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(gastric electrical stimulation ) ~ # £ F#7 B % 0 R G 0 AT F R KR - BERBREE ~ 24
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RA3250 : #EFRE (Diabetes mellitus, DM)
EEW‘?&_‘F % (Autonomic neuropathy)
B8 (Gastroparesis )
@TM\ (Constipation)
f§E (Diarrhea)

]]IIII

PRI R B s B SEE AR B T D s S e

BE & LG P RE U B E R R e 1T > iR Tﬁ%ﬁ%%ﬁiﬁnﬁéf&*%%ﬁlﬂ%ﬁﬁﬁbﬁ%

WIRE PRI REAE 2000 AL BEAT 2R £52.8% » 1 (dysmotility) g Ak » 8= i A 2 YIFHRE" -
20304F 5 & LT H4.4% » HFRLIRE ~ JEHHE 0 A ARSI oy« TR Rl T RE S 7 e[ 3 -
B fs DUH o (R IEAE B TP o) - BE IR 2 —(E
A Al BRI RE" - B R R R B IR L EE (gastroparesis) 5 T£/\Mi5 » RS IR ~ Bl 18
INORCBYSE Uﬂﬁf{) Mg~ BRI A R A~ REREEHUE (celiac disease) 3 7EKIGE
BEERAEHER & > KmERR E IR B 2hE M5 K ALFT > Ro 4l S ALFLIE S o AT b

HEN > Rk £ o 5

WA LR EME 1006 TR LdBTIR &R BERAFRE N LA



410 LTS

PRIF B B A i 5 PR AR ~ BURIEIA ~ 20
K FHBRTE SRR E—HRaT B SCRREE B -

RE
W R AL B 7 T 2 A

19674F fiMandelstam#ii sl » 2 1% A — L4l
RRMIRZE B - B8R A B )T I R
5+ AR ARG B Bk - B N RIERE R
SR > &R RO 1 BB A R S o S 4E
HWAAZL > AT KK HFH2-27% © Nishida
W TR AE SR 2 B NE IR IR R AR - 25%H B I
TRHIREAR » ELA CRIRT WY ET A (25% vs.
9.5%) AR LI o fEBURIE N 5 - H AT
R W PRIV FEAE B3 5 THTHY 2R 30 72 68 [T e i
% » Kinekawa 72590 552U IR A » &
AU Bl SR e M 5 U B S B e (R S
(motor nerve conduction Velocity)ﬁi‘ﬁgﬁ9 ° Tf
Lluch FFE50{L {5 F R =5 32 HA i PR ok 78, th 8 2 B
LIMAE B E RS HHER - Hen]Red b
PRI 8 7 B B o IR DR s TR ~ G E
IRENERS ~ R PR s R~ RCE e o
1657 I B — % B O R PR A A - AR
2 SRR I > AT aekAR 2 22 00 g 5 A A e
fiaht o

R DRt ] RE 2 A ER ER B 223 2 fE B X
F iz AR A" BRI
AR o fi— A ERAE - NRERE) /)
75 HEURE A SO RN - & IS RE
W WYIRINE Y BTt > B2 TR RS BRIGER
IR RE ] TR - B PRI RIS B SRR I R R AY
e aaReg B - NI > H A R
SEIRIAEAR - E SRR A A LB SERER
R BB R AR g T i B E G ALRIRE YY)
Wiz % a4 ¥ & K [ lfluconazole 100mgZE
200mg’ > BCEEPY/ MEERS T [ Alnystatin suspension
250,000 U » Frsfsefe —i -

E=

=]

FERABECEE (diabetic gastroparesis)
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Diabetic patients have higher prevalence of gastrointestinal symptoms. The main cause is gastrointestinal
dysmotility associated with enteric autonomic neuropathy. Other gastrointestinal diseases or medications are
also among the causes. Common gastrointestinal complications of diabetes include acid reflux, dysmotility, and
Candida esophagitis in esophagus; gastroparesis in stomach; diarrhea, bacterial overgrowth, and celiac disease
in intestine; constipation in colon; fecal incontinence in anus. Diagnosis of esophageal complication is not difficult.
The treatment is the same as those for other common conditions. Diabetic gastroparesis is a diagnosis by
exclusion and a delayed gastric emptying time on scintiscan. Patients with mild to moderate symptoms are often
successfully treated with glycemic control, diet adjustment, and prokinetic agents. For severe disease, gastric
electrical stimulation, gastrostomy for decompression and jejunostomy for feeding are other choices. Diabetic
diarrhea, constipation, and fecal incontinence are also diagnosed by exclusion. In addition to glycemic control, the
therapy is basically supportive and symptomatic. If celiac disease is suspected, gluten free diet is suggested. In
the future, studies that focus the mechanism of glycemia induced neuron apoptosis and of reversal of the nerve
function are warranted. (J Intern Med Taiwan 2009; 20: 409-416 )



