gl Aers A 200 A 1R

L-asparaginase o] & = wdaxw 1

TR TL A E g ma

s 3 &0

A £

2] AL dubdo® F4odA), &2, §
AN FE w Bojdel Habgd w FALe] g
dell 4 ofAlel =} Feolgr Hatge] golH GER
A A2E Fa-E 9354 vl L-asparaginase &}
A4 WA7A A R A4S, 154, 3
244 W E 2 gHu e, FaAY o4, A
o, FFAAAEA, Hu{ F4dA, 2l ZEA
A7t Rase] gloh~®, o] & A uf Fu Fl
ol it A= A, 2y s} g o) opA F
Hell= FHEI5T glsich. oldl AxHEL G4 dstF
A FAdEg s Askw A Fehayez
L-asparaginase & B8 A3 A% Fhde] fubs
1d € AYsgrlol Fd a5t gl Rash ot

g &

g & Z3O%, 304, ¢t

F 4 HEZFT

IR B (1984 19 269D

HEE : Fxle Y N gAdel 37 Rdsta g
R AEFEFCE 2HJOOY Yol A AFdsid 243
AHE 92 3 Non-Hodgkin's lymphoma, well
differentiated lymphocytic type & 2 2 =}=| o] cyclo-
phosphamide, vincristine @ prednisone €384 &
33 (18] : 1983.10.7~1983. 10. 12, 28 : 1983. 11. 7~
1983.11.12, 33 : 1984,1.6~1984.1.11) o} &7
oA FH e s o F2FE5L ASHdn
FE5ANYAAFA L et A et Fol w
344 Y5l gdstgdeh w A nd, =9
(night sweating), 6714 %qkd] 10%0] 48] A =34

& = :85% 28 27H

o MM = H

= sl

A oA

MY A2l AEF vhel Za ohE B bERE gl
gt

Ol&tX A - 43 A4 170cm, A% 55ke, ¥
oF 120/80 mmHg, =4 90/%, A 36.5°C, & F
20/ g JokAdu e @A cFEsig o nldW
HE Bgvh S EAL wimsigdm, F234dg)
AF7 dg s (£5: 1, =7 0.5%2m, 22
270, =7 11.5X0.5¢cm, 1.0X0.5cm) HZ4 T4y
HAF 2 HZAeldstd St dg (@A 1 3x
2.5cem). AR AEFHstuleld YALY P49
EbA 28 Fr7k gledvh wAE Ix4emd =8 &
A et g &A= o AsdstdE
2 A EEE gy

HAtAH : QA dbd A AA440 S84 10.6g/
dl, €43k 169,000/mm?, & T 1,300/mm® 34§
B TFA AN A AT 4%, 49T 0%, =T 10%,
R YT 6%0151 0o A4}, vl %744, BUN,
Cr, 23444, 412 A4e1gdeh. 3% X444
A HZe Fehardede]l dglz $ENEFY Aw
T € 29w S g A4 pH 8.0, =9 4.1
g/dl, £=% 131 mg/dl, A ¥F many/mm®, 9§
120/mm® o] gl 2= cell block o] 4 ¢4 ¢ otEH =
LAE = o=k, AFA4A w o] FoEe gglvh
HEyolqlatd zAA A4 Non-Hodgkin's lymp-
homa, diffuse poorly differentiated(Rappaport &
%), diffuse, small cleaved cell(Lukes & Collins £
el en F4AA Y AR GAYSTAE
o] FA e LT & Yk

X2 8 B3

A A gl & AAA S s Hdaxtg
AA RS 71 Fo] W43l underwater-seal drain-
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age & A g3 F tetracycline 1,000 mg & =9 &
gste] Huppag ARow garAle] g WyT 2
450 A4A F CHOP oyl ¢ 35 4oz 28 4
A%k A5t gotd g § I AFAY FLE B v}
& gaal Ard dYsr = G slgagsh

2z 4@ (1984 39 28¢)

28] CHOP slata ¥ & wavty 254 s+ Hig
4 aARgeldgd b AddAm, F& wEFAL A
#Ed A F st ERs 9o 44 Ak 54
ut E4o] Jeht wA gagch wdA Qe
AApar B4 11.4g/d], &43 96,000/mm?, W& T
79,300/mm® zbw & FA A4 obA| & (Blast) 78%,
T 14%, FAT 1%, ¥HFAYdaT 1%, =45
AE 5%, AT 1%elgleh. T4+ o £2HA4
oA dsteldE 67.3%, FFotAE 3.4%, AT
20%, =ASAZL 6.5%, LIAZE 0.2%= A
3} (leukemic conversion)-& xelrh. Al X9 5
mbrane marker)d] 4 E-rosette 8%, TdT: trace,
OKT series; OKT 2%, v A& 0%2 Null cell 8]
FAY=A49E9 & Yebfch sleld Isjanion
prednisone 60 mg-& 3325 2147k Fosle 159
Zre]l A % 8l 281, vincristine 2 mg & 157}

o 2 43 A9 B35y 253 L-asparaginase 10,000
unit & A8 44488 5% A= 108 AFAes]
2 #}9 v}, L-asparaginase ezl FEA &7 95
mg/dl, 3 amylase 80IU/L, SGOT 22IU/L, SGPT
20WU/L ¢iv}, 28lJ L-asparaginase 23] B F, &

4] (me-

e 6dal A qAE ATRSE, b (oF 208)
& (polydipsia) %%, 24 ¥ TEE L33
oh, 2 EEL gyt oldALAAL H, T, o
Spuol Y Ag AFE RY T HAERAA e T20mg/
dl, g3 at®el 339 mOsm/L, BUN 59mg/dl, Cr 0.2
mg/d]l, ¥ amylase 114 IU/L, & Na 124.3 mEq/
L, 84 K 6.94mEq/L, x#% 5mg/dl, SGOT 37
IU/L, SGPT 661U/L & vhebf]l mAZAuAEA 2
Wrlze] ok Med ot prednisone W L-aspara-
ginase %48 Fubstzm 4%, AN, regular 4F
2 Fostgch(Fig 1), ey A4 9T
Z gny 44 3UF regular Qle7$ NPH <
20 unit & sy X atgem g FEA, 4F 241,
dARY g A4t 2 Aol wel dgrFE S
gl zAstgnh 2294 @exdd NPH 102
unit ¢} RI 12unit7} RestA] sigan o F &% &
Fupo] ztashgdrh, 2Elx 1195 43 C-peptide
£ FEA L9ng/ml(8¥ 304mgsdl)y AF 247
3.2ng/ml(& % 384 mg/dl)sd=}. Prednisone-2 7Y
AEE] Fhcrt 1244 38 AT s 23 A el 3
watglor 28dxE BB SRS €L 30
daE NPH 20unit 7> Fofghe] zbasiy.er] 32
Asjde] 4B FAGGL 3B5YA FHAERLL 89
mg/dl el gict. oy FAF 1554 EFF
QA A A elsletA EA 7.6%E FEIAHE B 2
atalel o9 48] L-asparaginase w4l da-
unorubicin 65mg & 15214 02 43] A A FA8
T vincristine s+ prednisone-& 1x}aksi Aol 44]

oo S

» /) pou |

| [soeenc] 65//078000N0240s: i J e 7'y & diz0
L *.
QOG- W W N + L-asporagircse 10,000 unit iwv q1a
!\‘[}4 f’ Y = Predn sicre-60mg # 3po.

woter & elect- | k‘ “ yingristing 2mg fv. qioo
_700- )‘1 rclite Cnfusio«::. l\l A Dounorubicin €5mg Qv 50
» / =
\E ﬂ / —— Blood gluccse {805
LI | A tnsulin dosage %
3 / / 170§
> f 18
300+ 5
3 / ’ 503
o ! . =
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Fig. 1.

. . " < L
45 sC &5 60 65 70

Acute hyperglycemia in a 30-year-old man with lymphosarcoma leukemic conversion treated

with prednisone, vincristine, L-asparaginase and daunorubicin.
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Ak AL e r Rdstgel. 2xbagel.e g4
1097 44dA) FHA Yol 237 mg/dl o2 2} o
A dedRdE stgan 2094 (54¢4)= NPH 36
unit, RI 16 unit 7}x) Z3lyg ew 2% prednisone
ZFa vEe] w8 THFE g4t 304 A 64y
#)e NPH 12 unit & wixjotos Rodsigde 2% F
Etg o Aol Ao glgleh(Fig. 1), 28
w23kl ey 4AF delidgd 2 RS o
A& e z1E 7} e} vincristine, prednisone,
daunorubicin ¢f] &-&(refractory)e. & 74331 t}E
oAl 2 ulie] 3AtgH Ay A B :§: 14t A A
g FAE Holwl & #AHe] AAAAReR d4d 71
d# BHstRs R la H4daych

il ot

195314 Kidd¥ guineapig ] ¥ & 24 45}
%5} Murphy-sturm ¢l s}§%e] Fo8 A5 FFAl
XA dAHE As BAAgo= 19614 o] &F
ok¢l 2}-7} L-asparaginase & 4&%lo] utal 3 cpe,

# 2] asparaginase & E. coli, Serratia marcescens,
Erwinia caratovora, guinea pig @& e]A Felsi=
v ol EE Akl ol fEx gl AL E colisl 4%
8 s AEE ¢ X E. caratovorad| 4 & A2 A}
fala gz el 1mgwd 300~6001U 9 HAHEE
Ava gles Expakd o 139,0004] w@atel, FA
L-asparaginase 1unit-& asparagine-& ammonia 1
pmol® 13 4R 4 & Ead VYEE Y
g,

BEFFAZA FErALE A e BAgd S
gA e Ao 2 AAA EE asparagine
i’r e obr] e4b-g o] g3t wulale AL + ¢

ke AL ey st e FAEE ot
< FHel glrl A Ee] el &7 asparaginee] F
FA X FTHeol k¥ A% wuwA Fdel a=ed
asparaginase & §o¢] 2] asparagine o] rh4=3i3 5o
S A gl ol fo] el TAEFTAel A
14,16~16).

L-asparaginase = ¢ 4bd o8 FAqsl4] &g
A afe] dNE 2em® B g EAFO, F4
B oA I, 48 dulghe g,
53] ol B FAdsIHEY 9] A Ad o A E
prednisone z} vincristine n} o 2= gl gls]-§o] oF
50~60% Htoll ¢k= v} L-asparaginase § o] Feigt

25} o

e T0~85%E F7hebe Aoy Hms|e] glel,
AEFE Lok FAYsdWdHE A prednisone
B F 2294 Azpsted 103 1,0001U/kg/day « 7
WA A Y B gehAl R A 4dH A sl 3
drekel 6,000 1U/m?/day o 98] &4 8E el
o thehi2,
HAAR Bas] $23g 5 B4 wA g2 ok 40%
73';01 22 shwl A kg, 2 W A A A, FH4
A, &xAe %}OH Zelg E4ddA 4 =EA
Algel Fo] Rasabad glv, o|Ee WAL
asparagine ¢] A d] & =R 49 A & A
Z3AP A 2958 L-glutaminase 9} E. coli ¢} endo-
toxin o] gk H.o2 HAPEIHD glo} obx] H&3h
+ ¥8A gA grh % A FEe F
A 8 gy wde]l Ruslm g Weet-
man 0L FA3Ade] 16.2%, Fxgo] 11.6%d)
A st vla Rastga F2 4 1%l A g e
& & 4 dgivx dkge Land 9L 12394
oA Algds wgg Bastged ofF 139
e wx) 83 amylaseﬂﬁl Al 69e 33
A B o] F 482 FHAAGA 98 Aok
ggivta Raelgrl. Mclean 9 L-asparaginase
S AT FAEEANTY 1o Bae A 37|
SEAAE AHsg e, A, AP AEE sty
b FAEE EBEA @dds A, Ea, ¥y
amylase & F-7o] 2419 ofsbadnte] RAo] gy
o A, AA, AEASE T z¥ge g A3
F+ AN F5L 517 gA A ge
rEstg ek, A gde] wAdAE ¥4 amylase

L
r"roﬂ,rﬁ,

S

_%

Aok

8] Akl Lasparagmase o & dAHA o Fol 3
Ae ASE gmie gaxe e 93 amylase ¢ 4
T 7:15]

S22 AAdE Yalshy $34 dFelAn
B3 Agg ok A 7355_ A% FEddHgd
BA amylasenl o2 2 F gly] w2 TR
LETLAL1S) mal w2 71 L -asparaginase o -
44414 10572 hoFale] D corticosteroid W 35
boFAAAES Ao dvtE BRaE gopv. &
o) 43—91 TR R s e

i

corticosteroid -& 2] =

A, AFAEY v 9 A E zeldld] ARy
B oy AAREE % A 2 ehEL gpTheeie

iy 8 dal A ay g way M‘i ol a8l g A4 ol
% 2 3 L-asparagine 4 dg e s g o)
of &8 A3 elv] FAH wEld syE Qe

SR el 3 corticosteroid W FE o 2 o133 glu-
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coneogenesis &] Fr} ¥ TR dgdld g A

FA-g30we A Ao AdWaz vk 2ev 3

£ Lavine 5& i gd o irke Q&L
°474¥°ﬂ g Aoz ¥udg gt

A Ae Aoy 64 AFHe F4abol
ub 4 5loj = L-asparaginase 10,0001U0 13 Bod F oF
56412k, 28] BAF oF 9Al ksl ¥ o] 710 mg/dl, ¥
A% 339 mOsm/l 2 AR AEA 2 35
FAE He 8, A, dedes FAd 2y
o}, ezl 54 ¥l 95mg/dlel vH
Z B 597, & L-asparaginase 13] %o F 242} =

v FEA #rpe] 19mg/dl 2 S AL B 4 Y
4¢l=v] o] 547 prednisone W FAE 1% Pt
Asor AnEH oo AE FARE 23 Ly
4] prednisoue FF 544 (F 404D THA &
Fo] 20lmg/dly ALx ufe Hel & F gleh
L-asparaginase 13| o F 56417}, 28 BdF 94
b WA 2R R A %/‘é 4—%‘%’ & wlay 27
of WgF Aozl €% 4 ZH sk Rihg .o
Vo1 s AAE BEA oé_fﬁ C-peptxdet 1.9ng/
ml(¥ 7 304mg/dl), 4F 247 C-peptide 3. 2ng/ml
(87 384 mg/dl)st €50 Ryt FaqldlA F5
A& A C-peptide 1,740.75 ng/ml, ¢] 5 (.93:+
0.22ng/mld) » & & A2e® 2o} Haskell 52|
A A g ckg AFA AA o e AQEuFY 492
EEx #4387 o8 prednisoneo| ¢ gluconeo-
genesis o} L2 A4 qlgule] ok A gRLEI
A Aoz ARE 4 glov) oo gk F+ dF7t
3 8.8} L-asparaginase 8 <3 T AR AEA S
g8 o4 Morris $2¢] 2 44} 4 ve] 500 ng/dl
o1k, HAALRde] 330 mOsm/kg, PR £4elA
Acetest o] ¢]3) acetoneo] ¢hlex F= pH 7.3
o4k, #3 HCOy 5t 20 mEq/L o422 A% v} F
= pH 9 &3 HCO& &34 X3tgot wlamd s
FAell e Aoy Gy dspgor A 2EH
Z ol Y B AdA, qlesl F4E n¥gy A
Er7F AAFEE AR 2d94AE JEURAs "agA
= ¢l v} (Fig. 1).

Mclean 5!®.2. L-asparaginase £3%F JA42YA
Agd ez Aytd BudA o 1195 HE Py
ANEALFE 2 F 3047 A Agstgd e §kg
o & #Mxle HL ¥4 amylasee 0IU/L =
2% ZAAA47 1410/L 2 94 amylase &) w3}
B oAgds] S gdglA Agduds Asde

A28 A 1E B4 A2993—

AT 5 gk dl

2E R E A A Anlg gANE FoukE g
SGOT 37IU/L, SGPT 66IU/L & 7548 Abe]
APz 2AALE 4o o]z}, Bon Yy}
ol A AAd € pAgds g dEdAE F
A T7t Yastziegta 4Rl

# =

AAEE T FSATdn F49 29 Aol 9y
TR G stEEast FANYY o2 Agse] o
o &3 s ey e L-asparaginase ¢ W ¢85
Aok A AR AN LY G S okatg Hal
Fxd 1dE Aol a5 g4 2auste
upo] v},

= Abstract=

A Case of Diabetes Mellitus Induced by
L-asparaginase Administration in Patient
with Lymphosarcoma Leukemic Conversion

Jung Guil Song, M.D., Sang Jae Lee, M.D.
and Seon Hyun Shinn, M.D.

Department of Internal Medicine, College of
Medicine, Chung Ang University

Side effects and toxicities associated with L-
asparaginase administration are hypersensitivity
reaction, hepatotoxicity, pancreatic lesions, CNS
toxicity, disturbance of coagulation system and
mild marrow suppresion. Of these a case of diabetes
mellitus induced by L-asparagianse administration
temporarily in patients with lymphosarcoma leuk-
emic conversion was experienced at the department
of Internal Medicine, Medical college, Chung Ang
University. A case described by authors was a 30
vear old man with dry mouth and polyuria after
L-asparaginase administration. The initial presen-
tation of diabetes mellitus probably was nonketotic
hyperosmolar hyperglycemia, which was controlled
with fluid, electrolyte and insulin therapy, and
then disappeared later.

A brief review of literature was made.
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