 BRS Biled EEHAD, SRS
MiF amylase B8] L#, &£ LEHER ¥ XA
R 5o 2 BEstdon, AT TRAL B
BEEFES dglet, Ml FTREX S Sk
o —fiel HFRAS F#eA BEed e

0. & %5

EHsEE] FREEYE 174 778l
= 20f%7} 30.4%, 30f%7} 25.0%, 10f%7F 21.4%, 40
e} 50f87F 10.7%, 7007F 1.8%4 $Agdoem, 5B
F7 204(35.7%), HF7h 364(64.3%)2.24 Hilt
£ 1:1.82 ZF7E o B 2R A+ XF7h 50
Rl A BT ol g 2%E& 2gch(Table 1).
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Tab. 1. Age and sex distribution

Tab. 3. Ingested dose and group relation

Age Male  Female | Total (%) N 1 I I v total
(package) ™ (%)
11~20 4 8 12 (21.4)
21~30 3 14 17 (30.4) 1/3 L3 1 5 (8.9
31~40 6 8 14 (25.0) 2/3 3 3 1 | 7025
41~50 9 4 6 (10.7) 1 8 13 3 28 (50.0)
51~60 5 1 6 (10.7) 4/3 '
61~70 —_ — - . 5/3 1 1 2 (3.6
. 71~80 J— 1 1 ( 1-8) 2 2 1 1 4 ( 71)
Toal | 20 36 | 56 ° ' X E i'g
P more 1 .
% .7 e 9) (100.0 unknown 51 2 | 8143
Tab. 2. Age and sex distribution on each groups Total 15 6 7 8 56
Gr.

A\ge‘o{p MI F M I F MM F MNF Tab. 4. Duration of first treatment after onset
u~20 | 3 6] 1 1 1 w T 1 1§ Total
21~30 2 5 6 1 within
31~40 3 B 1 2 30 min. 6 1 1 8 (14.3)
41~50 2 1 2 1 2 hours 6 2 2 14 (25.6)
51~60 : 3 2 1 6 hours 2 3 1 6 (10.7)
61~70 . 12 hours 6 3 1 10 (17.9
71~80 1 24 hours 4 4 (7.0
Total 15 26 7 8 5 days 17 2 |10 Q7.9
(%) (26.8) | 46.9 | 2.5 | Q4.3 10 days 1 1(L8)

: over 3 3(5.3)

7 BEY FWE, BHSHE grouwp D7 BF 7
%, T 154, HE 264046.4%) 02 714 vk,
group 101 BF 58, XF 10%o2 &3 154(26.8
%), group N7 BT 34, XT 5422 45 8414

3%), growp W7t BT 5%, XT 2422 A3 74 -

(12.5%)4 ¢olich. 3] J4sRM BaRms Kys
Al A 30fRelu 7t 155 13422 ke o] 5g
o} (Table 2). :

REEL 1/3%7(8.3gm)E 6% (180 gm)7}3)
T REYL 1EAE KB BB 284050.0%)0.24
7b4 wskm, Ewlatel 84(14.3%), 2/38R 74(12.5
%) 1/3%A 5#(8.9%), 2% 4#(7.1%), 3/5%
A 245(3.6%), 3%A 14(1.8%), 3% 6|4 14(1.8
%79 o1 g th(Table 3). i

HREF KB RBWAA L WIS 3050 F 24 7o)
W7t 144(25.6%) 0.2 hA Bk 64 7o F 124 71
olul ¢} 244 Lol & 5alol Frb A 104(17.9%), 30
% ol 7t 846(14.3%), 247 o1 % 647k ol 7t 64
(10.7%), 124 7kol % 244] 2ol 7} 44(7.1 %), 109

o] Ao} 34(5.3%), 5l A 104 4bol 7} 14(1. 809 4~
AE vt 2o 2 124710 Wl kBT BB
384(68.5%)0.8 M EEY 2/30l4elg o, WR
REBERC A 124 7ol Fd| kg 737t 15408
Auro] Yglow, A L7 24 he) Tl BN
E UL & 4 AT, SR BERS ANS 2
Azkol W (154% 124 REEIEEE Worse ¢ 4
Aok, 283 BRI 309 o Foll BT BE
%= 39 = (Table 4). _
WAL TE BRESHT —l BeREsst
394(69.6%).02 bR Bk vhgol BRERT 42.9
%, WREE PREE, REEERe 77 32.1%,
ST 21.4%, REGEST 19.6%9 $A49 0
ol ol M, KMMERMBERFBEHU BRMLE &
PR R Rl BB HEEAS 9R O
W), EEHRER, Hrewm, BIR TR R, EFR
%ol ddlx o1l AW EE EREA Jdn BB
5 261 g9leh. group I ol —fiffel WHILRER}

— 338 —



—Byong Ryong Paik, et al.: Clinical Studies on Intoxication of Rodenticide RH-787—

Tab. 5. Symptoms and signs of each group patients

p—

\Gm“" 1 I n v Total
Symptom sign No. (%) | No. (%) No. (%) No. (%) No. (%)

G-I trouble 10 (66.7) 22 (84.6) 7 (100D 39 (69.6)
Gen. malaise - 106D 11 (42.3) 12 (21. 9
Mental disturb. 8 (53.3) 12 (46.2) 4 (57.1D 24 (42.9)
Headche 2 (133 2(36
Dizziness 106.7 : 1L
Sensory change ) 15 (57.7D 3 (42.9 18 (32.1D
Motor disturb. o . ' 5 71O » 5(89
Dyspnea, chest tight. 14 (53.8) 4 (50.0) 18 (32.1D
Sore throat 5 (19.2) - 2 (25.0) 7 (12.5)
Urinary incontinence , 11 (42.3) ' ' 11 (19.6)
Thirst 8 (30.8) 8 (14.3)
Myalgia ' 4 (57.1) 4 (7.0
Abdominal pain, tender. 6 (75.0) 6 (10.7)
Tachycardia . 3 (37.5) 3(540
Tooth exfoliation 1(3.9 1 (1.8
Negative finding 2 (13.3) 2 (3.6

224(84.6%), MBRE 154(57.7%), "WREKEE 144 BGe B/ 1/33Ad % mEE 180 meg/dl, 410 mg/
(53.8%), BREDB 124(46.2%), 2HFLER R dl, 710 mg/d1 & B4t ®B% 24X = MbEE : 90
7L A4 114042.3%)9] €4 F 29 v1(Table 5). mg/dl & g vk F7 A& 2/3%A9 1454 &
BMREETE A REBEY £0d Wi mBE] BEE MEEST EHANA 700 mg/dlol A& 2o 4
Al FAAQ B AARAE L 4 g B

o FEAE 5ol ARaA e £ 5 gdock(Fie D.
masel) MRREER A KT ASBE A T
700+
l_
. mg/d| °
600 ®:Lavage (+) ‘ 700 .
© Laovoge (-) . . o
_ 6COF CHE (+) :
3 500 . s ;
®
- ° . 'g 500 o ©
3400+ o L
§ g400L
o ° H 0
8300r o o 2 . °
@ M 2 300f °
o o o
L] =]
200 ., o ¢ 200 .« o °
(] . 0
L] ; o
QOOL o . 100r d -
L L & e
1 1o L ? 1 i A L
| L L \ , . 30' 2hrs. 6h. 12h. lday 5d. 10d. over
/3 2/3 1 iy 19 2Pack - Duration
Dose

) Fig. 2. Blood sugar level on admission and duratiom
Fig. 1. Ingested dose and F.B.S. in group I. after onset.
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Tab. 6. Duration of diabetes after onset

(FBS over 120 mg/dl>

Duration 12 hrs. T 1 day l 2 day 3 days 4 days
Case No. 6 3 3 2
 Acoumul % | 01 | 23 | 3.8 | 65.4 | 731
Duration 5 days l 10 days | 11 days 30 days
Case No. - 2 1 2
"""""" Accumul. % |  s.8 | 885 | 923 | 100

FEfESS] Al = kbEReie] 1ol BEE KIS
IMIEE : 300 mg/dl o] 8+ 2 1ol Fell REEE BEE
KERS M¥EE : 300 mg/dl o] A4S vehfel kbRA 7
o] AW A4E MmEEEF A ok AEE B F
9l e}(Fig. 2).

RIRPBERNA el ¥ SERmiEE} 120 mg/
dlojate 2 LRsd HELom MRREHE 2ol
A s A= 9 RS 12417b0] 64(20.1%), 14
(42.3%), 29747t 144(53.8%), 34747t 174
(65.4%), 594 7vx| 7+ 214(80.8%), 30477+ 264
(100% )¢ =9 c}(Table 6). ,

ERFRES BEERE ¥7 A4 insulin )
93 mEEES MBS Fie 4018 wiuiel o] 9
8 RUMARBENA HEDM £ insuline] #3 4l
¥ THEAMIE K] ke, AR miEEs] =E
4 2o BEHRL FU9R GV dE ubd 30~408
7he] ol = o -¢ Bkt TR FE o] ZHEH

Amylase’
unit }

ssof 2

" Camg/di

(0] \ 2 .évwk b ll 2 .3wk

Fig. 3. Serum amylase and serum Ca. level.

2.2 08 ERKS 2 e Rq(Fis 4.
B HEE SOIS T 20604 M amylase
£ WED vk 15 EReldos LAY HiEK
Y 6604 5Pl A FAUH 2 Eopsgtel. 28fc A
Z3 & miF calcium level & 166l A IE#olstyg o
v KEHED 65 5607k EROZ Solgtos, A
el BERESHE ol 422 EiBE w g h(Fis 3).
2f8 RH787 Bl BRRET BE 9 e
o] 344(60.7%), HBHEPHE I AT 5
BB Pt 108017.9%), FEToo] 1244(21. 4%)
o], group L6l 7b4 F& HMKERE v B
& 9 fFimel 134(86.7%)019 R, group 1414 713
VR EERGRE B IO Y fFige] 124(46.2%)019)
I, FeRe] b4 gob 104(38.5%)¢ Rgvh ®s
BEE 28 124024 group T7b 104(38.5%),
group M7+ 14, group V7t 1490]1¢lv}(Table 9).

& 00 \ v.8.s. F.45. 154

~ A -1

o

13

®

>

2

::GnBOO ’ 64

3 Bl B.1.S. F. 2.

% sool = Od. sugar level, 48 .

- | fasuiin. Lo ‘€

84900 - 32 5

[+ £
‘ H

<

Days. 4 8 12 16 .20 24 28 32 36 40

Fig. 4. Clinical course of 4 long termed cases.
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Table 9. Hospital course of the patients

@ I
Course %)

I ] v Total
(%> | (%) l %) | (%)

Improve 13 12 4 5 34
(86.7) | (46.2) | (57.1) | (62.5) | (60.7D

No change* 2 4 2 2 10
(13.3) | (15.3) | (28.6D) | (25.00 | (17.9)

Expire 12

* Discharged without improvement.

HilE BTN 1014 BEE 18mY XTHRERA
BEE L RIKEA 5ol 3 miEgl o] %% 124 74 RH
787 134 E HEAWOR BT EREBE :H=
eskel Abstd ARER BBN RS mE
120/80 mmHg, 88, 36.8°C, IK#§ : 88/min, FEML M :
20/min o1 QL X, FEEsL AL BILY WXERSES E
Helded, RERELS ERINCL. KNMELFA -
FolRt BE-X (Sl n LBE HArolgith. MEMFTE -
WAES Bl f9l:, DU 9 EERR BA L BE
iRt ddv. ARER BEBHES Hgb:13.4gm
%, Ht; 38%, W.B.C; 14,500/mm3, differential
-count ¥ stab.: 2%, seg; 63%, lympho.; 33%, mono. ;
2% 9. Rz A R, RebA E(2)0ld, o
Y REFRL 9. —LBgE baA =Rk
PE(E : 145 mg/dl, mi% amylase; 200 unit ¢] gl o= 1.
<4 REFMRS doch. ARKR: miESe Hxl
‘AmBREME ARG AL on], RERH, m
BE LR Mm% amylase Y LASE 2 ABGSTH
AEE et ReIAEL Yoz fHHisg o,

_Fig. 5. Massive necrosis of islet cells, pancreas (HE
stain, X450),

10 1 1
(38.5) | (14.3) | (12.5) | (21. 9

Fig. 6. Infiltration of inflammatory celis, bronchiole
and alveoli, Lung. (HE stain, X450).

Fig. 7. Normoblastic infiltration, liver (HE stain, '
X 450).

Fig. 8. Infiltration of primitive myeloid series, spleen
. (HE stain, X450)
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Alrgwe HER 2 ERFLEEER B

regular insulin, A¥ 2 BREEREE S TR
Elfgo] glo] AREHE 3ol HY Mkatt ¥ F4d

o HiEEtE BEASS FIRE 2da g5l FLs
of, FF 44 tnbell WS Tt 2, HEHRRL
1D MksAel bloody ascites 7} 99l 3 RAfIRG, FFEE=t
Al A BES BlES £ 5 dded, 2D EBFR
+ BEBES Langerhan’s islets 9] cystic degeneration -
Bged, Bl A ikt @S wdx, 58

Al normoblastic infiltration 3} o] A myeloid series
o A BiEE 2o PG BHASEMEES 24
1}, Bone marrow ol 4+ R #{LE L 4 3;{0‘&
v}(Fie. 5,6,7,8).

V. % 8

w] ¢ Rhom and Haas 3} #}7} ] 43k RH787¢] %
Hriepoll = 19753 F] AT ow Wi om Y=
W, KIS HERAEMOR HET BEAA BRHES
B2 Al AWAq AT SpHEe HEsn, o
B OBHSSE 2o O fERRES YS9 REAEE
dedd A g Aeeld EAMNA Q8 BREE
7+ elch,

RH787 skEREE A XHIN4 BABRAWE
B, KEREY FREEE 17%0A 773k
sod, 20007} 30.4% = JFR ggkw, NSRS 1.8
W2 LT/ B SHE gl ok 2509 g
s FAstebe el RERS 199 (A F 25gm)
BREEIL 50.0% 2 AA wgtm o]k o] Z69 550
gm, 2EPE 1/2~3%7), WEOY W~1%=, TEO
9 20gm Brh B BS HED Aom vepgo
REREEER] 46.4% 24 KHMSY B 247 o
Feoll RBLREE LRI, ol NIV 74% Y slE}
BREW6LID pol e BEAS 3y 72509
46.7% 9+ ¥ BRES 24Tk JFEREER
53.6%9lvl ol % BEMES ddAY BEERD B
% 84S AT 24 A 2o 24 BolWlol] ke
WA whE RS s o 2ol A 7kl ABE
B AR SHERNEE RE RIAERE L BF
WETRGCl BET + ddov B dvkEczx
WES ok shivlol Hadt A% =AS gdou
BESL A9 Ao T ERF BEY + oot
T ggdeh vheix 24 12AS 23X E A7 HKE

647k o] Foll 2REEF Abrdh, SEERMUBEE, R, .
RO E 7 E BRARATR ] B BERS 3k
Bgdn 6429 BEd4 RENEENES RE Rl
AE MEER 280l BRFFAS xnolx o9

HEOO ghr@Bol KO S5gmel A BmEE 4o
)= SE A 2 BEEE BHRe 1550094 et
W FHE A 2etn vk, el A SRR RERL
A a; EBEA] eolA EFHHES SR EI .o, B
#BES G.T.T & Mt BERFRERR] £4 Fob
A As4e we AoE wdzth

fEEs mRESY BEEAY MF e of
A 245 ©Hol gk A=A RH787 Wi &8
B0l Rtk (susceptibility)dll” w2l BRKRS BHRE
&7t AN E Aoz AnsA, KEF RERMAC
EamEE KTdeasnte] HERBRESE ROR.
22 FY 4+ € Aoz AFd

7 BERY BEESE —iel \IbnEER, B8
e, aERE, TRE%S REEEE 5 o=
VeldE A A5V KRR B o, e
RERE el BE- BREBERIA 57.7%, JE
BRERB R4 23.3%9 HEelglch ol BRK
HER MR BIRRY &0HESR FRMEL
ol "ggke A velge RAe=s AEA ERK
FA7 9w BEEY 7%= RH7876 & A
AAel MERERT QR Aol ohdst 4 st &
a2 B4 BEC LEY Aolvt. 18z WE FTE
o] fEket S o BRI R SEHE TR 2
< EHBHE 29 FAAME, RH7870] &MH THRLES
#FReA e AL BERs ok & Aol

*EE?FE%?MH KBS kb7 4 HiRel 245

< MEESE Bolt A 4T HER 2 4+ ¢

o BRFEEHS RESF 3 o) Fd BRE=A 2o
£ 508 HES vt el A Bl o] H
RFFERL K7 2~39 ool BiRste A 2o, &
308 o1F, TR 2618 A% 2 FRo 2 Hacr-
oft W7} wgtubel 2 EERiK] AL APl 80% 7
= PERRS BEFECl o &F WRFCl BRE Ad=x, W
B4l glycogenolysis ¥l ¥+ 4z ¢} HRE
WEEY insulin BREPEA A3t v 2 5DL insulin:
24~608, ZEPL insulin 8~84a 2 LR W 5L
insulin #E:-E HEfTE 16609 106614 A S
oy HHEBY A9dlE BEHE oF 10009 regular

. insulin$] #Hi7}z] B 8¢9 o=, insulin ] %t

m¥EEe] #Ehe] ofF A4 AA AR MmBEERE.
o o] &%t insluin #5 2 insulin BESRSRRE LER
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‘et
BRIBE growp 144 7b3 & @BE 2ol %
& 2 ffEo] 86.9% %, group felA sHA g

GRS B, R 9 el 46.2% 9% ST

38.5%E vetdz TERcRE BRRYE BE M
B B 9 Mhikel 64, EmbEE ST 24, 7
B} MR L 2401 ol vh 2l A Y TR 21.4%
2A 759 25 1% R0 dgton) BER RET B
& BET EURE e moshd RUEE
v el ezt 4 A

E¥#EH Langerhan’s islets 8] cystic degeneration
5 g cell shmbe FEW, $EWo] AP A 5A8
i, 5100 BET AT An i b g
WA, W] WRY FAAxAIAL, P Napps
e FEEY A BET 5 ddor FW, BE
A xel EHEAEMESES RS = 1A 72w
AR 2 EHE BEFE Q9en U BHAER
+ R I 2AE E Fob g9s A A Emot
71" e}, 2 polycythemia, thrombocythenia, myel-
cofibrosis, C.G.L 4| extramedullary hematopoiesis 7}
veldels 81319 Xeray irradiation, benzol, fluor-
‘ine 3} EEE4d A strontium irradiation, phosphorﬁs,
saponin 5'9 ZEM 2 AT myelofibrosis 9}
-extramedullary hematopoiesis 5 ¢ 2 < ¢lvix 3}
U F4Ad s WA e 18 ®EF g £5
19.2. RH787¢] ¥ERFS Fimime A1 4q B
Beell 8 sglaje] & AAgm, FTEML R
Beell s13)0] 819 cl& fEfel] & 4 9-&8¥4 )5
b BT E R nicotinamide 7t ; RH 7874
BHERE @cba slol glglesd, MEHEo % nj-
cotinamide & FEBAY© 2 alloxan diabetogenicdose 3%
BT HREAGY BHHEET AduE H#E gl
e, A0l WM, HRFEeE AEIo B
vtz gek BESY AL gBEEBIAA KR
B o HREE gl

-estrogens,

V. &% B

19764 1088 19774 7R 7= HEKERE AN
o ABgshld, dEEE 566l HIe HKERKS
3t oh&d e gt ‘

1. BB E 566lh BF 204035.7%), XF 364
(64.3%)0] 3 201%7}F 30.4%, 30487t 25.0%9 $o=
S Bk R, BREES 1/387 (8.3 gm)dl A 632 (180 gm)

Atel & fREH D ol 142 #hEEIl 50%= A o
s

2. FEFRRH: BAETC] 20 26.8%, HRMEAS o
BERRBERC] 46.4%, TREFREERC) 12.5% ¥
AR (ENERSS ETERE I3 14.3%¢19

3. BRREBERS 28/ EORABERKY SHes
insulin ¥l #elel AT MmkEES] BEHE ngox,
BRI A AFE RKS BEL AT §
-4 ngont, kEES R BELE BT A
BFRE & o+ gk ‘

4. BRFRBERE o199 BERAAE BRERY &
Bt #FEE U ARFEAETRAC Y AR BEE £
<+ slgith

5. ERERIEIR-S WILEEEIL 69.6%, BERERT 42.
9%, MEREEs; 32.1%, EEREEHES FEEERe]
32.1% 40 2 Jelygeh

6, THEEIE BRRBERNA 57.7%, JEHERR
BEBANA 23.3%9 HaER Ve, k@t 4l
A A friE= gl et

7. BERREGE 2/30] 4l A kBT 39 olvidl Kk

sl BRI

8. BHAS ABGEY AR ¥ fr#ge) 60.7%, FrT
o] 21.4%, HEHRAIT J4dd A+ BEET AE
BB Y 17.9%& nga, HERBERERGA B
0] 46.2% 24 b dskm, el 38.5% =
7t Esketh

9. FERNE: BEER JECT 1608 HMTRS PR
®] Langerhan’s islet 9 W4 ¥ ik #tE 24
a, BEHES] primitive myeloid series ] B % FFE
Al 4] normoblast & Fi-& Rl BEEsEm By
RE BEstech
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=Abstract=

Clinical Study #n Intoxication of Roden-
ticide RH-787

Byong Ryong Paik, M.D,,
Kie Jeong Rhee, M.D,, Heon Il Che, M.D,,
Jong Dae Yang, M.D., Young Hee Han, M.D,
~and Heung Kyu Ro, M.D.

Department of I nternal Medicine,
College of Medicine, Chungnam National.

University
Dae Young Kang, M.D.

Department of Pathology, College of Medicine,
Chungnam National University

Fifty six cases of RH-787 intoxication were obser-
ved clinically at the Department of Internal Medicine,
Chungnam National University Hospital since Oc-
tober, 1976 to July, 1977 with the following results.

1) The observed patients were 20 males and 36
females, with the most prevalent age group of
3rd (30.4%) to 4th (25.0%) decade.

2) The ingested dose of the rodenticides were 25gm
of 2% RH-787 in half of the patients, with the

_range from 8.3 to 180 gm.

3) The total cases were classified according to the
main clinical findings as follows;

i) Nonspecific group (Group 1) was 26.8% (15
cases), who showed nonspecific symptom and
signs only.

ii) Diabetic group (Group 1) was 46.4% (26 cases)
who had clinically evident diabetes with or with-
out diabetic complication.

iii) Neuropathy group (Group H) was 12.5% (7
cases) who had clinical neurologic symptom and
signs such as sensory change, motor disturbance
etc. without diabetes.

iv) The remainder (Group V) 8 cases had the symp-

tom and signs of the pancreatitis (5 cases) and

parotitis (3 cases).
4) The diabetic patients showed variable responses

to insulin therapy which could be seen in juve-

DA214M Al 43 FE A212E

nile type diabetes, and the clinical courses were -
much severe in those patients wHo were treated
later after ingestion.

5) The nonspecific gastrointestinal symptoms (69.6 -
%) was most frequently observed and then mental
disturbance (42.9%), sensory change (32.1%),
dyspnea and chest tightness (32.1%) ‘in order -
of frequency.

6) Over two-third of the diabetic group showed -
hyperglycemia (over 120 mg/dl) within three
days after intoxication.

7) The overall hospital courses were as_ follows; -
improvement, 60.7%, death, 21.4%, and no-
improvement or self-discharge, 17.9%.

8) Among the 4 groups, prognosis of the diabetic
group was the poorest, while the nonspecific
group appeared the best. .

9) An autopsied RH-787 induced diabetic patient k
showed cystic degeneration and decrease of Lan-
gerhan’s islets cells of the pancreas, infiltration
of the primitive myeloid series in the spleen, and
normoblast in the liver, that the findings of

extramedullary hematopoiesis.
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