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B & RE (2% 9 % Nissen FE P B Al
DEPREE LT, &H 1~ 4 RIS %
TR Y ¥y ZEREE (late dumping
syndrome, PLF LDS &0%) 23 1), /NETIE
1 30% AP A V. NROH BN TR L
R EELHEERIZZ W0 Y, BRI
ICEDLDS 2 &z L7ze LCHRIMEDHE
JERZFRZ B 2 EDSTET, MRERD Rks
NTWZEDPERMEIN TS Y 20k,
A4 X LDS OFHIC 7 K pE & 5t (glucose
tolerance test, LLN GTT & i) 2FHTH 5
TEEWELRY.
BT, FERCIBEE £ #% (continuous glucose
monitoring, LN CGM & &) AMEIMAE D /N A
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JAZFER Y RAGE T ICH R, #ET
BHETE2BMEELETHL Z PGS N K
WFzE i, B EEMHAE I L CREFIZ BT &
W4T L 72/NE 2 /512, CGM Z i L T LDS
WX B RMmAE DA RERE L, /2, GTT
DR ERBT L L2 HRyE L7z

II. ARHRELVCHE

KR ETFERNRAGHEZE X OKR LS
TiT-72 (20134F 6 H 6 HARE, H25-62).

I

FHIE, 200441 A2 56 2013412 F T
DM E BESIE O W Ca FEEHR AR
9 Be /N EALER 12 35 W T Nissen M P9I Al % %
T2 436109 B, kD 23 6% Ak L7z 20 #1
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1. FREIAE I E 27 O 25 15X

E L7z BEA LIRSV R 7 B, ATEAE 3
B, FLC 9B, MAEIZEEET LA A EH
FO26IB LN a 7V a3 ¥ — B HHESEEH
D2H0E L7

2. RAAENE

FFRIZOWT, ABEEED 71V 7 2> & FATHE4E
Wi, AT R IR, PR, BRI O W TIRA L 72,

3. CGM I & 2 Ifiuhfl &

1) 275 & ll5E

CGM I 7 v a— A4 ¥ ¥ — ¥ OREEEMR
A N KBS ICE B L, T oM
DNV IA—=RAERIS L TEREL-ERE 108
HIZHEL, BAEICTFHEE L > TRET S D
DTHbH (4K T288 7 —4).

CGM Z1Z /Pro2 (Medtronic 1, K[E) %= ff
H L7z GUESERH 40 ~ 400 mg/dl). 2ot~
T & AR B g B IR O B LRI 12
BL7z. 20k, trEag s REEG L 2B
L, ChzdEHOT7T— 7 TRICEZEL T,
FOLEPS T4 NLA0O—3I0— )b, HE AT«
TV, KBR) T TKIENL WIS IZL
(K1), ZOFFIEDH N DT IREED A,
Mk I\ ABEFR THIUL R Y R4 R T, B
TR CHE OENEZ XD 285 FHI & LT
5~7HMMESZZ L2l

2) BXIF & AR

B D55 & MUGEEICIRE S 2 72012,
CCM IZIMFEMEIC X A IENLETH 5 °.
oo, Wl-E-H R EIERTO 1 H 4 8
i 5 MR ES: (FVF A M7, =Rk

50 X

1#& (mg/dl)
200
151mg/dl
150 mg 1747mg/dl
/\ [ \ 123 mg/dl
100 \

= £2=99mg/dl
\\;.JO rr?g/ecllmg/ k / ~%0mg \/}Z 5760 mg/dl\

48mey/d 63me/dl

020 0 4 8 12 16
(r%)

2. 1ML B O FHIRIE (mean amplitude of
glycemic excursions, MAGE) ®El& 7k

1 H O3 MpEE + SD A% 123 * 62 mg/dl T

Bt b, A, & D, IE1SD Th B 62 mg/

Al ZBZAEHO-OHAINLD, Al

ISD 2 Z\W2HBHA ST, ZoOMIZE

75 MAGE (2 A, & A, D TH A 90 mg/

dl &% 5.

WEgEiT, ZH) &7z EZAmo M E % F
W F 723 AR L 7.

CGM Dl ICE L T, &iGEEE (HE, i
xARE), BEfofE (FEak ¥ A
W aEH]), BEFoBIULE (O, B8,
B o 72K, ARORIEO#IE (5
BAE, W, NG, AR ) ([2own
T, ReFRHMRICRERL T o7z,

3) X
HITE 2L Pro2 % REEAEL) 74 L, 5 5 b1
Ede, BB ARMET, MEAEY, FesAK
LB IZHETEIL 72,

4) MY

/Pro2 7 & f##r v 7 b (CareLink /Pro) 2
F—=%EMAL, BEOHN & EY), b %
AN L7z, ST K Y pEED 550 7 F
7 Lk fE, WIE, PEiES L OYSD (R
7)) %7 72, 5O MPEE % Excel
R L, BlofEiry 7 b (EasyGV) % Hw
T IIAEZE B O I HRIE (mean amplitude of
glycemic excursions, PLF MAGE & W%) %3k
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K1 NROFFH

CGM GTT
B TR it it HpE HHD RIS (me/dl)  HERIHE Kb
no. fm () IR (4F) U5 "% % (H)  (mg/d)
1 1 09 % CHH FET 50 5 47
2 1 04 % CHH FET 6 44
3 4 3 % CHH HEI 4
4 8 6 % CP+MR B 7
5 9 4 % CP+MR A 7 49
6 9 8 % CP+MR FEL + B 48 6
7 9 8 % 13V 3I— A 4
8 10 7 % CP+MR FELT + % 58, 47, 52 49 5
9 11 10 '3 CHH FET 54 56 6
10 11 8 LS CP+MR (583 49 6 42
11 11 10 7 46,XX add (4)(q32) FET 6
12 13 5H LS CP+MR Hi% 48 49 5
13 13 8 % CP+MR FET 46 5
14 14 3 L3 CP+MR B 51 4
15 15 8 L8 CP+MR i 53, 55 7
16 15 15H % CP+MR FELT + H 1% 50 56 4
17 17 7 % CP+MR A 5
18 18 9 '3 CP+MR A% 7 59
19 20 2 LS CP+MR B 7
20 23 6 % CP+MR FECT + H3E 4 37

HEBI no. O TR HEBABEB & 7R T,

CHH, congenitial hiatal hernia; CP, cerebral palasy; MR, mental retardation
MR OREBEIILETREDETIER 1112 D (M2 XFHFOEME), 2ol A (SiEEMAT), OARE D A

72, MAGE (2 1SD %8 2 5 ML ZE 8 0 F-35
% FKTIRIECT, MAGE 25K & WIZ CIfipE D%
Blakxnw? (M2).

4. GTT

GTT & CGM 24 /T O [d H I2A4 3k F 721395
BCTiTo72. COMETIELT g/kgDT K
B (FL—5 G, HoE77IL~, B %
54 CRECIHBILE 721X BEA AL, Bl
& T2 10 43, 20 43, 3043, 6045, 120 47,
180 A3 IZFF IR E ST 2 HERIM L 72, IAE X 41
W CEMBET, ¥R JTMEGEERIC
B/EALF R EREE T, HbAlc (X BT O &
T T v 7 AGEETHN) DR E 7213 AR
fisg DR BV THIE L 72,

GTT TRIMLHE % 7R L 72354121, LDS ~O
MAE LT, BROBROMRIIEERICHW

Va—AhBETEEL LS, BEEAONSR
WIIEARRZRECTH L) EE L2

5. RIMAEDEF

R IMHE 1% 60 mg/dl A & EF L7257

6. FEETAT

B 1X Shapiro-Wilk g T1T - 72,
2 BEM o #1213 Mann-Whitney #%E 7213
2 FERRE & 7. RIMNE O B K 1 AT 1,
RO F M2 HEE AR, ARG, ik
Wi, BFofEfE, BFOBEIORE, £FIIH
7o 72, body mass index &MV ZERIZ L
T, AT TIAREEAI AT 1 v 75T
177 o 72, f#FTIZ1Z IBM SPSS Statistics (ver.
210, TA-¥— -TA-TZ, HH) ZHHL,
FHKH#EE p<005 & L7z, FHET— %7 O $
(&, WTY 23U fiE (HEPR) TR L7
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2. FEBEMAERGE LS & 2 RIUBERE & IR IMBE T O 578

IAERE (n=7) JFRIMAERE (n=13) p fH
A (%) 11 (1 ~ 15) 13 (1 ~ 23) 0.39
MR m (4) 76GH~9 7 (04 ~ 10) 0.76
5 4 (57) 5 (38) 037
FETEER A 043
Gt R 0 2 (15)
CHH 2 (29) 2 (15)
CP+MR 5 (71) 9 (69)
AT BRI 041
HE 6 (86) 9 (69)
i ING 1 (14) 4 (31)
HHOHE 017
il 2 (29) 4 (31)
IFxY—-& 1 (14) 0
TN A 0 5 (38)
I ¥ — A+ R RE 4 (57) 4 (31)
HEHROBEIN % 0.22
FE 2 (29 4 (31)
B 2 (29 8 (62)
RO+ HE 3 (43) 17
BHFIZ»h o 7R (FRRD)
FE 0.5 05 (05~ 1.0) 1.00
BiE &L+ 5E 15 (1.0 ~ 2.0) 20 (1.0 ~ 20) 061
BMI (kg/m? 11.8 (10.3 ~ 19.6) 136 (10.1 ~ 28.8) 0.59
CGM
HARIMAEE (mg/dl) 170 (130 ~ 280) 129 (90 ~ 302) 0.21
SEIAEE (mg /dl) 4 (73 ~94) 1 (73~ 134) 049
MAGE (mg/dl) 1 (28 ~179) 1 (21 ~127) 0.16
A ARG 4 (57) 3 (23) 0.29
GTT
B I A 2 (29) 4 (31) 0.66
T KM (mg/dl) 147 (113 ~ 262) 187 (132 ~ 337) 0.16
wARA ¥ A1) MHE (WU/ml) 5 (29 ~ 130) 120 (8 ~ 592) 0.16
HbAlc (%) 2 (49 ~56) 1 (49 ~170) 0.18
BB fE (PR F23 A% (%) 2R,
BMI, body mass index; fiOB&EEIXR 1 12[H L.
II. # % fEAT]) Tdh o7z
1. X% 2. CGM |2 & % [ hEH 72
MEROPHENEZ R LIRS, WAL CGM D # & WM& 55 H 4 H~T7H) T,
1% (1%~ 237%), MMMz 74 G H~ 4HLPMETE o 28I, BREDD

104E), BA9BI (45%), FEREER B GmA 26 GEB 7, 20), RIEDHEG D775 3 1
B 26, ERMWEBERILAV=T7 46, Y (iEBI 3, 14, 16) TH o7z, CGM I X 5 Ak
W 2 A 0F L 72 INPERRE 14 Bl Ch o 72 FIm D E I 134 mg/dl (90 ~ 302), HAKAE IE
BEE DR IISUET KBS CTIER 11 25D (f 61 mg/dl (46 ~ 76), FI51% 85 mg/dl (73 ~
B TR TORMG), Toftlid A (FFEH 134), MAGE 1% 35 mg/dl (21 ~127) TdHh -7,
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3. T EOMEAENREIC L AIEL 4 >R O

A IfAE

B:14>Rx)»

HEENTFIZ 7 ~ 11 B P £ 2SD 24 10,

% 4 R DRI 2 78 L 72003 7 44
(35%) < (JEB1L 6, 8 9, 10, 12, 16)
FEB] 8 12 3 MIFHD SN LITHE 1 DA TH -
72 FRRARIIAE O WA (LR A% 23 [0l GERBI 1,
8), BAEBM 2\ (FEH 10, 16), ¥ EHEI 4
m 6, 8, 9, 12) T, 209 HLIEF 1 DIED
B MBS E N RS E T LA L
7o e TIRIMEE 2 7R L7z, oERICld &
FRAR IR % 32 = -9 B 0D IR i 4 300 s 240 T S D ¢
EETIE o7 LaL, WINOERF T
bR IMBE S % 520 72 & § B riikid e h o 72,
CGM T EMBMMYE % 2O /-8 (KIpERE) &
RO o 28 GHRIMER) L oM TKHH
RICE L7278, MEER CAEEZRDO L o7
(2). BT AT 4 v 7N oORKER, il
WA E R BLEN TR S e 2o 72

—77, KW GRED» SRR T T) oKk
MRTH (35%) TEZESN GERFS 9, 12 -
16), JEGI 15 T2 [, ZNLAHE 1 EITH > 72,
A Cldy AR IcRImpEE2 &2 L, 20 F
MAEAMEAE CHERE %788 — > A3 361 (JEBI
8, 9, 12) 2/, 4 A& 2B OIMmE)
140 mg/dl L EOEMMETH o 72D 7Bl 5
LIEF] 13 DA TH - 72, 1 B AR MU 1%
BISIHE Tld e o 7272088 7% {, FHiliT
X ot

3. GTT O#fER

GTT OFFEFEZ M3 IZRT. MO REHIZ
182 mg/dl (113 ~ 337), i fif i 82 mg/dl (37
~123), A YR Y OE&EMEIZT 1 U/ml (8
~592) THot-.

GTT TEIMBEZ R L7066 (30%) T
Hotz (EBL 2,5 10, 18, 20). Z D)
1, CGM T bR IbE & 7 > 72013 2 B GER 1,
10) T» - 7:. CCM TIRIMME A # = X% h o
7240 30 CGREBI 5, 18, 20) (X EE VR HER
WCABELTBY, GTT HoffE* 5T, B
FEH S DFEAE 15~ 20 B 2 1) T > Tw
72, bR 6Bl TR 2R L2 Dl
Zero 7z, GTT OMAER & IRFEMpERE & O
THIEB LR L 7R, K OKIEL GTT
DIRIMPERE CHEIZA R h - 72 (p =004) (£ 3).

4. IMAEEBFNRTS 54 A

FEGE 13 DT (GERI 13). &£ 156 cm (0.3
SD), £ 700 kg (2.7 SD), body mass index
(288 kg/m*). CGM T MAGE %% 127 mg/dl
EXGEDOFRTRADOMAELE %78 L, HbAlc
b 70% &<, THRIMAE L 2o b7z,
— W, BEABEE L7, £F % 1500 keal/
HIZHIRR L7455, 5 % H:® CGM T MAGE
(X 41 mg/dl ([ 4) |2, HbAlc 1 6.1% |2tk
L, WHKIHE S A SN kol
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# 3. 7 FREAmTERIC X 2 RIMBETE & JHEpE T o R

IAERE (n=6) JHRIMHBERF (n=14) p fif

AR (%) 10 (1 ~ 23) 12 (4 ~ 20) 0.60
MrEsiARg (4F) 5 (04~ 9) 7 (5 H~ 10) 0.72

% 4 (67) 5 (36) 0.22
FepEr R 0.54

Yt R g 0 2 (14)

CHH 2 (33) 2 (14)

CP+MR 4 (67) 10 (71)

AT BREE 013

EE 3 (50) 12 (86)

I 3 (50) 2 (14

AR O 0.39

3 £ 2 (33) 4 (29)

IFY—A 0 1)

e sl 2 (33) 3 (21

I R -+ RIS 2 (33) 6 (43)

HEREOBR 053

G| 2 (33) 4 (29)

i 3 (50) 7 (50)

O+ 5 1(17) 3 (21

BEIIh Do 7B (FRR)

G| 08 (05~ 1.0) 05 0.53

B, R+ B 15 (1.0 ~ 20) 1.0 (05~ 20) 1.00
BMI (kg/m? 134 (11.6 ~ 19.6) 12.8 (10.1 ~ 28.8) 0.60
CGM

RRIAEE (mg/dl) 2 (33) 5 (36) 052

SFIGIMAEE (mg/dl) 154 (90 ~ 213) 135 (98 ~ 302) 0.90

MAGE (mg/d)) 85 (73 ~ 123) 85 (73 ~ 134) 0.90

1 R U 46 (21 ~ 79) 32 (22 ~ 127) 0.60
GTT 0 7 (50) 0.04

{Edliikiia

RIMHEE (mg/dl) 212 (143 ~ 281) 167 (132 ~ 337) 0.11

BARA > A1) UMl (uU/ml) 62 (29 ~ 246) 101 (8 ~ 592) 0.84
HbAlc (%) 52 (49 ~ 54) 51 (4.2 ~70) 0.40
Bl ) A (%) RRT

BMI, body mass index; flOR&FEILFE 1 12[H L.

IV. & = LMD TAHI LI TE o7,

R PR 2 s T 72 /N R &2 i 52 CGM CRE CGM 25537 » THafT L 72 GTT Tl {5 Mk
fili L 7-kE 5%, BRAIEAS 20 Bl 7 61 (35%) 20 6HF 661 (30%) (AL, TDH b,
IO SNz, L L, T O TR o CCM THZKIMELZ X2 L7-DIE 26 OAT
MEIRINT2D DI o7z, R RO IMAEE Holz. BREMHEL RS 2D o7 4 6k 36
DLV TIEEBESBEEAL L Z2vady, DAL WEEAEIRMRICABRET T, GTT RICAEFHIFE
IMEIZHZ 5N WITRREDLSH 5. T 72, P Cnwiz, ZoZ e, CGM THERZIK

R pERE & IR MpERE O M THEZRIEH 3%
<, ZEEMHTH ARIKIMEO B ER 1% W]

MEER 2B TLHR LN LD o720, GTT
TR 2R L 72 &6 BFIE Th /2%
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4. JEB 13 O EHEHBEIC X B R IR 0 21k
FEIT AT, AR AR O
MAEfE %, BRENTEFHER, HREIZA
HEFEHORHMWBEMZ/RT. MAGE (&
FHEBFEFIR T 127 mg/dl A5 41 mg/dl 12
graE L7z

WY ¥z 57z GTT ORIMER I AFigE
HITb R VAL, SRR 2 7R3 /hNE S
ST A WREMA D B L E 2 BT

Al CGM ClIAE M O MAEAS 7 B FE0
Sz, WERIEE X GTT CTRIMEE % 320 72
6BIOHIZ LB AN oT. OB L
LC, GTT Tz /= L7z &flic AFfgE
WATONI R L E 2 SNz, R E I O 2
HILICCM DERIZL>THEET 720D T, &
UL, CGM T MR IAE % 5200 72 By i 42 (2
Ak O SREBIAT 4 Bl Sz . PTG
it LDS T3 A MRIMAE 2 b EE T L E
Wb,

CGM TImAEZEE A R b K & <, & MK
% RO TRER 13 ICEHEHRELE TV, dFEICD
oz A0, NG TR ORI %
WA BarZNayy—PHEREGHRHIGE)
LDS DB ABNZERN TH o 72 & v ) HiEH D
5 AR R TId 4R, CGM % v TR I
O E HIIZ L7228, SR 23 5
AR ROFHE AL Z 2 b/,

WP 1L B 2 REICEEZ 217550
T, OB LDS &, BWENRA L T
VR ARG L R AN 2 S SR 0 L2 RX

SNTHELLZEMMESL, SN TA LT
YR & 72 > TH W & N b glucagon-like
peptide-1 £ 2%, £ » A ¥ OBE 5% 5] X
BT AELLBYEENRTWE. Ly
L, LDS (ZI#E = glucagon-like peptide-1, A
YA Y OWMEPSIEMEIZEIT A2 LIETE
F, FORAERLRIMEED HBU I AZEDH S
n5.

/INB O LDS (& RE AW %3 7 B2 5 6
ATH#HET L EENTw5D. LaL, Axsk
TIifA 74EH (hJefl) <3 CGM RIS
WA LhL, Z20%34~7HHED
CGM I T 1 |l L SHED A 72 <, LDS DLl
HBa A THLIREEDH S, MO % 31U,
A 4 R A I > C b MFEE % s L 22 g,
RIMBE DS Lk STV A IR D & 2 S,

KRWFFEDOXF SN NI BRIVEI 5% B2 o 72, HRIZHE
S GRE (29 2 ME P T BT | B L B B
WBICHEIT SN D 2 %L, BPEDHSRE R &
XD OBIDFETS L T 7z, 2N S DIRERIDE
AN RICE EN25A L, RIEE O S84 )
EHIZELL AL EZ LN,

CCGM IZV 7V % A Kbl % FRTE 7%
VOPEIHETH D, D70, BAEZIEHED
el & R FHBICEHE S A L Zevs. LA L,
R IAE O FAFIE MR A R ED IR & 7 5 72
%, CGM E/NEIIRE PB4 LDS & 7 [H
EIHE O FEAM & BHEUZ S BBV SN L REHH
RhEEEZ BN

WA 212H720, KMEICTIEEZE D) T L
72 TER R E R A R BE BRI - AU R0 B,
At BB L LT T

FIEEHIEC - EEE I IIRIR N S FIGRAN DU 20w
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Abstract

The incidence of postprandial hypoglycemia (PPH)
was investigated using continuous glucose monitoring
(CGM) in 20 subjects who underwent Nissen
fundoplication during childhood for gastroesophageal
reflux disease, and the results were compared with
those of the glucose tolerance test (GTT). Based on
CGM performed at 7 years postoperatively (median)
for 5.5 days (median), PPH was detected in a total
of seven subjects (35%), with a frequency of 1-3
times. No factors associated with PPH were identified

on multivariate analysis. Moreover, nocturnal
hypoglycemia was also detected in seven subjects
(35%). On the GTT, hypoglycemia was detected in
six subjects, of whom two were shown to have PPH
based on CGM. No signs of hypoglycemia were seen
in any subject. These findings suggest that CGM is a
useful method that should be used in the future for
assessment and management of late-onset dumping
syndrome and nocturnal hypoglycemia following
fundoplication during childhood.
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