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38 7 4% 1~ A8 (achalasia) & — 42 0 AL 64 R 45 b R 38 #%5 89 R F sk /% (primary esophageal
motility disorder) » E % i% ik & Bk AF ¥ T EORE £ ARE B AT R4 £ (lower esophageal
sphincter, LES) #& % EF 2 5K + B aT2 & LAV & & b & R 5% — A R 68 % M & (herpes
simplex virus, type 1, HSV-1) B Pr51 4565 A RE SR RIER M - B HF LHRETREAEA KR S
P& M (genetic susceptibility) © # JLJE K €45 & & | # (dysphagia) + & i # % (regurgitation)
M m AR R FF o EIHALE RS AR RILAAE X b B AR EE R T BT R 0 o MR
#T B8 R 71 #:R (high resolution esophageal manometry, HRM) A & 3.4 045 £ B T A »
¥ EHRM REE TR ;A= nR  SUEHRRBREHRERAM - 7T B AT R4y
F IR P% kM7 (pneumatic dilatation, PD) $2 ig J% 4% Heller X B I AL A +7 FA #iF (laparoscopic Heller
myotomy, LHM) Z %} » & v N 442 L A 31 B 47 (Per-oral endoscopic myotomy, POEM) & ¥f
RIEDBERAGFITEHETE A LA TR DM REBRARE R A REE T EA LMy HE
B AL UREBEETCRARA DG AL ETRAME R 2@ R0E
A BATH i G RR R EHRGER  PHERRA L5 RAFRRFERE —F R -

FAEEE - RaBAFETEE (Achalasia)
EOWTREENPLIERHI (Per-oral endoscopic myotomy, POEM)
FERIBARTT (Pneumatic dilatation, PD)
Heller EXEFIRALAItIR1IT (Laparoscopic Heller myotomy, LHM)
SRRTERERE /18I (High resolution manometry, HRM)

il
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endoscopic myotomy, POEM) » £ 3H 5% N HERY

RIiERE N REE — A RV R iR
B FUH PO - HOG R IR N B R E
FEIRE) & N RN UREEREBGR  - E
2K - BEE = AT R R ERR TR (high resolution
manometry, HRM) 7EER IR FEEMNE % » DIk
B AR TR iR B R E LA YT B T (peroral

T RIS T RIEAER - AR
ITIEH R RETIRE Kt - DU RE R AR A
RERYA A BRI - OHRHE H A2 B BB R < i
HTAENEE -

RIEREEKAINEE
LS TR BB P93 0 21 20 &

WA W HRAE @AUE © 100 ST P EE LG 7 R B 6 KRR Tk S e AR
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22 NG RWINLAE IR - BB 1/3 DR R
WL (striated muscle) By 3 » F B¢ 1/3 Ko F g L
(smooth muscle) * HE 1/3 RII[A]F ER kAL B
WEHRER - BE R 2 24 257 el
AR N B EFERINA T EN B -

FrUERE {5 R A A FHOT i 22 2 Y IR 2
1% 8] (primary peristalsis) ; i E B EEEIRY
T R E RS o F B A IT (excitatory
neurons) B M4 i AL TC (inhibitory neurons) 3
[EI5EH] > PELEGHASHE (Auerbach's plexus, or myen-
teric plexus) {E Ry A& EEAY RS - BESTREIL
SRS 53 YA A S ) B 4221 S i UL s 2
FHEIRRERE N BEFEINUGE - EEYISOKS 1S
DUES » N REFERINEIRE S e B R S AL
FHIE » HBERT e S TR ER 2

MATRE

BEEE N REIEE A HL - IKIBS R
s o H 2843 (incidence) #J By 1+ 8 A 0.03
% 2.5 B - BEATER (prevalence) KR HE A 2.5
B 153 6°  HEBERLEITREZFE LI
ATREELRZEAE IR T A | o AR — (R
a1 H 2006 42 2016 F- 1 EHT KB 1T 20
9% » #%4:3K (incidence) By 71 A 1.99 f -
+EA - 1.53 ] » BE1T3R (prevalence) FyfE 1
B 27.1 1 ¢ o PLEIRHL 40 5 60 BRATHERE %
o'l 5+ S 531 B 20 e A (R A e A s 282 i
BB ° -

HREE

R H AR S e B i B B N RIEFE I
R BEL I i A8 2% i A BT D BE 7€ 2K (aganglionosis)
GRA - H B EHIE RS TT 5 EIH
T B P M RS Ty S R R P 06 5 Al - 3
Ui B3 B N BB FERI N & 2k K IR ) B iR
FARURETT o H RS ET DR SR AL 1Y R AT
BHIFZA TR - ARIMEEE NRIER
FIWLH L 73209 T M= (T lymphocyte
infiltrates) » H.35 28 T HH U 5E ¥ 55 — AU B 4
Yol 1208 7 7 AR S0 I E - SE RS BT D RE
I AT e Bl S — R BN 2R TR T IR 1 SRk 4

(latent infection) FT75 [BSHY S8 S FEG R 78 -

BERBREMAENREATE SMEMBEN
(sporadic) * ¥ 15 H HL B 22 B 00 %8 s FE R A
FHIMERYUE (human leukocyte antigen, HLA) HY
T2 I, (single nucleotide polymorphism,
SNP) H R % IREE T RERFEAILY IS
MY % BE K fH 35 5% 3% (genome-wide expression
profiling) 7N A B B ELAS ~ LAY » R a e g
HH R 1 & [K] 2% B3 2 3] (dysregulation) 10 » 38 5%
TN ELE AR AN RE B AR AR B A BRI R B 2 B
FRHY (genetic influence) ° FRILZ 4L » BB MR
NRERY B E A Sy LL BT A A 188 (neural
autoantibodies) '+ = [RIFRFHEA H Ath F B8 5852 2%
5 12 5 HIMAMNEE ## (extracellular proteolysis)
El R #2328 Fo 7 B 5 9252 2 W Hh A5 A B 220 A
a3 iR AT R A S R Y R < R
F1 /% (matrix metalloproteinase, MMP) £ F& & 1Y
IME LUKk N REFERNY A i E A& E =R
IR KRB DL B ROR BB AR AR
& EL H 8 0% S A RIS (autoimmune
component) °

B s o BA AT DAHEI R A AR N RE 2
HH—E X PRI YMEKIZE (secondary insults) » 41
WERE  BAEEHER S REREES LR
R

ERRZRIR

BIEMAE A RE R i B A AR 2
(AR ERR S R [ BE O A - BRI A - Rl
A ~ Meree S RE ER RSB Ry i SUEAR 5 BRIR L
Eckardt score ( #&— ) BlI;& DA It PR FE AR B 8
AR R r AT AR AT S0 85 16 -
L B E T RY Rk IERIERR - BRIR L
HIZRB AL S IPIRGE RS M ~ SO TR
IEE ~ BEIZ ~ s ~ SSRE R AR5 17 - I
WEEREARIE R T BRI HFIE (morbidity) JIET
(mortality) » it » BH MK Z IR
(mortality ratio) % 1.3 181° B34} » ASEAIEEAAE
BB EERELEIEE RER - H3RIbE
(incidence rate ratio, IRR) Fy 5.22 » {E&EMAEA
e RBIE2BTIRE R 155 - ¢ -
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— : Eckardt score * REMIEREEEMEREIZE LD
BEA  BESHEE  BWYER  BE (09
RTVRBER 1 2RTBEEEMR 2 0KRT
BXEBENR  3OXRTEBEHNBIENR) REE
B (0 DXRTERBENE 1 DRTBESA
FUTR » 2 DRIBEE 5-10 AFF » 3 DRTFE
10 RFLE)  BRPEHEROE 125

REAREESY  FPHEAEE RV Mo RS EEEE

0 egs] wE ’H egs]

1 HE A <SS

2 (SSN BR R BEES-10 AT
3 5 R FE EE>10AT

BEMmEAREIEE AR HHEREE &
JE YT (gastroesophageal reflux disease, GERD)
L BRI 2B N EE - o IS IETEZ BT
SEEREEAR Ry 2 4 20 o H 2B LEERE L
AL TE A R 8% 1% & (esophagogastroduodenos-
copy) ~ $HF X A A (barium swallow) 5 £ 5H
J&& J745 I (esophageal manometry) » S8 & 3E it
fRAREBE Y HIH B NS e 2 R SHR] X O
RS S AT DU IR BN R SRR & T
& RE R Al B2 B AT R E AR A e s &

S -

— BHbEARERE

AL E AR SR A B E AR N RERY 2
B EEN A S - EENATEERREFE SR
R %2 (reflux esophagitis) ~ FilE L HS (structural
lesions) * B & 1B % (esophageal cancer) 5 1] fE
AEAVE R - £ RIEMAE A GERERN L
HLENR SR A - TRER BBl EE RERE
sREGHE - RIEARYERE SRR HER - 5
AL 5% £ B 3 3 R 3 ' 3 5T (esophagogastric
junction) RFAYRE JTJEK * - SR T ELHE 7858 (2 B -
HARAYR AR O HAY

15 48 A i 8% 8 = % (high frequency endo-
scopic ultrasound) W] DASE HERERIRERIG B B 57 g
DUR AR S » HALFHAL Bl AR N REAVTHR
A AT - BTN S R IR R
BRI RIE AR N REMERS N /B - FEEHERT T B

FIEMYIMNE #EE DL (longitudinal muscle) JEEE A
A 1.3 AE - QIEWEERERER 2

8% X KigE

BRI B E AR A RE R R EEA X Seha AR
FIEy T EBEEIE (bird’s beak sign) ; DU B5E
TEERIZ A SEAIAIRY I (barium column)? » B
Gy LR E R SRR RS mT B 0[] B
23— RRAYERFI) RS (corkscrew appearance)? °

PR T ERIEREZIN R T A FF
T EEIREI IR - R T E R SRR X Stha s
(timed barium esophagogram, TBE) ( [&— ) » /1%
EAESAF (liquid barium) FFEERRAIEE 388 ~ 55
T RO LTSS BT X Ot hed o iR
AE Ry BB A T~ RE B RS R R R E 2
fHEJT (esophageal emptying) 2% o 75 LIEE 143§
ZBEIREARD OB RN 2 D E il R0
W BSEMARANEERIYIES (cutoff point) » HAUEK
1 S RF S 43 RT3 85% B 86% 5 A5 AL EHEE
(barium tablet) FFBEkR A » FAZE 738 X 5B
RENSHGEMEERE T - ZBIEEAE 100% -
TBE 7R Al E Fy B IE 54 S RETA R IRIB I /714
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—: EFEB X HKBE (timed barium esophago-
gram, TBE) ° It R—REMEAEERE  BRY H#
RIfY T SEHR (bird's beak sign), (&i5E) @ IR
R RER D EIFHREAARICRE (barium column)
SEME14RD
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Z— TEIR B2 B R % B HE TBE » B URE

Tuo3 S SBIALIR D R = FE B R PR R A A 2
— - BIERES RAEAR A o - W R B i
A—FENERE > -

=SB E RERE DA (High resolution
esophageal manometry, HRM)

B B A7 £ 3 BE J7 K8 I (conventional
manometry) H 5 {88 /7 RKHIZE - HRM HEI15E 2%
JBE 7RI PR B (22 F 36 E A% ) ISk =R
AR R R Ry R T s o WIIREE R LG
HFREHT (impedance) HYHIE » RIFEFy HRIM (high
resolution impedance manometry) * & 7 A] LLUESH]
OB HGR TR LA - RERE thH UMb
AL R EE SR (bolus transit) o FLIEME H Al
Fy 2 B B REAL RSEIE IR (esophageal motility
disorders) RYER B 22 T H - f & RFRFEEE H s B
SAEA - KBRE - EATH - WFEREE
JKDABIE RoE R Mt - BB EAT ¢

(—) IRP (integrated relaxation pressure) * HJ
REHE N REFEANESERGE - hRES
SR A BT R T i/ N 4 B2 BR TSRS AE -
IEHEBIE AR A 2R E AT A E > -

(=) DL (distal latency) » FIAFEASHF B
ROEIREIDIRE - Fy R ERERIILGE B RIER
B RAR < R /N 4.5 il Ry B R

( =) DCI (distal contractile integral) >+ F

3

PR A I M4 B AR

S N B BB R B R 0 R N B S
WL B EIFEEIRYI R » R KBRS SE - 1
H Ry 450 2 8000 mm Hg-cm-sec ° KA 8000
mm Hg-cm-sec fURIHiE JJ3E#758 (hypercontrac-
tile) » 100 % 450 mm Hg-cm-sec FAFRULHE JTIEAR
/& (weak) * /]MA 100 mm Hg-cm-sec A MK
(failed) ©

Z JM=EF43 %8 (Chicago classification version
3.0) B BT RIEIRE) R R TR 2 -
IR Z INEF 5348 - 5 HRM R & A5 R AR &
IRP KSR TEH AR b PR DL K £ i 8l 2k B
FE A (100% failed peristalsis or spasm) * B[JA]
B fy BB AR T EE o RUEMAR N REVT 2 Ry =
FEAEAY ([ )27 B —HUZ HIAVAY (classic) B
JE A AN EE - HH T B R ML ) (absent
peristalsis) ; 25 "R REMAR N EERRT TR B
LR E SN 0 KB R E ) BT (pan-
esophageal pressurization) ELFIZEE] 20% LL L 5
5 = HUE R AUY (spastic) BiH AR NEE - FF

2

5=
£ 3 Uiy 3 18 & B KL (spastic contractions) Lt
BIEE] 20% DL L - REmAR N RERy =i Az
v DUSE AU 2% 0 TR iR AT 5 B
—HUEEBIRZ » IGFER AN A 5 5 =4
el - BRI O -

bR T BB EE © HRM tHEElG B2
Wl L e R B B A < AR ZnEE A
i HRM &l RIERF S IRP KR FHRIER {E L

B : 2108948 (Chicago classification version 3.0) ki SEETE R BB DA (high resolution manometry, HRM) g9
EREREMERED RB=FET0H - (A) F—1 : A (classic) BEMBEREE - HP NEREBEIRZIEED (absent
peristalsis) o (B) 88— 8! : [RP NERRBEHAIRENY) - HEEREE D EF (pan-esophageal pressurization) Ltfl
EEH 20% PAE © (C) SB8=1 : fEEERIAY (spastic) RIEMIEAREE @ FERRIHRBEEEUIE (spastic contractions)

LEBIZEER 20% DAL o
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R > AHAFRF G bt = Ff an RURY R IE Sl AR T RE -
RIEZ T Ry B 18 H 22 5 LT FH 2E (esophagogastric
junction outflow obstruction, EGJOO) » H: B [X]
A 1l BE 52 # sk 14 FH € (mechanical obstruction)
B P IR E AR A HE (incompletely expressed
achalasia) * e ZHHE — P W B EEE IR
o #HIRPIEIEHEHLZ N » HREIRE) R -
RIJ ZE 4k B b & 35048 (DL ~ DCI) Ut — P 192
7 5 DL /IR 4.5 B LEBIREE 209% DLE - 2Tk
T Uiy B 3E 8 (distal esophageal spasm, DES) ;
DCI AJA 8000 mm Hg-cm-sec * HIFSET B e
FIEJ N (Jackhammer esophagus) ° # IRP #E1E
HHEIEN - B 50% DL R 1 (ineffective
swallows) » T i 5 f B 1 FESUKUHE (ineffective
esophageal motility, IEM) ; & 50% L Ry Beds
W% (fragmented swallows but not ineffective) Rl Fy
FIE S BRIEH) (fragmented peristalsis) ©

DI s g s B - H 2014 852 2017 5
%= KB Pt (National Taiwan University Hospital,
NTUH) $F ¥ DLU7 b R e F 3R 099m B2 HF b
THALE SRR A ~ TBE & HRIM # -+ i
T 120 A7 FH 28 1 £ 38 7 e K S -2 ¥ (non-
obstructive dysphagia, NOD) 2% » #f 3t H itk
& - HhDIRE AR e R (55%) @ X2

(A)

FEBEOIGHE (12.5%) » 5 = R iE iz
(absent contractility) (5%) k£ 3E F 23 FH CI1RH
FE (5%) 3 A 20% M5 E HRIM &G R B IEH
Y o RESAZ AN AR LSS "R % (59%)
B—RIRZ (38%) 0 HB=TIED 3%) » ;B FER
N B ANIE 8 B S~ R HE 2 R 4
% (delayed esophageal emptying) * Sz £ [H] 38 %
A IEF (abnormal bolus transit) B L BIESBA ZEAY
LEHARRZ B IE R B AR N RERYIR 2K 15 % - fH
B HARBYRZET T2 A0 L ks P 87 i 22 B
TBE » HRIM $f /i~ JF FH 28 1 F 8 75 Wi PR ey 1
HAI LIS B = B9 R TE 2 B (positive finding
rate) 82.5% °

» Endoflip (endoscopic functional luminal
imaging probe)

Endoflip J& 3T AR pAAE T HA G H i imE) 52
HEOR T A e ARy - HIY S EG S EH
TR TTHERRE: (distensibility) (B =) - ILEZSH
B IREE - Rt A — & R 8 &
SYER AR - AR R ENREE TS 16
FHYTEGHIZS (impedance planimetry) » 384 FE it
fE—ERR TR ES - EAREFRE - I
S ] DLGC Sk 118 IR 25 I A B SR 28 e T T

(B)

/

B = : Endoflip 804 (A) REE (B) °
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1 (cross-sectional area) DU JRE T » W& HY LL{E
i 5 distensibility index (DI) % »

R E AR N RERI I R B A2 S AR Y
ATHEIEE RS » Endoflip °] DUFEHHERE RT iR
AREAE TGRSR - S ZdinRE R E RE
SHAZ AN REREARAOIE R » 1F HRM A2 8 5L 5
If » Endoflip 5t A] AZEHE £eips F N BB TG FIL
T HERIERY RS - KL > Endoflip FHEL Y HRM
A]REERER PRIEAR A 7 B9 AHR 1% (correlation)
15— TR FE AL BLEREE °0 - LI—F8 2017
RIS e 3 - 4539 R R AR N RERY
HAUSESIR - TBE 8RS AR VIR - HRM B
TNEEIREI R o (HH IRP AR TR i E A
AR RIEE KRR - e - 5Lk
i3 4% 52 Endoflip b 2% RN R BB B a2 S
IR - HAERE S B E AR N RERVIGHR
% » BEIRFEAR (Eckart score) ~ SHAIMARIIAE &
o DUk ATHE R A I - SRR
KEUpS R BGET T B b K 1 T L A S BE Y KO B
(subgroup) » A Endoflip & —1{ERE B E A2
HEEZERR TH -

5yl 3 i

FELL PR AN B AR R E EOL T » AIREREBL
HUEAR ~ e Bied  HERERIHERGRS
B LR £ S AR A AR BRI B - BRIR Lig &
S 2% Ry U1 £ B A% N BE (pseudoachalasia)  ©
SRR AR AR IR E T % - E A
HY e R HEL RN R EE R
KRR EHRENRIEER 258
T BIERE - IR REE AR EE - FE
R e S S 0 R R 22 5 LA R R R
HEFMAIMf Ot E - AR (sarcoidosis)
FH I8 F7 D0 M E (amyloidosis) 5 %% 0 E &k
Trypanosoma cruzi %1% G 5 [REAY G B 1B H
TS TOR S th T AR R R T R E AR AR ¢ e

B 1 e 3 5t % A A B AU R T AR R RERY
ARV EFEHBERFEER L TE 55 otk - iRt
JRER R R LAF Re B LUK — 5 1A B Je 1 7 e
R H AR B R E R A RE - MR
st AN RE R th B R B EE A e B e (e

6.8 AL )Y o BRILZAN - EBRET Ry Rt
& AN REE HE TR R B AE IR AE 2 2 4 5B A PR
% R IR B RE AR N RE - WSk

HE— bR 2 -

B

H AT BTG 5 1k i SR TG i R E A iR
NBE - (EREEFAE T REHREAIWLAYEE ] DL e
AR e i AERR B =R R B AT - FIREE e E
SO S AT EE o ATHIE R - R A
B WEANERYES  HEEREESE
BESE P o DUN S RIREB A G 71558

EE

— ~ YRR

H RS EAA R D IR EEY) s 65 B 15l
FH % 71 (calcium channel blocker) ~ i 5 E (ni-
trates) sz P AL IE (sildenafil)! - $E#E3T » IR A
isosorbide dinitrate (Smg) 10 43##1% I nifedipine
(20mg) 30 53 % 7] 3 Al B AR T B B FE AT LRR
JIHY 63.5% & 46.7%34 o FH A I AR SEY) 565K -
fEREMERT 30 22 60 38 - [AI L RE A AR AT Ik F
T AR EIR « ' FRITE A R (RIMRE - B K
SEYRHSE o hAh - BRI AN R A RY AR A
& » BUEEYI IR B RAERE R R » 3550
RIS o BREEER0E ~ BERATRE DU ik
FHAPERERSERZR - TIIRSEY)(E (R BG4S A
G HMEENE RS G T2 R B E
R -

— ~ ABIREHBEEF (Botulinum toxin injection,

BTI)

PRI 302558 P 8 35 5 [T E A T BB G Y
AL O i A8 2 fly P T £ TR M iy » S T 2 2 68
T RBFEAIURERRAICEE - 8 1995 FH2EM 5E
BE 22 EE (NEIM) B R1IHSE > o HE
B 1% He B SR SR T 3 88.9% ¥ - RLEIE A By
R T Ml S A S+ ST I 50 R G R 5 A B e o
FEA 22 2 M e HWTHAACR BEEE - BT A B IR
Ry B — MR HE IR BT o AR M Gm 2 T E ST R 49
il B B BIG R R B S A R AR
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(¢ i 8 H BV B 23 By botulinum toxin A-subtype
onabotulinum) - [fi H.jift % 2€ filg 5z {1 1% & B
A TR 28 FE AR LA - EISEIR AR IR 1R
VAR R AR MR EER M BTLA
B BERFIRUAE & N — RIEHR - AHEN
BTI ek R HARERIRG AR - KIk B Rith2 tR e
RGO HRe B TE B ARRE -

= - RERIEIRTT (Pneumatic dilatation, PD)

BRR SR ERAE B X St 44 (fluoroscopy) &
IR > ZEELR (guidewire) [EEE N RIETEH
WAL E » $38 H] 22 SRR (200-250 mmHg) 1
45r8E " MRFB B G P HIRIRIE TR HIR
SBRAEAR AR ISR D) - WTRERIDESEIE v B
JBEZE L (esophageal perforation) » {H fiff 3 3T -4
B AR BT e HOFSHE R SR TR B AT
1%°7 o B —HE R B B IR H 80% 2
90% » SR S EE & BE I TSI I - 2] 7 IR
R = ERK 60% - IRIE—F 2018 FFHU R
HARFE 3% » BT 2 20 FERIEE 25 4F R A F
36% © 3 H I KIGHERIRE L& SL1E 3.0 cm BH
16 B EREBIR B IRNE R R EREERE
KA S8 EK B A i F 95 5R 77 (on demand strategy)
DB RIGRME ° - B4taT - PD BIRE R
EhAE A REH REFSCR » AR EH RIS B
B = AU RSB AAR A REI R RISCR AR 40 HEW
AIRE R I S R R B LU S = A &
E AR A RE R B R R T 2 - G =Rk
B EHIEAES (randomized controlled trial, RCT) Lt
87 BTI )z PD —4BHERITEE 115 FERER
T PD fE— 2GRV RIMRGUER BTI » Kt
PD & H RIS —HE G — -

— M =AY SRER BRI ¢ Esoflip » & T
Endoflip FIFHFTRRIHIES B @ BRI IR » REFE
W EAE B RS HE IR I Endoflip 58 #HY R
Bk DGEENAFRIIRER - Esoflip A LU T %
BEEEEY © GBS R 2 08 BH PRI 25 B 1A A SR AT
WAERE T R ICRARIBTF RN » B B R
BRYE IR T B X SB35 (fluoroscopy) HY 7L
TR R - T L PURGH L s G A2 R
HREMLERZ N RERV B EAZ AL 5 [ » Esoflip

R LS PR et 7 S e R IR B SR koA N - ik
SRR B — R RR BB YA © Esoflip
SR EER LUK 10 AR/ NUNTSEEE
LR AT - @SR R A b

P ant=ss’
et

TLEEE -

~ R EE Heller KEFPIALALI BT (Laparo-
scopic Heller myotomy, LHM)

[ 1913 S EHMEHES Bill Heller Al 9 1l
flir=C - HREHYIER T BB AL B 'R
WL RE AR DARR AR T (VY ) - 30 H 2 A BT
HECCR » HER DU e B R e e 85 5 ey il =X -
REFIR A TG ISF R » /N DR A i < s
SNEHEE LA YIBR AR B3 4-5 cm RYRE K
2-3 em WY B o $BHEET 40 DUERES S8Ry
FMAEERFE ~ IR - FFRIERTERE R
TETR AR A M e dR o il E | & O
HELTH BB (fundoplication) DI A it B
FIEVTR AR > A58 EEHETT Dor fundoplication
(anterior 180°) BY, Toupet fundoplication (posterior
270°) %7 » fij Nissen fundoplication (360°) [X %
5 o6 A3 Wi IR AR 28 R A @ 3 e 17 - S0+ 4Ry
FE B F 92 Rl % — 5 B AL AR D 3R AT 5E
£ 89-98% *° o i FLAYOF BIE Ry RIE AL - B
Ky 5-10% 7 - BE23 A FHli (robotically assisted
Heller myotomy) BT AT LA /[N TF= iy 15 13017 a2
BFREIE » (HHR A S &Y BB FIfE = - H R
IR S PHBA DR R OF B FE T FE AT -
R 2011 S50 A8 BRI B 224 EE — TR BE s ¥ G
B L PD J LHM HYRCR - FE R B HE R B
LHM ZRAGGHEBR PDY® « SIS & T
(meta-analysis) L& T 2000 % 2016 4 LL#K PD
B¢ LHM BRI BE R 5 GRS » 88 LHM 78
L (=8 H R—F ) B s ausc) - [HRGE
A EHERIE PD IR AR R ¥ - FRELLERE
#% » LHM il PD fEEHLEHE N R F 976 HRX
R K LHM 2 H R — RIS 2 —

F~ FE O AR 82 AL A ) B i (Per-oral endo-
scopic myotomy, POEM)
it & SNSRI T & S A B E S B A
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wREHE  wRW RER

BEHINREEPISR AR IAREEL -

PEHLiT » Ortega BEAMTY 1980 FAKIR HARFLIEN
M 8% -7 (natural orifice transluminal endoscopic
surgery, NOTES) FY Mt & » 2 i b — 2 #r Y fla
250 o SR 2 BR S B ol P v - HEJE R B
H #2008 4 H ASMEL B R+ _E RS ¥ (Haruhiro
Inoue) SiHE iy =X i 25 %7 diy 44 Ky POEM Z 1% -
7 K 5 15 20 2 B i 5 R B Al Y B i e HE
Ol o BRIy R DUT 5% 8 - st A A
TREFENNLETTR 6 A5G R IERNRE #
B KRG T KB A% E (tunneling) B 2
BEERFLLTRI 2 205k - HEVIRNEER
ARHL (circular muscle) * G AREE IMNE HEEDL » i
B FHNTREE S (endoclip) AR AE# Hl FHHY B8 R
Jg - St B EE TS AL A BE B I RS ([
f) o IR BEASEF - POEM it — 245K
H 90% LA ik R AEAE R IR 75 - HAHSE

Bh : BREORRZEAPILIEEM (Per-oral endoscopic
myotomy, POEM) fiiP@ fr » NEBEFERIALAIL)
FRAMTERTE AIRER NTTER ©
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B — RS ER AT LGEE] 97.4% 2 - fif
BEEALHE B N % (subcutaneous emphysema)
9 (pneumothorax) 5z & 4 - F1 LHM FHEK &
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Achalasia is an uncommon primary esophageal motility disorder, which causes impaired relaxation of the
lower esophageal sphincter and absent esophageal peristalsis. It is associated with functional loss of myenteric
plexus ganglion cells in the distal esophagus and lower esophageal sphincter. The initiation of neuronal degenera-
tion may be an autoimmune process triggered by latent Herpes simplex virus type 1 infection in conjunction with a
genetically susceptible host. The cardinal symptoms include dysphagia, typically to solids and liquids, regurgitation,
chest pain and weight loss. Both barium swallow and esophagogastroduodenoscopy (EGD) reveal some clues of
achalasia, while they may be normal in early achalasia. Timed barium esophagogram (TBE) further helps to assess
the esophageal emptying after treatment. High resolution esophageal manometry (HRM) is the diagnostic gold
standard, which classify achalasia into 3 subtypes, and is considered mandatory before planning achalasia therapy.
Per-oral endoscopic myotomy (POEM) is a revolutionizing achalasia therapy. A number of studies demonstrate
that POEM produces comparable results compared to standard laparoscopic Heller myotomy (LHM) or pneumatic
dilatation (PD). However, gastroesophageal reflux seemed to be more common among patients who underwent
POEM; furthermore, few long-term follow-up studies are available. Longer duration of follow-up of patients who have
undergone POEM is needed. (J Intern Med Taiwan 2020; 31: 377-389)
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