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IE PR B 4m B JE 5 AR 2 ¥ (non-islet cell tumor hypoglycemia; NICTH) i2 45 1 ik & 4 o7 X
shay HALNE I 7] A B9 K S 4B JE - $EIRER R Ldg ) AL {252 g 1 £ JE (paraneoplastic syndrome)
A8 Bl B AR o 4 GF 2SI 47 8 1 R G R R Ay B AR o 3 JE AR B 4a i i g (non-islet cell tumor) £
REAEABMIER T A2 — L RME XERTIAEKNICTH o FH fa e £ & 4o fe 2
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HR ATt o iR % % R - @& » NICTH G948 £ 32 4 2 A BTG T 4638 S 4y w51 A2 - 12
%R RERBET  ERARS RS T 209 H =AMk &% £ &k B F (macromolecules
insulin-like growth factor-11; big IGF-11) 4+ & # A 64 £ &R A o X IGF-1I 7 ki@ & g+ 2T
2T R G 0 AR £ B LIGF & 6% & (IGF binding proteins; IGFBPS) # &« Is & F 69 42
SMRBHEBRXGLE LB LFBOENRENAKPHEBREFLELES > TR EH KM
AR o LETRAFIR T 454 Whipple's triad 48 » B 5 F4x & o 7T 45 5L AR AK do 4 B 52 2% F big IGF-I1
89 R B IGF-11 | IGF-1 Yk %38 jm (>3) » #hk B & + C-peptide & B-hydroxybutyrate i & 47 & 2 3,
KT OB « Ba R E- T304 ~ SRR B BT RANHESE  BEFMRA-18 X AR HHEE
F %% (FDG-PET) 4z BRI /TG 4% o B AT > FH7 2 B 2 RA ARk o ki iT
FHl RAE MBI tEA ERAIE O AENIMEER  ATHELTE i ARE
A kk o

REtRE | FERE EARRAERE 4K MAE (Non-islet cell tumor hypoglycemia; NICTH)
KA FERE _BRREEESE RRE T (Macromolecules insulin-like growth factor-lI;
big IGF-II)
IGF-Il / IGF-I L2 (IGF-1I / IGF- | ratio)
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PRI EHEN R (non-islet cell tumor) ALK
PEAE 1] - 2P 22 F W T IR e
JiEE /8 M G [T A (non-islet cell tumor hypoglycemia;
NICTH) it  TRAE » Doege-Potter fEf& 2
FFFE I e P BE 2 M fi e 98 (solitary fibrous tumor;
SFT) At 5| ZHINICTH  NICTH £ 55 1K - 2
— R D R B PR A E « (A1 BRIERE
AAEH Y e 5 [ A TR e R o MR PR R Ak £
A I ST RERE 0 8 2 PTG K, - ROE BT 1% -
1E1980 4K » E M AR R I & R IR E AR AT A
W HEREHHNE - RIERBTIEBERERRA T
(insulin-like growth factor; IGF) #H B A §8 5% R 57
AR MUFH 28 4 R # i E A A - Pro-IGF-
I 2R iR A e ZRYRTIEEH » L2 K1
Y AUE IS 3R 4 R K7 (macromolecules
insulin-like growth factor-11; big IGF-II) » =] DI4E
— L JEE IR P A s o NI ] DURE IR MR -
1 2L big IGF-11 ELAG R L 5 =2 19 F H (insulin-
like activity) » 7] il Jj 5 34 52 #8 il & I K =3
At » RS 1 rHE R R R P A 20 - i 5 [
BRI - 5301 » e RS R
IS R K E 3R (glucocorticoids) 53 i ik
D+ IRETORE LIRDIEE T B R -
BT R s e M AR A 4 b B IGF-1 ~
413 (somatostatin) ~ 5§ GLP-1{fij 7 | F% [ 4 * «
R %25 5 BE T (multiple myeloma) Bil {] 7%
FGIRES # (Hodgkin's Lymphoma) & #5845 SCEK F
HE IR R IS 32 E S Se SE9E e B (insulin: autoim-
mune syndrome, 1AS) /3 ihfE S ZPiieai i B &
7 SR AT A A LR < FE 262 + NICTH
A6 A FHUE 43 WA IGF- 1Y Jif 8 (IGF-2-oma) » &
B T 53 W IGF-111y iE #8 (IGF-1-oma) ~ #5232
(somatostatin) f{* iE 87 (somatostatinoma) 5z GLP-1
HY B3 (GLP-1-oma) % - H 2 IGF-2-omafix fu'H
Lo B THEAREMS - IR EANICTH B 41 5K HY
RIGF-2-omagt—EHITHES - EERGE -
BAMETT TR R RE B o3 A+ DABRE AR 2R
A RAAR IR R RS ~ IRl B G B 7 =0
I NICTH I R IR BT R NGRER A AR B -
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NICTHZERRR IR R, - A% R R
L A BINASORRE - EET s =
AR - HEZ IR BIRI300 A LA » BRI RAT
SREELIAG L o (RG22 % B R 2 BT e -
P LB TR 4 SR MR T B4 M
(AR + {BLL50~60 55 A% 5.« NICTH 22
SRS AT~ 2R B8 B E AN S IS
7 > A5 VB 2 A B M IR 3 HT 6 0 213
ERIENE » U3TERIER° - Fukuda® 255 A
AT T8 BINICTH F 25+ 70% [ 35 FE ik T3 1 48
>10 cm » % BfE2~4 K2 [8 - 4% » Kalebi
s N B 65 1 FE S A B BRI
RELER TR} o JERT B G AKI20cm © o NICTH Y
TR 5 T AR B % R+ B L LR AT T
RE B BRI | ki - angk— PR - ROE
ST AR MR oL I R B 5 A (solltary
fibrous tumor of the pleura; SFTP) k& [ 7 #3
(mesothelioma) #5185 . » EZC B LA 40 AT
f#7 (hemangiopericytoma) » 35 % I 1547 A % 165
bR R R o T E RN I %
R - SR R RIAR » Hep DU
ST 5 Ry 3 B, > BF - I B2 B8 (adrenocortical
carcinoma) K2 o HAMIERG - A1 SE IR -
Mo e I RIEE g ~ XTI ~ I RO L %
Y 2 AL IR 7 A 758 U RTRAE P 43
AT P R R 5, o

539N 5 SRR » R A A B
% R RAET - R B B e - ELE
R » K% B s M R 5
AL B - UK 5% B
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5 RV RS 3R 4E K R - (insulin-like
growth factor-11; IGF-11) {9 EE [RIfi7 FA S8 11 R 4L 8
e+ WEEE TR R AR 180 {IH i B & i fH 1 prepro-
IGF-1l » 43+520.1-kDa » Hrfu & 24 {[H i B
HIN G 2 51) » 67 e F g & B~ C~ A~ DIE B
F R BT R (mature peptide) - DLz 89 el i B &
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{4 C b 2 51 ZE At (CRE E Bl ) o JEb 17 S 2 1 S
YIBR N i F 51 4% » JE Jipro-IGF-1l » 1B~ C »
A~ DRTE b B8 AT AH R - #2238 180 2 R A i 1%
ARk big IGF-11 » bRy IGF-NEY K5y FHIS -
FE T K BRI 7F I B BR E @SR H 58 1~21 67
Jig 5 P R L T E 4 IGF-11 > Hi|HB ~ C~ AFIID
o B 67 {8 e ELER A o BB K &
7.5-kDa » Ty BERK - BN SR A KRR TR
Ji& (insulin-like growth factor family; IGF family)
R — B (A0ES B —) - fERRE B R R
(proinsulin) X5 {bL » 7 f& 1] B IGF-1 5% 23 K1 IGF-I1
Xuner 0 AR LIRS FRZEE - IEH S
YU o IIE HIGF-IHY s B =X 5 K 26 8big
IGF-11 8 &g » 5 548 IGF-117# 10%~20% -

—  Big IGF-II 72 NICTH fE I ##Erh 17 ERA 2 AY
AR 5lREEZSEMNIAZRRS - RK
EROMEHIRIE

(—) IGF-1I/H19 locus 2t EENIE (loss of imprint-
ing; LOI) » ZNFHE AR :
FEIEH A RSN - IGF-1 B X2 B RERE]

JE (maternally imprinted) - R 2 A 3 (paternally

expressed) [ B E LA o 1 H19 KL RMA 17 FE I -

B A R EE (paternally imprinted) » RERELRIZFRIR

(maternally expressed) o wi3& {37 iR 4Lt s 11p15.5

R FESE AL B - A L [ AY 5 58 1 (enhancer) -

5%

K

AA
Tevw or-2

Folor2
1-28 41-61 68-156
Big IGF-2 (1-104) 5
i = - [ A DE
Osteosclerosis) GiK
Big IGF-2 (1-87) [ &'A DE |
sig 1072 (157
EiR
a0

— : Prepro-IGF-11 84 #& % pro-IGF-Il ~ big IGF-II & 5%,
FIGF-1 80818 ©
IGF-1189 £ (K #% 83 5 5F 1% & G prepro-IGF-II
B9 180 B EELIREARN - HP B S 24 @IRE
EANmES - 67 @REKZSB-C-ADE
15% B9 B 74 BE BX (mature peptide) - BUR 89 {E iR
HEEWEER o S t)BRNIRE 5% - 2 pro-
IGF-1l - BB~C~A-~DFIERIRFTHEMN - £ZE
#8382 WS BR T A= HE A ZR A ARADIGF-11 (BB ~
CrANIDEMRH 67 EIREKFAER) &EHESE
BHiESCAEPEERLRE  AIEERAE
BYbig IGF-Il » D RIREECRF X 18RI 2 B &1L
(Hepatitis C-associated Osteosclerosis) BEgHY
big IGF-II (EB 104 {EREELHERR ) RIS NICTH
@Ybig IGF-1I (E3 87 {ERREBELHEM) ©
5T : IGF-2-oma 2518 big IGF-I1f9 non-islet
cell tumor o #g8kE ref 10. figure 5 o

H19 AL [X] I % B DMR (Differentially methylated
regions) £F # 5 IGF-11 £ [ B9 1E & B[ JE (normal
imprinting) B 2& 2 E[1 YK (loss of imprinting) #7 18
THZEMAN - ERJEREE o ttDMREH
£ AL IR %8 (methylation) » CTCF & H i 1% B 1
f&i &5+ thIRF enhancer € F1IGF-11 5 (K] 9 Bl ) 7
(promotor) 7 AT ZR L IGF-11 o ASEAE REF S
fig b+ IEDMRIIf A HEAL » & CTCFEH
i 67 Ry #& #% 1 (insulator) » {5 enhancer fif 325 A1
IGF-1 JE X34 promotor fE ] » B EIGF-11 FE KA
T LR IR R -

fEAENICTH & % JE g b - RRIR 0
B H19 KL K] | DMR & 4 FH B4t » i 15
CTCF R M A B H A4S & B HEAR AR (F ] - 380
enhancer {5 € Fl1 IGF-11 EL K] promotor {E F 1 £&
BUIGF-I1 » Jth Ry R 5B » St S i A ey i
FHMEALR R - KT R IGR- 11 R A5 1Y
E"‘jfﬂ% 13-17 s
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a Proper Somatic Imprint
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Igf2

SES

Igf2

B : &FREEE L IGF-II/ HI9EY DMR SR E(LEATH R IGF-I RIRFISZEE o
aFEEMEERIE : EEEARMIRD  IGFIEHIIOMEERBRBEMRE+—ELEE AT
enhancer o ff &R EE L KWDMREBEREEL - CTCFEOZHEES + B enhancer B IGF-I E R HY
promotor {EF » fEIGF-IERAARKIR - BERXFEREE L ItDMRBEBRE(L - CTCFEOEIRAHEERKS © &
i% enhancer &0 IGF-11 & E#Y promotor YEFRTMZRIR IGF-1I o
b.2kEIR: BEMRD FRAEEBLEHIOER LFGDMREHPEICMBLZECTCFEARS » EF
enhancer & #0 IGF-1I & EEY promotor fEFAMRIR IGF-I - SENHIRALI IGF-I ERBERIR ©

5T ¢ e REPE(CIDMR o
M RKREPE(LHIDMR o
S AASR S ref 17. figure 1 o

(Z) Pro-IGF-Il £ EEE{L{EF (glycosylation)
IGF-11 4= i e v » 15 A9 pro-IGF-117E

E & YR 75(E8) & s 4= O- = §H I 1L /F A (O-linked

glycosylation) - {HNICTH & - fFEW 81 & 4F

LAY O- SR 1L AFE ) » S pro-IGF-11 fiit %

JE A1 7k g i AL s IGF-11 » 38 5 big IGF-11 857 »

T EL G i A PE M T 105, 2% -«

LETEENICTH B MG IGF- IR A Z W5 -

HoekmanfIvan Doorn% A #5 H » FHIGF-11#&

TR B K 2 IR SR (5 A 3 Al B 1

% AR » big IGF-112 B (5 7 77% » i Bl 34

IGF-11 & 8t 5 20% 7 -

(=) Z=EIRARE (steric hindrance) & Acid labile
subunit &k EFEEEN _RESHER T EE
BURERY big IGF-11 32N - Z0FE = Frs
HATEAZE DGRBS R A RK TS

&7 H (insulin-like growth factor binding proteins;

IGFBPs) » IGFBP-1%6 » T2 & IGF (175 »

HHp LIIGFBP-31y & & i % - £ AHE IV I
the KR4 HY IGF-1 i B IGFBP-3 Je — {I&] i 2
F (acid labile subunit; ALS) ## %5 - #H % 150-kDa
= # 5% (ternary complex) » Wi AJ 4E K -5
W 12~16 /N « [(RIH > F &K » At DAE
RSB IME /Y P9 AR - 4 o FELEST 1GF-1 Y P
TEREAIR S R PEH » BBy IGF-11 & DU AR 73
T & » 50-kDafy — # #8 & % (binary complex) -
IGF-IGFBP-3JE 17 AE » L H i} 20~30 434 ;
HEAREH 4 2 — B IGF-11E DLy i B Re 7
18 o KI Z##E SV S BERE R IGF-11 73 1 & iR
/N Byl Im g N Rz o HEARHARRR - BLIGF
oIS R Z AR MR EIER BIE A
WIEH - HRHEESEAS - WAL
BESE o ANBENICTHE b - ffAbig IGF-11
B |IGFBP-3 5 & 1Y 8 & V) & TP 13 22 i BH B
(steric hindrance) » 7 81 ALS T RS 19 = )
WEY) 3 55— 71 + big IGF- 8 iy (=] i )
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HIBEAE N ALS A IR A » 8 I R 22 8 ik
CHEEYE LR ERE S YIRRE ST TR - B
Bl h A A R b

A big IGF-11 B IGFBP-34% & 1y —
WESY =R - R fERAEYR]
PR AES R big IGF-11 & F iR g -
TS Ty e A P 2 AR » BLIGF 32 2%
TR RS2 ot & » (T B B 5 3R AU U
(insulin-like activity) - MR#ESCEREE R @ 35855235
e big IGF-1158E Ry b vl DUZE AR BT 2 AN RIRYPE
R 172 e S R RE A P R P A b 07
Wl o> fg » HHI R B 8 43 (glycogenolysis)

A Normal

50kDa 509, 130 k8a ~go%
complex complex

7.5 kDa IGF-2

IGF-2
— —_— i
Lt +
M:; ::;::39 Acid labile subunit
IGFBP3

B IGF-2-oma

50 kDa

~80% ~20%
complex complex
7.5 kDa IGF-2 Sterie
IGE-2 hindrance
3 — IGFBP3/ ,.uuunes »
Low ALS
" & concentration
Acid stable Acid labile subunit
40 kDa 85 kDa

150 kDa

B= : IGF-lE2 IGFBP-3 R ALSHIR EHS o
A.IEE{EES : 80% §Y IGF-Il = IGFBP-3 &—
{@fEZE R (acid labile subunit; ALS) 45 - #HK
150-kDa g9=#RES% (ternary complex) - EEgx
20% 89 IGF-I & KD 5= * 50-kDaf) — k18
&Y - IGF-IGFBP-3JEAF 7 © MALUBRERRE
£ o

B.NICTH g% : big IGF-II B3 IGFBP-3{5&8Y =k
BESYER R ZEEIPEEE (steric hindrance) » #5K
EALSTERBEN=RIEEY : DINERALSE
B4 - SEMER R EEIEM RIESYEBLM
=ZIRESYMEENNE - SEMPZRESYS
ELH &780% r M=RESYHNSEAIREE
20% o

5T : IGF-2-oma 25189 big IGF-118Y non-islet
cell tumor o

1&8x 8 ref 10. figure 4 o

5%

BB #77E (gluconeogenesis)  » 5t 9 53— 1 %
il 52 big IGF-N By BE i th e fHI e 2 ~ AT
A #§ 52 (counter-regulatory hormones) » 414 & %
(growth hormone) 2 F1-#i## = (glucagon) H 433 A=
R HETFEALS - IGFBP-3 ¢ IGF-11194E
B EREE R - T R AR S B R R
[ big IGF-11 T EER A - 38 e e i [ (KI5 SR ey 5
B R i B2 + AR BIPUFITT -

ERARZRIR

LLH AT 2S8R SCE -+ HER IR R B
i 15 32 9 (insulinoma) 24 » Jo5 A K 26 DLZE A
IMAFERPEAR SRR » A Beg B 5 m S A s K i
F# (postprandial hypoglycemia) (& » SHIMNE
2524 rf i P T (neuroglycopenic) FSER tEE
H it (autonomic) E’inﬁﬂﬁi%%m o AN[E]HY
& 0 AR AR Z A RS IS ~ IR SHER -
G2 2 HIE RORRE » BN S DL RAER KB
IEARIMBEE » B 2 A vl A g B BOK i
FARIAFALE - PR TRIMBESD - A 28 35 & K Fy big
|GF-11 Fy S s 6 P T A A B0 = 9 »
A DL i I K i 4 %8 {E; (acromegaloid changes)
A A BOCRR RO 8 - HE I i K] AT §E B big
IGF-11 /£ FI4E IGF-1 #HEH <2 25 (IGF-1-related recep-
tors) 4 ** » 21 {H- 42 ) Fukuda 52 5 A #1465 f1
NICTH & #7047 - SLBIEH) LUK MRS Ky
FKBVER - @R S ENER - 548% ; 1M E)E
SERIMPE R 42 EH 3401 » 552% » IRVIZE
28 H ERAR U 2 A [ g e P T i B ek K/ N

7

[

EREnT KRE2E

ST AN A R L [ PR LB - R A
TEE SRS N R A BRI R LR o
FUREENICTHRYTTRENE: o A ZEHEBR A v]
RED [RERIMBEERE IR - RUREEEY) (RIS
2 RESRE)  BmEER(EREE - =S
B EAYRGYE ~ BEAR) » HMA Rz 2
HIEENR - BB LIRDIREIE S ~ ERFEMRZIE
WFTEE - FI - ATEE S 3% (endogenous
hyperinsulinism) 35 2 59 1K I 6% » 20 B8 & 32 98
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big IGF-11 1 P EGT 48 GH |
v
558 B dwPe Proinsulin ~ 5 IGF-1-IGFBP-3 2 ALS |
Insulin ~ C-peptide 2 Glucagon |
\ 4

big IGF-11 / IGFBP-3/ALS = 4§ & 4 |
big IGF-I1 / IGFBP-3 = ‘g & 3 1
PEaiE h big IGF-I1 2 IGF-11 1

| e |

5.4 gL & iE l
B-hydroxybutyrate |

\4 \ 4

84‘—»9;??{ a'u}i
A F
WAL |

B0 : NICTH S| EMEHNREE o
[EEE R T AF RS BREENI REZNRAEZEDDWBEH)big IGF-IIELIGFBP-31ES M —RIES
¥ - PATIERRRZEEIBEE (steric hindrance) BYEAR @ HABEALS ISR =RE S - 39 © EEEREAYbig IGF-II
RIGF-IHSSMEREIL - EL_RESWEBEHI TITZFBME - EAEBRRESRZHESHELS
NEESRIER - WiREREEEEEFNBAEERE - IfFENEERaY RIS BmsIREME - B—5H
@ - big IGF-II I ENFHIERSR - ERERAERIIDW ; ERFOVHAETE IGF-1 ~ IGFBP-3 R ALS HUAERHER
ERNEE - EMSEM __RESYERkEEHD S BREIZIIMIIEXMIE o
FESFAAS N E ref 3. figure 4 o
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(insulinoma) ~ 5 #% 38 iy & fF %% 1K I 4% (post-
gastric bypass hypoglycemia; PGBH) + &% H
B8 40 2% iE 12 ¥ (insulin autoimmune syndrome ;
IAS) ~ 35 B B LR R B o 3R R ORI 7 h 3 A2
R IMBEE R EE R A -

Z 8 NICTH I BRI B Bl R ER B S 2E
L2 ER « HR IGF-1 B \GR-1II 3R B fii
I H - Ft DU E SR R SRR R SR
FAhESR b A AL T R BE 2 NICTH IR A & AR
] o NICTH yi5 2 2 BRI SR IME (hypoinsu-
linemia) » ‘& i == A 2 ] DL B AEARCIBE IR » 110
S5 S SR < 3 wU/ml I 3% (proinsulin)
<5 pmol/L ~ C- 4 ik (C-peptide) < 0.2 nmol/L L
e I 4% il #8 B-hydroxybutyrate < 2.7 mmoI/L23 ,
T8 S BB 5 34 9 (insulinoma) BT i 2= A B 1y B
TR (FE2 RKR ) o HME b ih 1 2
o2 M A IGF-TH 352 B2 & e (< 100 ng/ml) - iy
IGF-1 B3R ] e e A F B B == bl 5 i AN A
128 BT+ BIEH (22%{H 275~750 ng/ml) HY 15
& o KIBLERAT T FIF IGE-11 [ 1GF-1 1Y FL SRS
fE IGF-1l /M S B E 2 - 5 IGF-11 [ IGF-1 kL

*_ | SEAAREREEMRRNERERELER

5%

KR 3E - AR IGF-N 73N 5 JEHZE KR
1005 - HEHRZEIEE

— TS BANICTHRYEE » Fw
FEH IGF-11 1 1GF-1 b 3R2K 5 1R Sy i i i
TH - MEEFENEERIMERRESENR
B9 L FLIGF-11/ IGF-I EE R & ey - A
IGF-11 1 IGF-1 iy 5y B Fromg -

HARZ BT NICTH i B 822 (1938 8 5k 2 I H
7 5 HEFH & 17 72 (size-exclusion chromatography)
AR E 1ML big IGF-IME 5 G H Z T 2K -
Miraki-Moud & A % %% 3% Dl tricine-SDS ¢ B &5
vk (tricine-SDS-PAGE) % 7 %% £& 25 43 #7 (immu-
noblot) 77 32 B AT PR A I I 4% v big IGF-11 935
B o RITIIRE NICTH 2 9E 5 %8 R - H
AIBR A B E B = M oesh - fERE MR ER T
7 N

—HAEERZNICTH » EF R AR 52
2 m A (CT/MRI) Bk B8 f i 1 T IR E 7
B HEERY - AT LAFIH %6 -18 K A
B 1E -3 52 (FDG-PET) B2 fife Y 4 1 H i g 1y
MRS -

B-hydroxy-

- , . Insulin  Proinsulin  C-peptide IGF-1I:

B2 Sidl] - =
2 (EIBREER Umly  (moliL)  (nmoiLy  PubTAe IGRLIGRIL op e BRI

(mmol/L)
TF A 1 <3 <5 <0.2 >2.7 IEH IEW EH il
IMEMERRES SR AEIEEERE >>3 <5 <0.2 =27 1B IEH 1EH B3
e g 17} =3 =5 =0.2 =27 % IER TEH i3
PGBH, NIPHS g% =3 =5 =0.2 =27 R OIFEH TEH fite
CIRREIMBESE  Z=iEaigie =3 =5 =0.2 =27 EHOIEE EH i
IAS ZEEEERE  >>3 >>5 >>0.2 =27 EH IEHE 1EH g
NICTH ZEfg <3 <5 <0.2 =27 TR IEHEE F fi:
kTt

#F : PGBH, post-gastric bypass hypoglycemia.

NIPHS, noninsulinoma pancreatogenous hypoglycemia syndrome.

IAS, insulin autoimmune syndrome.

s BTk E ref 9. Table 1 -
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V=
EARIMBEAE SRR - & ST HERIRA G 7 AR
g ) e PR T TR T B SR TS - AR B B R M
Hil LUGRE S A A SR A rT S PRI IR S © 5]
W R R s E R R - 53— T - HRERIR
2 R NICTHIY R - FEEt B HR AT T —
Liak -

— A IEE AR

SVRIT A By e B AT I + TEYTRR Sk
S big IGF-1 (1 JE R 4Lk 7% - INICTHE 2
F % 20 5 L A LS 3 T L 2 v ™
AL T RIS - 1 R
A1 965 52t W] G 1730802 119 9% A% 7 97 (debulking
surgery) Ui/ INERE o AIIERT s MR v e
G PR IR SR BT A B T
itk > SOk E B E AR ST IR 2 - A
AR ~ LA B M R R SE - ]
LA IR AL S 439 big 1GF-11 » LB AR
[ﬂlﬁnﬁ 26

— R

IR DR 32 R T B A A R T U
B T TR e e B VA ARG T LAt ) LU R
B2 7 AR LS 22 F - 72— RITHVIR Bl &
K HgeE R R E A IR R EY AR
#iE 7 & 2 (glucocorticoids) ~ T} ## & (glucagon)
e A ¥ E#H A4 = 3 (recombinant human growth
hormone; rhGH) - Z A Diazoxide F1 & H]l 22 2801
¥ (Somatostatin Analogues) %1 Octreotide [X] ik =
HHIRLLES - A REREPAME DR - H AT A
SO o B R S AR R LB 5 R
AR FHEE - LLEREEYFE D O BopE 2R
(gluconeogenesis) ~ 1l J&] 32 RH % 5 w6 %5 B 1Y
$5% 0K B finbig IGF-114 8 B 2R 1 95 4> 88 A1 big
IGF-Ny & & o B 528 3219580 BUR 74 e 9 42
JUAYRE B B Fiv ] 9 7 & (dose-dependent) » — i
B W AETH B 15 K 30~60mg » AR B85 1o 2
B DUEENRARN F " o F1RF AT S fr
I 1 73 fi# (glycogenolysis) Jz 8 5t A= 0 g 2Rk d
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Non-islet cell tumor hypoglycemia (NICTH) is an exceptional rare but critical para-neoplastic complication.
It mainly occurs in patient with malignancy or some other large benign solid tumors. Tumors of mesenchymal or
hepatic origin are most commonly reported with solitary fibrous tumor and/or mesothelioma, hemangiopericytoma
and hepatocellular carcinoma in that sequence. Massive tumor burden with glucose consumption may be
considered as the cause of hypoglycemia before. However, recent studies have demonstrated that excessive
production of the big-IGF-II or incompletely processing IGF-II precursors (pro-IGF-II) by tumor is the main etiology
of hypoglycemia. Tumor-derived big IGF-II primarily forms smaller complexes with IGF binding proteins to increase
serum concentration of the free, unbound IGFs, which can easily cross the capillary membrane to act on insulin
receptors leading to hypoglycemia. Diagnosis of the NICTH includes typical symptom/sign fulfilled with Whipple's
triad of hypoglycemia, high level of serum big IGF-II, high ratio of IGF-II / IGF-I (>3), low levels of serum insulin,
C-peptide and p-hydroxybutyrate. Tumor localization, focusing chest, abdomen or pelvis, is suggested to detect by
conventional radiologic imaging, fluorodeoxyglucose-positron emission tomography or radionuclide scan. The most
effective therapeutic strategy for NICTH is aimed for complete removal of the tumor or reduction of the tumor mass.
Otherwise, alleviating hypoglycemia is substantially significant, when curative resection is no longer possible. The
strategies include continuous administration of glucose, use of glucocorticoid, glucagon, or recombinant human
growth hormone. (J Intern Med Taiwan 2015; 26: 20-29)
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