Buried Bumper Syndrome

Management of Gastric Polyps

Recurrent Pyogenic Cholangitis
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Interhospital Conference: A woman with melena for 2

weeks
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A Woman with Melena for 2 Weeks
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PE: V/S: BT 37.3°C, PR 80/min, RR 16/min, BP 120/70 mm Hg

GA: good consciousness, markedly pale, no jaundice
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HEENT:

Heart:
Lungs:

Abdomen:

Extremities:

markedly pale conjunctivae, no icteric sclerae, thyroid
gland not enlarged, lymph node not palpable, no oral
ulcer, no lip hyperpigmentation or telangiectasia
regular rhythm, normal S;S,, no murmur

normal breath sound

no abdominal distension, no spider nevi, no superfi-
cial vein dilatation, active bowel sound, no shifting
dullness, no tenderness, no mass, no hepaotosple-
nomegaly

no pitting edema, no clubbing of fingers, no palmar

erythema

N1SnsaPNVBVUNUANIS

CBC: Hb 6.0 g/dL, Hct 18.6%, MCV 84.3 fL.,, WBC 5,1OO/mm3 (Neutro-
phil 56.8%, Lymphocyte 32.3%, Monocyte 9.4%, Eosinophil 1% Basophil
0.5%), platelets 191,000/mm’

BUN 11 mg/dL, Cr 0.6 mg/dL

Na 140 mEqg/L, K

3.3 mEq/L, Cl 114 mEqg/L, CO, 25 mEq/L

LFT: TB 0.52 mg/dL, DB 0.19 mg/dL, AST 31 U/L, ALT 16 U/L, AP 56

U/L, Alb 3.5 g/dL

, globulin 3.0 g/dL

PT 11.7 sec (9.4-13.2) INR 1.11, aPTT 31.5 sec (25.9-39.8)

sudnym

| < LY (3
1. MegaTeiln melena 31 2 U

2. Anemia

3. 1558mM3 1% NSAIDs

A Woman with Melena for 2 Weeks 9



anus1e

L a A % 1 o % 6 1 v A vAa o
phemneane 74 daneaamamaaman 2 Uannaianuilazie U
szyuen NSAIDs ©37a519melsiwy chronic liver stigmata Wens mwii
azag’ﬁ upper GI tract wazihaztli non variceal upper GI bleeding I@H
1uneinaziinain peptic ulcer disease 1Nl _A34LAYIIN13ATIA
esophagogastroduodenoscopy (EGD) WU duodenal diverticulum with
d. dl [} a L % 1 [~3
healed ulcer (MW# 1) sﬁqvl,mmaﬁmammﬂammg‘l@ aehalsfienuams
' o A Ve A ' ! Vo 2 ‘o v 2V
thufmoadfialeannend mw ’mmqmmum'ummmvl,ﬂmmﬂqmﬂﬁ 29l
¥NM96137Q colonoscopy LNNLANGID WU colonic diverticulosis §9LL6 sig-
moid colon AU ascending colon l,l,azel,u terminal ileum # blood stained
0] (MWl 2) Fadlovhmsansuazgsaelsameli colonic diverticulosis W&
lalwudnwosaag active bleeding ¥o1an u a9 GI bleeding Iugfiheme
hazdl wmpnansealsamelusl “Enadh iy overt obscure GI bleed-
ing (519% 1) &9 wgAdululdludihenei loun
1. Small bowel neoplasm L GIST, lymphoma, adenocarcinoma
2. NSIAD induced small bowel ulcer psaniseIasulsznn

81 diclofenac

AMWN 1 Duodenal bulb
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AN 2 Terminal ileum

El‘ﬁ'mﬁ 1 Etiology of obscure Gl bleeding

Upper Gl and lower
Gl bleeding overlooked

Mid Gl bleeding

Upper Gl lesions

Cameron’s erosions

Fundic varices

Peptic ulcer

Angiectasia

Dieulafoy’s lesion

Gastric antral vascular ectasia
Lower Gl lesions

Angiectasia

Neoplasms

Younger than 40 years of age
Tumors
Meckel’s diverticulum
Dieulafoy’s lesion
Crohn’s disease

Celiac disease

Older than 40 years of age
Angiectasia
NSAID enteropathy
Celiac disease
Uncommon
Hemobilia
Hemosuccus pancreaticus

Aortoenteric fistula

A Woman with Melena for 2 Weeks
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3. Vascular lesion (% angiodysplasia, Dieulafoy lesion
Lﬁa@mﬂwu blood stained ‘ﬁ terminal ileum ﬁ@iéfﬁnm‘mma retro-
grade enteroscopy 9 3nsnamalllgBasumis 30 @ wilaste IC valve
wazdlslinusonlsa LL@iLWimﬁﬂ’gElﬁmﬁmmsmml,uluﬁaavbi 3NINNUGID
M3 'aandedsiale uaLwy green bile Wil active bleeding 39ldmeams
'9INEDS LAZAANYMINTI9 CT abdomen Wisidisifiasan ¢ 8 small bowel
tumor (mw*ﬁ 3) %@WU’jWﬁ a large hypervascular mass GL‘LL small bowel loop
(likely jejunum) Enalermaastasios Yo ldmne 4 x 2 g lusznude
27N H active contrast extravasation 01U Aou whldlu bowel umen
\lsiwuiﬁﬁ abnormal dilatation 283 proximal bowel loops VLz\iﬁj ascites VLSJ
wusanhmAsslaAend Wasung anaw CT 3fiade i small bowel
GIST
fheldsumesnmneemsehdialunasesn nam sy submu-
cosal mass 2@ 3 73 Eupananeiiaasd |l &0 jejunum 3INUA end

o an an o &) o ;g
on artery (AN 4) NAMIATRANNNEN DIV ENIUARe GIST I@HWUW’JL‘%@

AN 3 CT scan of abdomen
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AW 5 Follicular of spindle cell in muscularis mucosa, CD117 positive

JaNIUIR 4.7 X 3 X 2.7 BA. La%m;mmﬁ%u muscularis propria L‘EJJ’lvl,ﬁsL%%%
submucosa Wa¥ serosa TINMUA mucosal ulceration LL@]IVLzJﬁ lymphovascular
invasion Wagdl margin free Snunsradiin spindle cell type fan@a CD117
(+) & mitotic count 3/50 HPF (mw‘?i 5)

Review

Gastrointestinal stromal tumor (GIST)

GIST (1% mesenchymal tumor finulétiosf aluszuumadinens

IN@XNN interstitial of Cajal %@ag"saue] myenteric plexus waglu muscu-
) . = 1A

laris propria ARDAYNIAUDINTHALHNTL AaaNYaY KIT protein FINY

16 95% Slogiszanas 5% Aliimsu aseanwes KIT protein 3und KIT

A Woman with Melena for 2 Weeks 13




negative GIST Lﬁmmmiﬁmaﬁuﬁmaa@u platelet derived growth factor
2 | I Aa |
receptor alpha (PDGFRA)*  "wilwnjifia luauaigannnh 40 11 eemuann
. . | Aa 3
7 ofeglszanos 60 T wuludmesnnnigmds
GIST ansonuléyniieaaamaiuavsleanwusnni afinssmng
o { o - 4 .
WS (60%) Fa9adsnAaidnt “i&n (30%) WuUsNnTILEInL jejunum” 10 gastric
GIST agiinennsnilsn?iding) small bowel GIST
amszeslsetuatiusumsasiou awevasion wazmsnszate
dhradlsn a1 wlvinusinandnuEeadensan lwmadivewns evmsaue
:dl ) A | L% A ;ﬂl | 1% U a
Pnuldidn Sausiuvins Bareanmealwiiendesins exmasewndsanmIy
= d‘d‘d 1 L% édl (% A 1 b4 1
Fo lunsdindnmsunsnszansvaslsadnlunduniameludasias mauns
nsznelidamihmasmuldiosann  umsunsnszaneliidasuay

o A L e o Al g .
mmzauuaﬁﬁﬁawa@mwﬂummmLﬁJu advanced disease

NTASINIRARLLNNLAN

1. Radiologic imaging

1.1 Contrast enhanced CT abdomen Lil% imaging 26! q@slu
MATRsLasTeiinIrezandlan  13NTDTRYLONANH ARSI UNTD IO
FRIAAUMILNINIENLTDIlTALe loedned typical asifu well-defined
heterogeneous mass with peripheral enhancing border and central low
attenuation

1.2 MRI Wudmmwwhmﬁmﬁaé’a&mdmﬁmnéﬁ’aa CT abdo-
men MsATAse gastric GIST Sudiassnain maedanlneas gastric wall

E o4 4, . - - .

waztiiallafagsaun IEaIIe uelanaazlsslumd lumsUssdunsuns
nsvaelUfsudinsanunsasssaslsnoraasiidnuni isodensity MARLITU
}ﬂ/ o aVl ¥ o [~ &
Wadfuind Levin W lslifiusealsaanmisesradng CT abdomen

1.3 Positron emission tomography scan (PET scan) #eil

NN active tumor 8NN necrotic 938 inactive scar tissue WbINTLAIN
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malignant Ny benign ¢ recurrent tumor VL@W/ AMIANTIAA2E PET scan @
A CT abdomen i whsonumsiasnulases metabolic activity
melueuiasantssinaswuniat anatomic change 71 CT scan “onIN%
PET scan £H9T78UaNMIWnINIeaevadlsanoumsnidinlasgieensat
Tsafilsiwilannmensade CT scan w30 MR 1& Taamsdts wnsal¥ls
masmanTifighaut wiusel6® aehelsfions PET scan &dlal 1anan
vhsnl¥meunn CT scan I@ifiasanlsl 1nsaeTaldlumn i

2. Esophagogastroduodenoscopy (EGD) dumsnsrasoslsnlu
nznzaNIRaqlantin dnwoarans GIST dnwuifls submucosal mass
N19¥N biopsy 9199 ANAINL " £9618 tumor bleeding iosanifin
hypervascularized tumor uanawmﬁnwaﬁw FNA am@mﬁmmmd‘m@ia tu-
mor rupture WY tumor seeding MwRELIN FolunsEiAg e uu
gaslisndnogudrenesliiidudassatwieliase ondulunsdiiiu
unresectable tumor ¥38 AMIVIWHUAEL imatinib FaUHNE

3. Endoscopic ultrasound (EUS) MRN8 EUS EWUSNWIUL
hypoechoic mass ﬁl,%;amiaﬁu%uﬁ 2 (muscularis mucosae) m%a‘%uﬁ 4
(muscularis propria) VaINTNYNILAURINT UNAMEETIEILENTENT be-
nign Ay malignant I@Eﬂ% benign AANWOUY regular margin homoge-
neous pattern PNAUBENT 3 TN, I malignant QAANOUY irregular

margin YWANINNI 4 BN, WU echogenic foci g cystic space agjmﬂﬁlu

MsWEINTatlsa

Taded ey léun

1. dhumiswaslsn WU gastric GIST Awennsallsefiand small
bowel GIST

2. WNAYRINDU

3. Mitotic count per 50 high power field (HPF)

A Woman with Melena for 2 Weeks 15



m19197 2 NIH consensus classification of primary GIST by mitotic index and size®

Risk category Tumor size in greatest dimension Mitotic count (per 50 HPFs)
Very low <2cm <5
Low 2-5cm <5
Intermediate <5cm 6 -10

5-10 cm <5
High >5cm >5

> 10 cm Any mitotic

Any size >10

Nntladusonan wnsoulsaanifuann” e lddensied 2

N95N1"

1. Surgical resection
\u curative treatment M3 IIINHGIONIEANRLhade My Wi
gastric GIST AHUUAXNINNT 2 @3, W50 small bowel GIST A3 free
. " A lo @ w o . .
margin 2ENUDE 2 . I@mmaaﬂmmmmmm lymph node dissection
Wasanlam lumsuwsnssanesnfisiassivasswu ey ndsdainidy
complete resection AITNANTIW surveillance flaeny CT scan N 6 R
i 5 T lunga low risk ulunas moderate to high risk azfaemu
¢y CT scan 0 3 Wwawduna 3 T amntunn 6 wewiuwna 5 T uasd
AvasI enNae’
2. Imatinib
o | L A o Y A ]
l#5nmnunas KIT positive GIST Alsl whsnshdiale fimsuns
X A v . AA Y X Ao . i
naEMETRIIanyEe iy adjuvant nstifitauiasaniidnsoe high risk
raukIdin®  2eYaIeNT D 400 mg/d NMSANEATENLTIMISNIEIL
imatinib J5aMIN0U UaeEUszanuIaLas 70-85 ez median progres-
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sion free survival (PFS) 1/9s3nos 20-24 1801°° wonaniidissimsanmls,
izazmaﬁﬁmi@@mm@’ﬂaaﬁ‘f’lu advanced GIST 147 Mewdwnau 9 T
WU 8 overall survival 3oy 35 9 9 70 luuduad adjuvant therapy ¥
wdie ladnmsdnsnlae 1y imatinib 400 mg/d \Wiuszesna 36 Wanwdlaumiy
12 ieuwlugile high risk Ine median follow up 71 54 (e wuh Tunga
ﬁiéfm 36 L@aUd recurrent free survival Way overall survival aﬁdm’sﬁ:s\lﬁ
16ien 12 Gauathefisle éyms 8&"

"wisumathadesinuLos | §un diarhea, fatigue, nausea, rash %
1Mzgawrn‘sﬁﬂ%a%maavl,ziﬁhL‘fluéfamgmm 'fmma%aLﬁmﬁgmma&imﬁu LFT
abnormality, lung toxicity, cytopenia, GI bleeding L‘]‘fluwa%’mﬁmﬁwuvlé’?

o o aX o 12
UDUHNNLACINMTNNAYUNAIINNE AN
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Buried Bumper Syndrome

9S9SStU YruSn
Ssuun  sswan
7/77/5?8/2’5?71//7\7467%877/777“85@71/ wayvuvaw7gmggznz§”7

untin

msl " e lovnamavshviaede AT 'a9ndes viSe percutaneous en-
doscopic gastrostomy (PEG) LﬁumﬂﬁmmimwﬁwﬁaﬂmgmzmfgLLﬁﬁgﬁ
Aumnmslasu 15awnsliieane %@mﬂﬁagmmiﬂﬁu%%amiﬁm’azaq@
SULBMABLALIADABINTANN WMGENe) 1u NzSmdslnssagyn nzSdlanian
vize suiSnaanamns IneAaildEusimehanlfisiet o 1980 Tae Pongsky
uay Gauderer' SafuAsfifimuianldodsunanaelutiagiu flasan
wsavh ey daaedy Tenssiuansd“nisadnies uaz 1snsnvh
Eamelunm 10-30 wil aehslsfions wohilnnsumsndewdeanld
Tusvevaunan (acute complication) uay T ena (late complication)
feonmifu msunandeuiifenaquusadntes Wy nsunadeds (wound
infection) m’JSLLNa%’J%N (gastrostomy leakage) m%alﬂmnmmsﬂ%auﬁﬁ
ANINFULIININ LE% msdadomeludasios (peritonitis) g 1ol
m‘mmz‘ﬁ{aum'%mwdmwﬁamzmwzmmi uaeulgfmits vl nananls
ownald LavAemefiadasaan vaefiGunh buried bumper syndrome
Fofofunnsursndouiiiamends fw @i
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) o A A 3,
NN buried bumper syndrome N384 aSasnuiiad) a.¢1.1988>*

Buried Bumper Syndrome 19



gj Y . 2 i 1
wazgnestales Klein wazansy’ Wunnviinuldlives Toawuiiesiesas
5 ;’j ‘ 1
0.3-24° MnMMzunIndauwisnae Anwuanmsl | eldemsmensihies
(PEG) I@ﬂwumﬂﬁamhmeaqaqﬂmaiﬁumzm (internal bumper) 10
malunszmnzowns Whlunsavdeils (bury) agfludusznhasionszng
awnIuastuldRmil vnlARanmeunsndausnae) susn 1w sxmsLhaviag
:dl L4 | 2 | 2/ o I gj/
awn3fi lima eenslal nansaudh  melunszngevns uazidh ldsae ludu
PINTINTLNNZDWNTA internal bumper Ry 1RAMILIAENARMT
a 51 o A [~ A A &) kA A o
MIEGAERaN, UVRITunUaImNN FINaUNISUWINTauNTULII Ny
i g.l/ | o % 6 | a
Tusefld 10 PEG amnusious 3 “denviaull® wdffinenumsifenme
. [ o o 7 I Y
buried bumper syndrome #&3a1nvh PEG Ieifies 6 5’ wnlulésums
QuasnEfignédasaalinnIsunInFauuusIsesn Idnan wazneadedn
A Aa 28
et

mRtaznalan1siianio: buried bumper syndrome

M3INANE buried bumper syndrome SNGUINANNNTALTIG
YN external Wy internal bumper snifinll vnlFAamsnadEen
¥ 4 . ¥ 4. v 9 ¥
Pa3HalEnLSIN (pressure necrosis) Z9UiTu WAGWANT UanaINHNU
: I T A . _
TnIeunTTINEe IR mmﬁlwm@mimamuﬂmgﬂmﬂnm internal bumper
A a v oA, a1 X 10 A A A, L a X 0 8§ & 4
29 SulvnmeRoushurisfionean’® Wefinmsdeusumiafienn asin i 9ag
metSnldida internal bumper Faeafwmadon malunsumzoms
(gastrostomy tract) mtyﬁa‘lﬂ WA NTENUNEMS Hadioiinlng (epithe-
lization) %umﬂﬂ@qm%nmﬁaﬂﬁmﬁamaaaﬂ _naTingaaBneY &9

wulumefimeatasus
U999 01 SUN1SINANI: buried bumper syndrome

MNNTUATDENITENUNT WUNRTRAEIUNIDENSTIWLTAINTLNIE buried

bumper syndrome 5%1@91/ LN
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Jasauan

Uszms éyAemsaess e PEG fafinluvivl external uag inter-
nal bumper TONWLLLL AU pressure necrosis %aﬂmﬂ‘ﬁ MY 18 PEG
Plalmang 8 gu mnerhdernsnald external bumper mnAwly vie
matdes 1o PEG Blaelif“snequludiaeiill snsnguavianiues
aadlel 3afiamsae 18 PEG laadhgihees

flades Fadue
mMskaengLs9wes internal bumper NNNTO IUNTANIZINT SNy
289 18 PEG fiflna nande lunefiwunme buried bumper syndrome tits
WoaRa5an7I3U19 wasdnwneas internal bumper SNWLINIUI928Y in-
[~1 a = [~3 1 a A 1% a ::Qd <
ternal bumper LUIAOARNAEN JLUTNEL) YaUAN Vo W AnfRe s
"W5U internal bumper FfaUaagy MwuTuTuiladu " esasnme buried
7 X o ! o A o & o
bumper syndrome’  wanNGEmu naglsaduazla5ess fiduilade

. N _ ) .
V" £19989M540A buried bumper syndrome 67e° (6119199 1)

15199 1 Jadefifendaenunsiinnniz buried bumper syndrome

Uadeanunsgua N9k 18 PEG RafinluvinlA external waz internal bumper Zmfinauvim
M3gua 18 PEG filsimang o
Uadwsnugunsal  Internal bumper +“83Unss 91nnsalunsziwiza1ns
anwmzLazgUIeeey PEG tube
- Internal bumper Fawman
- uAmINwan Fingaude
- fi3U19587 gauisBUAN
Tadesugte Obesity

Chronic cough
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91N1Sla:aIN1SIL AVYDVNID: buried bumper syndrome

mmwaa;iiﬂwﬁﬁmaz buried bumper syndrome Lﬁ@ﬁﬂﬁmi‘ﬁ e
PEG Lﬁwmsaﬁém (clogging) Iranvmnsudn laiad (resistance) vﬁamiﬁ g
pEG 3l ansnuedeuiauaseaLnG LE (immobilization) lnsamsndnihsnda
iM% (leakage) V09aNIARWERLSNMMTEU PEG tube vi30 Sanmose
fuisfsmazfedelusinoni W Smsuaiefminsnuiui“uas A
themasimatherins famediage ludasrios fagalunsz Tafia”" 1
Mefmudoneaniunsumnzanvng MaAaruesiRmTi o Lasag
fmanuma eFennameil” Teaame buried bumper syndrome &NLA
i late complication 984m3l | 18 PEG suusidarn 3 “Uavianly auia
50 1Hau’™?  uAF e UANLRAVEYNRES 6 S (acute buried bumper

syndrome)7
N1s309Aaen12: Buried bumper syndrome

MIINAREN1IE Buried bumper syndrome VTWVLG’TmﬂmmiLLazmmi
b 9 GINEIN UeUB7IA underlying disease Wt SAN9TELLLISE W
a YR [~ ° 1 t % (k7 % v
M3 sy niduthe savhldlidemathedies uagquadn “ana
< a L & R A o oA A o
WinaINMal Magan ZaduenmsihaUsey @ MIne auniansianie
Foviam 1wl#50U UazAARY 18 PEG Tuad (rotate and slide) agld anan
vl 892N internal bumper gnilawsinluiussrhanszmnzamnauasiov
TéRamienivins M3l thaslilu 10 PEG awhlddihetheviosnniu s
ALUANGNIINAIE localized wound infection visanesgare lUA 16 PEG
. - - 4o <y <
avfls nanTnieReuuasidionatng uay Wal shasluf ldiuenuduihe
Yo Y 11
TrugLhe
M3 '89ndnd (endoscopy) TraelmsAtasauluendsan laaasnu

internal bumper NLNARNEIEY gastric mucosa WHaLYEMNA Wi kN
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exosalfin bumper oy FsanuiiessasyuliiFnatiuiamniini

v vy '

A o A . A o AR o A 6 aa
NANWUSHANBU gastric mucosa UN§ MIUIUNUIZELIANFMINLLANE D

A A ana o ! 1o & | o w 2 6
ﬂ?i@%ﬂﬂ‘ﬁ?ﬂi‘%ﬁ'ﬁ’)%’%%&l LL@]VLN’Q']LﬂH(SL%‘K]ﬁT]H Y NMIN2ANITIIN NI

~ o d | 6,7,11
SnrtnaNiens uarmavheauusiman i Wudu”

AWA 1 Internal bumper Hslwanlanionszwizatmns hwlusoayw wanluuna lnels
Wi wuzasUate e PEG (mwannuwaslsaszuunioiuenis [sswenuia

WITHINING. NNATAUS 2557)

awd 2 (@e) uaz 3 (371) AMengsdraniamasi AslRLA internal bumper Heagluan

15Rmmh uazwuwssriweslame internal bumper (Mwanvivle lsASLUUMAAWEYNS

Tsonenunanszaengunan. uAWus 2557)
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N1sSN¥IN12: buried bumper syndrome

faqifudlslaifummemaSnengaian miunme buried bumper
| (% ldl [~ tdl < ¥ [ | A
syndrome udimanAduddiuiasiuluidaznenu fo mse 1o PEG
filsagponlivimue uihdihuazlifiometheviosvedagefion lawth
tdl o @ A aa o Y @ ldl o 1'% ndtdl
vanef ey Ao medtasuliSmeiay wnsnthier 1 PEG aanéneisn
NeLaE SWANTENLGe gastrostomy tract et ¢ Wiadagl ' 18 PEG i
Y tdl a 1% dldl o [ [~ lﬁl a

Insdinludwanle Taamwglunsdifunadslaidn ufumuas Fsanada
auflotlagiiuiimsinmnmey buried bumper syndrome wmwmmﬁmmm

ud

NHV]NTH?W%J%WJ@G@‘]JTWEWLMN'I SL%‘VI‘HGG”T]G’]’J LT Lﬂuﬂaé\l‘?’] GN‘H:

NSSNWIINIL

1A M e PEG eandiufifiifiasianag buried bumper syn-
drome 97 KIUWINTTIBNUNITNENAI1B5S Wu1A5 e i ene
wysndauay 1:nnvh i lkenn Gk
1. M1shseanaINNLIMiTaslanse (Simple external traction)
ad::’!/ A 3 dn‘ . [~ = 1 1 .
ABMAONYN NI internal bumper Lﬂwﬁu@aauwm (collapsible)
A A G 2 = | v o P =
viafiguaflu dome-shape @9 whsndseanswmMawThviasldhalaenia
ffiTeTey 1o PEG a9klfly internal bumper WeAntay Sa8mUMT
A&ad 18 guide wire oAl louthdasnsl ' 1w PEG Sulnsifi wwnsn
1 't gastrostomy tract WAs GneMIndas 1u guide wire inan wan
. LoV A A v o L X ad - X
1" wlnddnh luadameningias visiiensidon wnglunsdifiuna lifiaime
viaoumuas wazdowaimesan ‘nssmnzamswaesgthe
2. M54 18 PEG 2an@2835M5 'a9ndas (Endoscopic removal)
TS ANanmnASinediu vistie nssnunssdionuwxa PEG tiae
i . . e
7 0 uay ol wlvallunandeniuld sefimedinehen sl
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2.1 Pushed technique
fmanumslfisiefausnlag Klein uavans’ soust a ¢ 1988 lagms ‘a9
ndaadhll wohdell wmy ewes 1w PEG lualiifiuee) ue s in-
ternal bumper Qﬁﬁiﬂu%uslé”mﬁammwwmms sl | guide wire 410
meshutlany PEG fignéie wdathsanm 3-5 wufimes wmilofomils udh
snadaemal ' Savary-Gilliard dilator (nwit 3) Ui 18 PEG URYIURY |
YRS IneAiNaeved dilator L%@H“]Q%ﬁd 44 Fr it internal
bumper Qﬂﬁuaaﬂmﬂ gastric wall (pushed) mﬁﬂ?usl%’ snare ﬂﬁaoﬁ inter-
nal bumper Wa@10anM19LhN wdsantadsl | PEG tube sulal v guide
wire Al Vmenshiias Trsanmesuitbimummsinsnden uay 1ansandy
1% PEG Winliomslélu 24 $laemdamesnnans3si

simmiAsilnusenelnawaeuann Savary-Gilliard dilator sniha

Probe 79¢1#15ush push U (WA 4-5)

2.2 Pulled technique

FatacliAsaseenanmelunssing dhemsld balloon dilator™
i 6) Teusnanmsdindans 18 PEG yemihviasivdensyanns 3
SEUANETNEINT WAl | guide wire Wdnan NIz antael ' bak-
loon dilator mandes ¥hlll w guide wire i udImeaagUaRlELTIH

7,9 o “sunehueagu azfiauiiiy internal bumper 39YNM39 bumper

AT 3 Savary-Gilliard dilatators (NMWa1N Kabbaj N, et al. World J Gastrointest Pharmacol
Ther. 2011;2:46-49)
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AN 4 The stainless steel probe IWIAANINETD 27 . b WeNUAUENA19 3 Jal. NEUae
WANAINENT 3 7. L WENUARENAN 2 WK, (AMWAIN Binnebdsel M, et al. Endos-
copy. 2010;42:E17-E18)

2N 5 Mwanns ‘aendaafiulane probe luasansniiuane 18 (MTWATN Binnebssel M,
et al. Endoscopy. 2010;42:E17-E18)

panIINWTSNsTNE Lazhaanymethndaendas wadsantadsl ' 1o PEG
Fulnen guide wire YNIVTNTID

wannigaiasmaaslst internal bumper %aAaaNANNMITHINT
Taems 14 snare w30 forceps %@ﬂﬂﬁﬁwﬁumaﬁﬂﬁm Faaznaneia
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AN 6 N13619 bumper ARBUBAZW (NTWAIN Strock P, et al. Endoscopy. 2005;37:279.)

. 14
2.3 Push-pull T technique
Qd: [~ Aasa K b I o
WTUIDTMIAS 18 PEG 20nenemsUse 1mseninamsan e
PEG 84 Nsuime ey Kelly clamp 3983 internal bumper 194ge
& 3 ;AI L% 4 =)
Whanlunssimnedng snare loaEumnmadialats 1o PEG 1Wimde lsvanns
3 3. MLV UALEia 18 PEG flaghiasn i Wdusuawaen 2 au.
:3' z a v (% gj ] 4 3 12 1 ] 1 :dl
i weunld wdsantin  aendaadnluudn 1f snare aneruNnItaf
wdoatasmy 18 PEG wavduannly ymawihvins 1% snare liladasiy
Tu mr0d 8 PEG w00 2 an. sinld uarl¥ Kelly clamp duldagfonans
\Wugtléa T (wdl 7) 9ntiu 1©INdR9ean Wazyinn13dly bumper ¢ snare
Tuanefivhimadie 12 PEG éng clamp mavisnviaslindantu avtlany e
¥ v =3 1 1 & 1 3 4
VINUTNVIDIa8INe A91a08 clamp way ‘asndaadnly 14 snare ada9 18 PEG
1 ) ;% 1 a L Adl &
sananmethn way whanl ' elwslldmedeadin anmsnenudihedls
ST WL Re A EIN Y
MSUNTEAN A complete epithelization ﬂﬂ@a}l snare ’%VLN'
1 % } 4 ::\ddl A (7 1 1
wnsnEwle 019lE 358U SN Fsavnasiell
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Endoscope withdrawn
with snare holding “T"

AW 7 LB Push-pull T technique (NAMWa1n Boyd JW, et al. Gastrointest Endosc
1995;41:508-11)

2.4 Pulled out and replace with pull-typed feeding tube
Jumsi PEG AIflsdhaanain gastric wall lnamskd 1o PEG
Sulual fugaa sanmefionils laadindais 18 PEG tube linde 3
TUANRT NN W3Rl ndaefisay 1endn udlFredauedas
guide wire 989 PEG kit tlanzidhmaida lag asidandnlafly aemn melu
NILINZAWNT AIIRQEUUIINMT ‘aendasiidseanasetiutas e 1
guide wire ®umsg PEG Swdn uazld3s pul 1o PEG sulnsidhanlu
¥ R a £ £ 1 1 1%
sz sWEAseanmMeioanls leme e PEG Sulwsiazdhliedas
o o o \1 ¥ o 16 o
Autany e PEG dwm wavazgnauoan iwiasm (nwd 8)
2.5 Needle knife technique
A 1% 1% | =T . A
Tunseiit ‘sandoadhliwud Tsiiu uwes internal bumper e
a¢jiael (complete buried) 1awuien bulging AFawiu I@inenums 4

Olympus pre-cut papillotomy needle knife CTRENasiot) I@Hm’iﬁﬂ incision

28 DA 1S IAUIMNESUUNMDIAUOIMSIKDUSINAINE, WNUMAU- DAY 2559




Fhuuane anqgeienanssaeys audit 1uwes internal bumper W& alli-

gator forceps 38 snare 9 PEG tube 1‘7‘1EiaaauislﬁwaqmL%’wmslumsl,wwzmmi

warrhaanymathn (pulled by snare)” (MWH 9)

3. MINWLITHNIGALAZMTHIAANIUNEDY (surgical interven-

tion and laparoscopic removal)

Tunsdifilsl 39 09iMI3nsn@eis simple extraction %o endo-

scopic technique #wWe U&? Wip lnItiAfenLunINgau WU Madia

Apdaming] will

\\"\
Taperad PEG TubeEnd

AW 8 The tapered tip of the PEG tube

=
= =

AN 9 N1519 needle knife NSAETINTZIWNZEIYNS

Tiduuanaingaionansaaesaeyw (Aw

97101 Ma MM, et al. Gastrointest Endosc.

1995;41:505-8)

has engaged the bumper buried
in the abdominal wall (ATW3IN
Venu RP, et al. Gastrointest

Endosc. 2002;56:582-4)

Endoscope ——

/

Gastric

Lumen Needle Knife

Buried Bumper
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;ilj ! 4 . .. A a [~3 [~ L%
Lﬂﬁamaﬂmiawa@ (peritonitis) ¥IDLNANUDI NALULNUINYDINNFTRENTIN
! o v 1 . 17 ! !
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& 1 ¥ 9: 2 as ahdlal a Agl/
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o v v (%] o 1 [ v 1 2 2
v lgwSantumai PEG tube 1moan @dlenannsnindiv
ldl ;4 a 14 % dd‘d a dglj 1 4 =
Toe?l w0ld tract Wwinldias sndunadiadnsdads lutasiasnsan
AADITITU I RTR Zanasmei aimesnleeidmedaanTanudn avve
1 % 2 as 1 =3 a o tdl o 1

wnamvnelaemssnmnesenufgiuelunon FsRarsanwin PEG Aishuviva
DUNUNEINAS

msilasnunisiianiae buried bumper syndrome

1. 189¥h PEG agil tension 5¥1314 external Wae internal bumper
. o o X das 4 X y
2en9sN I udaMAIIaaNe tension % e PEG tube L@Rauduadle
1 a v ‘ﬂl ‘g & 1 2 A
0en98 3¢ leel external bumper L@aaumwmﬂmammaa 1 9. WABBN
A o v o 16
NIATRAINYID9
2. laimsnathdasld external bumper vuwnAnl Wiasanagyin
! o v A X 18
WIIFNTENINNTINTNY29TY internal bumper W2
2 o o (% U ) ASI v
3. m'ﬂwmuwammmuawﬂﬂwﬂsﬁ PEG
16 mMIQua e PEG Tusiasi 39379 aud o PEG 13190
‘ﬂl éj v a o 1 2 [~ 3 ]
PAaUTAS L@ Jnnfanilsaehalay 1 aw. LLazmgouuNiaﬂL@ M haing
v v o o AV Y AA o 9 P
phieele external bumper §97lldnansn lunsdindslld o PEG ensld
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Sumsllaniatnaguatefinde Wetlastiuldlifiedlld snsnauea
R 1Y v ::9!/ v QI/ =3
maslaae 1o PEG oanlealsiden wonandt mndquanuiiommesii
mandeud laild@ns PEG tube M3l idullonudng wiaownsash
a a % A ! a :4 6
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Management of Gastric Polyps

Wao ASWSSBNS
WS wsueld

mielsamadiuams lsamennapinaanaeiny

untin

falbensumee s (gastric polyp) Lﬁmnmmﬂ%mﬁﬁ@ﬂﬂamaa
Lﬁ@Lé@%@ﬁﬂﬁiéu (projecting) mﬂﬂ’;lﬁlaqmmwwzmms (gastric mucosal
membrane) Lﬁamaawu@'au’fdmszL*W1gmmimiﬁaaﬁmimﬂmwsﬂaa
Snuniemaiiaidodnen (histology) 1L%§] pITNMGMITIIa LA 50D
Aansonhfaiednamiifiudaslasumssnmiamnsazasviae sl

1%‘U‘Vl@’ﬂ§dﬁ%ﬂdﬂ§d fundic gland polyp, hyperplastic gastric
polyp, gastric adenoma, gastrointestinal stromal tumor (GIST), inflam-
matory fibroid polyp W% gastric neuroendocrine tumor (carcinoid) i

AN
Fundic Gland Polyps

amﬁaaﬁﬁ@‘ilﬁ@ﬁﬂﬂ(ﬂ'BS\IU%L’DMTW&;\I:QTW?%LW']E,@'MW? (fundic gland
polyp) (mwﬁ 1) Aafudaiofiomanurnenma aandosmadiuamns u
uuldiaed 0 lwlsemeuauazuandnanisdnmame lngwudr lunga
éﬂwﬁm%umimw DINADIMNIAUD NS ILUNLANNEGN (prevalence)
gpsMImTaNLAsianszzanmsSaray 6 35 Tnemuifls fundic gland polyp

Souar 77 dn hyperplastic polyp/polypoid foveolar hyperplasia Soeay 17
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AT 1 multiple fundic gland polyps IWUAINNS ‘BeNEBIUSLIEL gastric body

i adenoma 3988y 0.69 LAkl inflammatory fibroid polyp Lovay 0.1
fundic gland polyp ARSIAWLANNS 'aané’aaﬁnwm‘hmu@ﬁLﬁaﬂ%mwmm
fio Toesnfmneidn (<1 o) Fufnvasfadiaasidnunieden (smooth) |
(glassy) LLanLaJﬁﬁ’m (sessile) mﬂsl%ﬂé’aaﬁﬁ‘szuu NBI (narrow band imag-
ing) aufudnnis i (honeycomb appearance) uasiviaaaiionat]
Wi (dense vasculature) &9 lslAaifugnuawsmziiasan 1w
wuldludaderiialafumyss (hyperplastic polyp) 16¢  uanEamsimsauny
flemaigan fundic gland polyp Fudaiariamanslaan (hamartomatous
polyp) athdlafenuanmadnnsosnnudateriainng “uiuEiy
msl#tnannsnaiia PPI (proton pump inhibitor) #9lafims. uainaln
nmstiudsmanasnsadnaensfiadanaasfiendosiunes nmiine
wy’

Fundic gland polyp agisvnaLidnusiansenaudniivens (dilated
oxyntic gland) Snumissianvaanaasion laaEtssnaagadnlsvea
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%HH

AT 2 anwee dilated oxyntic gland NL384AIA1E cuboidal parietal cells (a); La flattened

mucous and parietal cells (b L8z ¢)

LALTRALLNANTILUNIIY (flattened parietal and mucous cells) (AW 2)
[ (9 | £ 6 v . .

MINUENHAEFINENAINMIEBN [aeene hematoxylin Was eosin (H&E)
fodudsmaldauunld ~miefinesisfamnnu i uire9dadiadl
ANEULNNALNE (eroded) WaTHANWIALIDINT Hadofiolusd (regenera-
tive appearance) aavhliitanafinda i iiuradiauUnd (dysplasia) |61
A & a ad v a ~ & X A X%

FenzradReUndnuvaidleuannzafiadi_9 (high grade) fawwléias

mﬂLLazwuaahq?Gwﬁ@mwwﬂumjmﬁﬂ’mﬁlﬁu polyposis syndrome

wdEnsImeaiiln (Clinical approach)

Towmliidloamanu@asie e wdendadiolasyhmasiazuiie

q

(biopsy) aihlUasia aubudumsitade Audeffvmelr (>1 o)
AYIALYNMITFRRENTINNALNBEIUEINTITRSEIRIRN fundic gland polyp

Management of Gastric Polyps 35




Funuripasnazdisna maifin 1 98, mIvh biopsy wnstinaglifinna
wisng siflpsnnvnndadiasiulalls fundic gland polyp M3 ' biopsy 819
liinsaunquituiionaazillom wudifhu dysplasia viaifhuilasen (neoplasia)
mwhmsama audadefimiahifaiiosuleiflshmitheuaneisands
A R o . ~ A = v
o ulnjeehstanuuazaisvi biopsy WaaTia auvsavnnudiulyle
Minfstomaiiean nammzaensgslunsaimdaiatiame mani 1 @,
fues wazaeflushumibsiing @ lsiioe 19w antrum Wit Wawy fundic gland
polyps Iugtheesias laeanathafstmufadiofiamnusnn (gu >20
a o R & . 9% R A @ .

§19) AITAUININNIY polyposis syndrome Ay I@mqwmmmu famil-
ial polyposis syndrome ﬁﬂazﬁawqﬁamdmajméﬂwﬁﬁ fundic gland pol-

5-6 4 A X ~ 7 A @
) LA INOWASNUGOILWBUINITY antrum LQJQGLGWTW]’ISJ

yps (maﬁmﬁla 40 1
Fruhastiansumnzevstemuiediasiuiiasenlugt] 180 udi (duode-
nal adenomas) AFALAADINIY familial polyposis syndrome VL%L ENQIGH
Asvhms ‘sanaasant “lnejsaneae

Fundic gland polyps tipensssnniazwy lunssmgamslnefhis
nMafiaite Helicobacter pylori @) wmeﬁaﬁdn%aﬁﬂﬁmﬂLﬁaelmﬁ@]m
ﬁé’avl,siwum’;z familial polyposis syndrome ﬂ’liﬁ’%ﬁ@ﬁﬁ&l&%ﬁﬂﬁzm’lz
omminAsisiufinndestuae athdlafmamamuiaiaswusnmided
e (>1 78.) Tnasdaam wmeﬁﬁmiaaﬁqm No usazealud
LML TAE LR fifounshinidlalefinudadtasuausnnnin 20 &9
Iulviefailafiowalngind 1 o, nhmIaemnevBanaaen PRI i
Usufiuhdaiinariimsanmnemiedmnuasiall mamuhinsanasas
fodtomariazlien pr1 ndudn |y lwsiiudslifuinnumideludasans
wiang & lwmsdftiEmnwuhmseheialadldmadan oanasRaoNLAEY
¥iewasen PPI wazanunaen fivAatandl awhil wmovile esiason
M91TREE gastrin IWESNNdauTase inuanm “NuAsEr sy
gastrin SL%%%NLLazmiLﬁ@W fundic gland polyps9 I@mz@ﬁ'ﬂu%%"mﬁ 3 (>400
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Alan3a/an) azhlvdatsnngfifiaanmstiudsmamdsnse mnladwug
hefinnends 15 gastrin JnAfieanMelusmeas (intrinsic hyper-
secretor) wazlinwunditiesonust #3luan (gastrinoma) wianguenmislea
A ¢ Av ~
291995-1088 “U (Zollinger-Ellison syndrome) Nensfiazngaen PPI wagi
DX A % i 3
%ﬁﬂﬁal‘]hm\lmmi"ﬂaﬂ’i@ﬂi@ﬁ%aElau, (gastroesophageal reflux disease) N
Aazldennaniudedhiud yiudl 2 (H,-receptor antagonist) L 1NN
ARBNUNLANHN NI IDNMSTUD L ATRINTLALWNS (gastric

T VAT PREY

carcinoid) AUMTELUEININAINTAAINMS e PPI
% a{ [ 1% a a{ a 3 o A 1 a 1% 1
arenTinAeNTUNad R esnsen oAl e Ems 9 Suldannslden
Uy c‘ =84 1 él/u ;2 & b2 c‘ 1 all
El,u@mmvl,mmamsﬁsmmmmwm%m%ﬂmm@msl‘mu,aw WA 139D

yinle 2
Hyperplastic Gastric Polyps

faerlsinanefhusmss (hyperplastic polyp) RAMNMIENL UAS
ﬂmﬁm?{hmmaaLsrjaﬂW?Iammaam&wwzmma: (gastric foveolar cell) I@ﬂ
fofimssn. uifeduethasutaanaEunfadierieiind inflammatory
polyps Lﬁa%ﬁ@mﬁﬁmazmmﬁuﬁwmuaahamﬂ (hyperproliferation) a4
foveolar cell PEIFARY F09aIe0N UNTENZIMNT (gastric pits) WaD
Sunlilow (foveolae) avdidnwaiineoan (elongation) AALAEN (tor-
tuous) LLazﬁmimeﬁmaa%mﬁaqﬁq (elevation of the mucosa) Geanmue
%ﬂ%m@‘iﬁmﬁ]ﬁ&lﬁﬂﬂ’j’l polypoid foveolar hyperplasia sLuﬂgﬂ’JEIﬁvLGg‘l/%‘umi
FNEANTEINZaNTEeA3 Billroth 071 1 Uae 2 (Billroth I and II) U3tk
lmefimdAarasnsumnzavng (gastric stumps) Lﬁaqmgmwzmmiﬁa%}
Indusatifonsia (anastomosis) asfims “uil futhd auft Inadoundu |
nasza W (bile reflux) athsstaifiasuasniln wavhl¥ife foveolar hy-
perplasia BEN93TE FTY Elu@ﬂwmﬁwaamwumﬂmaéhé'ﬂwmzqqﬁw (cystic
dilatation) ¥89 foveolae wasnlidnwe il (polypoid lesions)
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ﬁﬁizﬂauéﬁwmﬁw (cyst) J0sadsaNTianLAta (tortuous pit) LLagﬁﬂﬁ‘ﬁ%
mmaamaumwmﬂwmmﬂﬂ@wLemw (eroded surface eplthehum) sﬁaaﬂw‘my
mﬂanm@iaamﬁamw gastritis cystica polyposa Luaamﬂm’gvm%m
mﬂanmamummmiaﬂi@maﬂw‘mgwuﬁwmmummﬂu otflosunns
U uﬁawal,ﬁ@%uﬁm,%’mmamw hyperplastic polyps
mmﬁ‘mﬁaﬁuﬁmm hyperplastic polyps GLumzL‘wwzmmi
ﬁﬂwudwﬁﬁaqﬁﬁlalﬁm (mucosal atrophy) 2987193 wmmmmﬁm%a
Helicobacter pylori YIDNTLNZDIWNTON, mﬁ@aaiwﬁwﬂu (autoimmune
gastritis) Ala™° oehelsfienugae dlddmanuinaiedaidestnaiily
fheffifioyfanssmzanynaUnGviaauULaay was (normal or reactive gas-
tric mucosa ﬁiﬂiﬂ/\lﬂ%ﬁﬂﬁ’l%ﬂﬁa@éa Helicobacter pylori 8@ U
smﬂsnu EL%‘]_J’:T”WI@TLLZ]‘]JG]”?%G]T]W‘]J’J’I hyperplastic polyps mmﬁumma
nsInEaTNATeTin UL AUDALYNINT ‘aendasldiasusnudosas
n5eray 207 hyperplastic polyps NNWLULa EJVIJGLHLW@T%WHLLaSLW@T%EdeL@ﬂﬂa
\Westi laewusnngaseny 60-70 1 Sovnns ‘aandamsunivavisasey
failoldoensios antrum wazand a9 fo SnwaisAnfiiazEey
(smooth) Fanueaaelam (dome-shaped) LATHUNATENIN 0.5-1.5 a3l
(i 3) Gailofsimnalnasinddnuaiuaou3endy (obulated) wavdl
#11 (pedunculated)’®  wariuRaEaysindsoaiaimy (eroded) Fadu g
lnAams tdaniaas (chronic blood loss) warAtlafinarsanms
NAMGIMEN (iron deficiency anemia) & ﬁaa@%@ﬁ%wuﬁﬂwﬁﬁaqﬁa
mm@elmﬁm@%mmmﬁ:mzmwzmwﬁ UaegA&in (gastric outlet obstruc-
tion) 573'\‘1Lﬁ@wmsﬁauﬁamﬂﬂqﬂgum%aﬁ'ué'aa (prolapse) W&fanssimng
2115 1 pylorus” SAnuEai1 hyperplastic polyp WagiAinnmsa
hyperproliferation fia@at uaaﬁuﬁumiﬁL&@Lﬁlaﬁ%um@ﬁmmmigﬂ
Aanzviauea (ulcer) Ia aﬁﬂmﬁmqu@aammmaé Afion g(increased

cellular exfoliation)]8
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AT 3 aNWaLPaY hyperplastic polyp NRTIAWUINNNNT BINABIUSLIN gastric antrum

Snwasmeganendinenuazinai lumsitiade

AnNwauraad hyperplastic polyp 8nNiAMsEine (elongated) NMSH®
gﬂ (grossly distorted) MIeNLYWd (branching) LagMIwena@Iwed hyper-
plastic foveolae ﬁm@éhag’slu Immﬁﬁé'ﬂwmzmm (edematous stroma)
f9tsznoudsvios N (rich in vasculature) WaTWLAMSATTANLEH
PosngunEmioBuY (smooth muscle bundles) Tanfufimasmssn. v &
NENUNLINUSEIN S RLRY 1-20 989 hyperplastic polyps ﬁé’mﬂmzﬁlﬁu@@
WSNEN (foci) Y99 dysplasia (WA 4) é’wmﬂﬁ’iﬁqamﬂu;d Pl
AsiisnansmslfinaimAtaseislenauansetuie 4lunsUsadinnae
dysplasia mﬂﬁ’jmzel,%mmmé:auuﬂmﬁnﬁﬁ@mﬁm@ﬁm ASVFOTINNW
(real geographic or biological variability) wuﬁmiﬂmaﬁuﬁmaaﬁu‘ P53
(p53 gene) annfaLnGuadlas il (chromosomal aberrations) LazN1T
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AN 4 AnvnzEag hyperplastic polyp ManzaslvilAinieanuazaas high grade dysplasia

Tnefin dysplastic epithelial cells

\A® microsattelite instability bo AsHadnandisdu'®? Taawuniens
‘qﬂﬁmm (overall prevalence) PaIMTNaT NS (carcinoma) 289 hy-
perplastic polyps tioenhaeas 2 wasiinaswu ldtosludsiiafislavne wafiu

2 SD,N.ZI—ZZ

LANIYNIARILN

Hyperplastic polyps Nifzwnalvingifin 1 ga. dlam 1" aslumaiia
[« [~3 4% [ : L4 1 6
USRS ﬂ’ﬁi@illﬂ']’i@']@ﬂdslm%wﬂaﬂk‘i Nuuﬁm (completely removed) I@&I
LA . A A A . .
MNGITIANLINN dysplasia A8 WANZESIM Eﬂ%LEI@LqI (intramucosal carcinoma)
1 ] 1% AI dsll dg A A £ : 1
LL@]@?’JQ»LNWUSL%ﬂ'lu (stalk) 2DIG19LHD slummmsammmm@mamq
€ ¥ A A a o o 1 v < 23 g .
NU”iMLLﬂ’JVi’ia EULAENNUOT N - ITLALEN 1%ﬂ13@]® (excision) 58 ElI’iﬂ

A o

d' % Q' éi' . . all | [~3 . ;’
NNANBUSAALAIUD (polypoid lesion) @ITNAL NNU (sampling) T
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Eoflaflsislseelse (unaffected mucosa) 33dnen Naiolhldmuazden
maﬁaaﬂaﬁL%aﬁavl,é’l,ﬁ{mﬁusﬁaaﬂamammmw (topography) HASANNTULII
(severity) ¥8908%a4 (background) ¥89NNIENTLNEAIMNIANG U (gastritis)
waznmelaidien (atrophy)

dawu hyperplastic polyp mmﬁ?wﬁ@%mmqﬁwé’waamiﬁ
nesnEaYIENL LuuUelienyiinEnts (chronic atrophic gastritis) A9
UTLLAUANNTULIILALIAUINAMINTENLDBN (extent) VBINIENTLLAY
awnEnL UnuUdeiendny eitelumilumasuuna sl e (risk strati-
fication) YDINTA ANLLSINTLNZDIMT (gastric cancer) Toe 13190
Usuiuldannmaiiaiiodnen (histology) l¥metsuifiuaes Operative Link
for Gastritis Assessment (OLGA) (Gn‘i’l\'i‘?; 1) %39 Operative Link on Gas-
tritis/Intestinal Metaplasia Assessment staging systems%25 %ﬁLLﬂJﬂJﬂJiSLﬁA\M
ﬁa@jé’f@qmﬁaﬁﬂwmgﬂmmaLwﬂ (grading) mafeiflonnduiesothsdi

R399 1 MUY gastric staging lneld OGLA system

Corpus
Atrophy score No Mild Moderate Severe
atrophy atrophy atrophy atrophy
(score 0)  (score 1) (score 2)  (score 3)
No atrophy (score 0) Stage 0 Stage | Stage Il Stage Il
(including incisura angularis)
Mild atrophy (score 1) Stage | Stage | Stage Il Stage Il
g (including incisura angularis)
E Moderate atrophy (score 2) Stage |l Stage Il Stage Il Stage IV
(including incisura angularis)
Severe atrophy (score 3) Stage Il Stage Il Stage IV Stage IV
(including incisura angularis)
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FUAINUSI0E antrum WAY corpus TaNNILNIzasee 1435 biopsy T
iEemansuzihgas Sydney system”  ANHRALYIMEMUWTALENT DT
ilashachofildmnBnn antrum wae corpus Aedifiuge “éyBadiasan
N1Y pseudopyloric metaplasia %ﬁé’ﬂwmﬁﬁammuﬂé’m (mimics)
FulbeHen5ns antrum s

YNAWLEMafiaite Helicobacter pylori mﬂﬁmﬁﬂmnﬂmmm
fasnumssnmReiutig whsamdadele Saleuynns aendaaiie
biopsy %m%asl%%%ﬂmﬂmmmﬂmmzﬁf@imﬁ’ugﬁa (urea breath test) X
Filhemaneewu hyperplastic polyps meliviaansmuadld”  dile
7fl OLGA 72U 3 Uae 4 (stage I and IV) enFawiims ‘sendaadiaith
sedlse lusvazen (long term endoscopic surveillance) Toeszazing
wane Wi eflagldiie surveillance siudelafufivauuidauasdila

LLWJ‘VI’IG‘UﬁﬁaLLUUMﬁﬂﬁW%L%@ﬂJSBS\Tﬂ‘}; (evidence-base guidelines)
Gastric Adenomas (Raised Intraepithelial Neoplasia)

adLﬁaﬂiszwzawwﬁiﬁﬁmﬁL‘]‘;Juuiaaaﬂ (gastric neoplastic polyp) ‘ﬁ
WuLlpei q@ﬁatﬁ]au‘ ﬁ’;ﬁﬁmilﬂ%@aa’mﬁ@m@ (epithelial dysplastic growth)
fasinBenfatiesiiniii adenoma lesasdmsaniielan (World Health Or-
ganization) iﬁﬁﬂﬁﬁ@%ﬁ%{ﬂ%mﬁﬂ%ﬁﬂﬂ (new nomenclature) @9 raised
intraepithelial neoplasiazg'30 El,umjmmzmﬂ ﬁd@ﬁumﬂwu gastric adenoma
FRefiAnEasNNMIGioEe Helicobacter pylori Taesn lagnLTaen
Souar 1 9090 9H0NTLMIEDIVNIANTIANLT MR %umﬂ@mammm
ﬁﬁrzmﬁslw,mmaL%m@giuaaﬂﬁazwuqﬁﬁmmi (incidence) ¥89MINA gas-
tric cancer _JLAYWL gastric adenoma ”L@?‘]hgmmmfiaslu“"maqéqLﬁamzmwz
2195°"% gastric adenoma  WNsEWLRS e eazrds [y iuaLsn
wutaslugsene 60-70 T anms ‘amndassnudnumsiusauederhasmi
(velvety lobulated appearance) LLazﬁﬂWULﬂuédLa{m (solitary) (mwﬁ 5)
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wihay ansonuldvnusnaeesnssgavnsudsnwULBeL 5L antrum
MINUUNABUANBUE (features) U89 gastric adenoma Toel¥n&asiisiszuy
NBI siugiolsifimarmuaiiuiidany’

Gastric adenoma azﬂizﬂauﬁwvﬁaélﬁaqﬁﬁ@ﬁﬂa (dysplastic
epithelial cells) %@Lﬁ@ﬁnﬂmiﬁ atrophy La¢ intestinal metaplasia I@Uﬂﬂ
Aviienm “NNUSTUMTAeEe Helicobacter pylori gy Tansoulaeailasan
dysplasia \Yl4h carcinoma VLGQWILSﬁuLaEJ’JﬁJUGL%aaWVLﬁLﬂQJ (colon) ‘Wm(?idl,‘ﬁaéd
Suwalngvhlsfersiemuduld§fesmy foci vasmafiedinamss (adeno-
carcinoma) APy sSaiRe Tl it st (synchronous ad-
enocarcinoma) wonwHennusnafinylunssmzamsinoeuiwy
155@%@883 30 U3 ijﬂ’; Hﬁﬁ adenoma Wa¥A foci 989 adenocarcinoma FIH6E

LIIANITIARTEN

Gastric adenoma ﬂﬂwuduﬁ@el,u@’ﬂ’aaﬁﬁ@ﬁwé’mﬂu chronic atro-
phic gastritis asnn@sierianiofusaalsein (precursor lesion) L

AT 5 A: anwaeag flat gastric adenoma FINAUR velvety appearance fusiae distal
body 289NTLLWIZEMNS B: Anwuzaad gastric adenoma NUsznausae dysplastic
columnar epithelium LaZRANMUENUIUBNITHNIAINNTLNIZETYNTABIZNY IH2D4

gastric tissue remnant (§nFl3)
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M3l gastric adenocarcinoma é’aﬁumﬁ:ﬁi&ﬁumm?mmLLawﬂa‘ume
M3INILANLPBNAY atrophic gastritis @%mnﬂ@%@ummﬁa”l,ﬁmﬂmié]’@w ad-
enoma 8th9 a1Y30% M3 biopsy 9IMENMI 4 OLGA %3 Operative Link on
Gastritis/Intestinal Metaplasia Assessment staging systems lums
Usufind wnsnlgudnmadeatiulu hyperplastic polyp®* ™ ﬁﬂaanﬂﬁmﬁ
|&5umsaflasuid gastric adenoma 3leSumMsGamaniathseilsn
SN EMSGeEe Helicobacter pylori #73WMs3nenTangne. 1o

Gastrointestinal Stromal Tumors

Gastrointestinal stromal tumors (GISTs) Lﬂuuﬁaaaﬂﬁﬁmi LQ%QJLL?JG
¢7a1N interstitial cells of Cajal &9 snsonsldaaangrsmasmadiuens
(digestive tract) wsiwuleviaelugasvios (abdomen) wardadsnsiu (pelvic
cavity)”  leenulunszmwzamnsioas 40-60 GISTs sinwuseyluwmwerne
waz snsanulevnusnadunszmngevnsue wlngjaswunSin fundus™
e laimmuiiade e (predisposing factors) Feuan, Léaqﬁ’migmwgmmﬁ:
JasRauhoden (tumors) MANANWULUNANIDNANWULYDINTLLALDINT
Fou rdielofle Wudih waidsenunawy microscopic GISTs 'ha
vorlunsumzomns "mumaq@uajﬂum@?%umim'm”@ﬂizl,wwzmmil,ﬁaamﬂ
gastric cancer uarmsAnEavhIFaa 930 wiillem lveeninfiasmy
GIST 299 s uas TanTofasiandnamnna e uagSs (malignant po-
tential) g

anMs ‘2andavasny GISTs fdnwamduiouldifoyfn (submu-
cosal lesion) LpUEUUEALA (well-cicumscribed) ﬁuﬁuﬁlaqmgmw
amﬁﬁagmﬁaiaﬂﬁ@ﬂﬂﬁé’ﬂwmgﬁﬂ@ (normal overlying gastric mucosa)
ueifiananLTaeiaeNg (eroded) visaunanidnawsaslsa (ulcerated center)
& (Wi 6) M3 biopsy ﬁauﬁaaaﬂﬂﬁﬁ@ﬁﬂﬂﬁwvlé’mﬂLﬁaamméaqﬁﬁﬂﬂﬂqm
ag’ﬁn%ﬁﬂ%a (slide over) Wilafouiadan wasthnduildeemwii (biopsy
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ATNA 6 NINANNTT 'B9ndoan RalHLRY GIST Feldnuwmeilin ulcerated submucosal mass

USLIU gastric body

forceps) ﬁmzﬁﬂaiﬁaagﬁ%u befefivany swes GIST davilynens
NN T Wi ias NG Sarmmsiarlildandeguian
W Nelamitadufadawimssaanandsintums daanadnang
@@&Jmmami '99nNa89 (endosonographic fine-needle aspiration) W33
¥ Snrfinslaaniiesiarwiie (tru-cut needle biopsy)

Tuiiiaifioen GISTs azﬁixﬂauvl,ﬂ@?’mﬂﬁjwfﬁaégﬁmz 28 (spindle
cells) %@azag}mzmjmﬁuaa’wLLﬂmﬁm (dense aggregate) eiSeasElun
Q'N (arranged in bundles) GLuﬁ@deﬁLmﬂGmﬁu (different direction) (mw‘?i
7) 3NI0LLN GISTs Moifhn 2 sfiadauuunsy 28 (spindled) waztiudRtanys
(epitheloid) T@aLL@iamﬁmzﬁQmﬁﬂwmzmaL%Lﬁ'a (histologic characteris-
tics) A l$vhwemn@ingsn (behavior) 16

LIINITANBINIIARTN

GISTs Miwednndn 1 ax. gy lfomsuazsinasianulae
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|

2 TSI B SR
R “-:‘ L $1'¢ i ﬁﬂ}‘ ‘mi
¥ A F Ti',",i\.l'lﬂ\* ‘-"‘:" ,\'1“‘1:!?#' ol '5
"a""-"f‘ﬂ' A
'.:‘:1::.-':: :I.?:-"h" 4::? ™ t;‘b'”

- { W h- ;"'J' '\k e
*’f?.'i‘,h" s .
SRy 1;'.' "‘c*,-:{%:..

.!H

S i 'S"r S
V iz ok “{w{.‘f‘i&?'f-ﬁﬂ?&?;

AN 7 ANNeNSINeIL AIENBEE stroma ﬁﬂiznauﬁwnsjma@ spindle cells #awulsiln
GIST

Tadsmnainms ‘sendesmaiumasadelsdan e cIsTs Tnauag
i ey liisesiamny (erosion) vidouwna (ulcerartion) ALAVIIAWAS
Boyvdenafuneiuasiradudld wasmaaadefinuindu wgaasnie
Rareanvisaiianmate ¢

nn@%@ﬁm’mwu GISTs msazenibtansfidnamumsiungss (ma-
lignant potential) SINGILL 1o laewuannISauas 50 maqﬁﬂ’;aﬁm
wuwwndeSauanuasd GISTs Aflmvnelvg) (> 2 7a) snegflusvesunsnsyany
(metastasis) Bev¥asudn Toasumbsfinfimsumsnszans dusedad
sLum@ﬂﬁﬁawudwimazﬁ “URUBIUG (good correlation) FEMINUNIA (size),
AN HT0 MIULNEN (mitotic activity) LASWOANTINTIAATN (clinical
behavior) 289 GISTs SWeuusihlirhde msudonfifanelgdin 2 o,
Tnganneidnnihenal¥3amsionfousantiofonnuymems 'asndes (endo-
scopic enucleation) LLazmm@?’;ami@@mmﬁaLﬁiﬁz’iﬂiﬂ (surveillance)
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fimaFengafidudslnlsdulow  (yrosine kinase inhibitors) aiu
AN ULANERILhsNe (targeted therapy) Glmmﬁug”,ﬂ’mﬁmazmmw%
nsrneradlsnudvdall 1wnIiMIEEe (unresectable) faw GIST an
&% fimsl¥en tyrosine kinase inhibitor MendsmMInnsasafauluTEn
s GISTSs Aifleman e .3 (high-risk GISTs) Weflaesudmanauidvd (re-
currence) usiszaznalwms e fimang sl lsifuirmmuedaan’

mafiosuiiadeAnamedaylunen®inen (immunohistochemi-
cal stains) foflunla Wylumsl#iesy aisTs leetiommsnaeiiug
289 c-kit proto-oncogene HUNALA “wﬁ@mwﬁ’ﬂmmqaﬁ NN
wuldannmsdasfienii wousuan (antibody) AlFlumstoade cD1'7 g
axffonde CISTs |ilszannisouay 95 laufimasdndavas 5 (nifumdia
epitheloid) EL% antibody ﬁﬁam@@ GIST protein YEn platelet-derived growth
factor alpha® leewnnbinuindimsdon@ewass antibody anandnadiv
ey ¢ “phoaduiinenuesndaiioGey (eiomyoma) Wiainsenues
J2uUU5Y M (neuroma, schwannoma) "%dﬂ’ﬁ 980N actin LAz S-100 L‘ﬂlll
GEY

@hﬁel,%’v‘hmawqﬁmimaa GIST Ainensunmdansvianldusudin
1sznaudny anemestoniinsen (umor size) WareTIMSUANGN (mitotic
count) Taeilis snsafiavuenldhdssnevasitasanlasnnun i
avllom ifin metastasis fannaumaluday Sdeyatsdh GIST fidawe
WEnn 2.5 ga.asny metastasis Sovay 15 uasfiatwuiudoas 80 lungs
Afloweniv 6 ou fmadnmwuhmsiien mitotic count i _sas “uiWs
fuM3aLsan (survival) fineas aehslafiamanesuen mitotic count wuy
Fadnsasnaruiuiusamihe Ruim e sane .3 (per high-power
field) ﬁ’%uwmwé’qvbiﬁmmgﬂﬁamﬁmwal,l,agél’avl,ailﬂuwmgm SNe@ mi-
totic count “7;”3 (1 >5 mitoses/50 high-power field) iﬁﬁdﬁﬂ%}asﬂaﬁ\lﬁ
mm‘imm%@ﬁ{qﬂﬁm (precise area) a1n high-power field (%qazﬁmm
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g

fundsuanshemuldtsvana 3 whangunssindesusiazsiiedld) Anees
ansmhanusuduReatunawennaollsn (prognostic assessment) 16
ﬁdﬁul,ﬁasl,@ﬁLLWV]EI‘QjLﬁmi%ﬂEWVLﬁ%UiWm’]%‘WLlﬂ"l mitotic count ﬁgﬂmaa
Tan GIST uwndemhmaudanadsnnusssinasfauaseanasasmmallule
- wedmeswmdldlEmslalunmlnldngesnauti

Inflammatory Fibroid Polyps

Inflammatory fibroid polyps (138 L%Sﬂﬁﬂ%{a’h Vanek tumors) 518
dudaierienslam wldiousnn Teowudeunidosas 01 NS
fatlansznzamnanasanurionse™ anms ‘asndosernufatiofidnmy
L (firm) Lflw?lld L@im (solitary) ﬁﬁ?%ﬁ%@l&iﬂ%ﬁ%ﬂﬁ (pedunculated or sessile)
wassnasHULNG (ulcerated) létas (Wil 8) Qmﬁnwmzmaﬁa@a%w ENYDY
fatterfinfaviidnusnaude Ussnoudmsmasmiuagiasnan
Lﬁaﬁgﬁmz 28 (spindle cells) 1AAADAUNAEN (small vessels) WaLMS
WYIRNENYIMI8NL U (inflammatory infiltrate) $heindaceatiad o uila

AT 8 A: Anuwmzaed inflammatory fibroid polyp NRTIANUAINANT BINABIUSLIM antrum

. . ¥ 4 a
Inefianwauzin well-circumscribed submucosal lesion B: anwauenaiiatiiainen
FAanwauuns U (flattend) SeafmAe (eroded) Waz gastric epithelium Usenau
pig fibrous tissue WWIWUWIINAUN inflammatory cells C: naamiian (vessels)

QNABNIBUAIE fibroblasts k& stroma TIRsWUINTU eosinophils
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(eosinophils) aehaisiuialdifiayfn famainandaismaitinasay
Qm‘%ﬂﬂﬁﬂ%a%ﬁd’h eosinophilic granuloma WeNsMHA (pathogenesis)
Budlainmuduiude ‘mﬂé’am%a%%ﬂﬁmaﬁwﬂhwm%%m%‘wmw
A X A 6§ @ Aa Lo [ 1o oA 40 A |
fabawaRiradieunlasdin (dendriticcel) Whwasidio®™ Svsaunwumh
Soeay 70 189 inflammatory fibroid polyps AeTranuaLs gain-of-function
mutation MUSIDATOY platelet-derived growth factor receptor alpha
polypeptide gene FIRANNALAAITL GIST 50716973 3wy CD117 (CD117
R R i A o v P ~ = oA o 2PN
negative) 3w v raaiasiiensflnllldfagi lmAanszuin
mMamsnanaiuiiasan (neoplastic process) a4

LI IANBINIIAATN

Inflammatory fibroid polyps 'ﬁuiﬁmjﬂﬂi&iﬁmmi (asymptomatic)
uerhaR ey ansavh WiAeemsthevied (abdominal pain) 81M38u5a
(early satiety) lafi®any (anemia) LAENIEANZAYT wanegaei (gastric

. 2 v A o '
outlet obstruction) VL@QWA ANEAETIOTIANLAINMITOTIATAOTIE AU
BINADIANLANBULIDLIUAT 13F0 (indistinct margin) saelsnquuiiie
Wenfisas 1o (hypoechoic homogeneous lesion) LLazaza%'sLu%uﬁ QN
“ , EAPRE L o ca
#1381 (second or third 1ayer)I®awsauw az‘wmmgel,u WA HYTDUA (in-

tact fourth layer) @9aziitselomilumsvhan e Atasy ™

Gastric Neuroendocrine Tumors (Carcinoids)

Carcinoids Lﬁmﬁaaaﬂ@iaﬂ%ﬁa (neuroendocrine tumors) A9

)® MsTeuLrierasaInmIaugie

W88 enterochromaffin-like (ECL cell
TonaSeh o (w.et. 2553) Iinmenianldeni carcinoid illasandrh neu-
roendocrine tumor gileNamsg [N HMsenswLd neuroendo-
crine tumors asnsumzamandioaniosar 2 ansmauseslsaiis

Anwueaaediaila (polypoid lesions) INTIAWLTIINNG
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Gastric neuroendocrine tumors LSVANe) sanilu 3 aiie oA

1. ¥fiaf 1 (type 1) wuldSauay 70-80 MndnnuTamzSsianls
viavasnsmzamnafiaranule snflena “wiustuneiu? sduludent g
(hypergastrinemia) %@Lﬁuwammﬂ autoimmune atrophic gastritis LRE
wuﬂaﬂu@umqmq wazsin “nRusiunnelafieanawasiidy  (pernicious

. \47-48
anemia)

dlasan (mwil 9) wahtiaslownaidn (< 19w g 5o,
mamﬂaqﬁans’?juaﬂ (oxyntic mucosa) wagsun U wmnnnimite
(multiple) LazdNWUIINAL multifocal ECL cell hyperplasia "J%EL‘WE]JL&Q
aaﬂf‘zﬂﬂwﬂ@aﬁaLS@LLazﬂam%qwuvLé’mﬁmﬁ ‘DINRDIMIAUDIMNT UL
wavn Wnaslafinang sl,umwial,ﬁa%mazﬂizﬂau@%amjwnawﬁaémw

VL%ﬁa (nest of endocrine cells) WarNEnINTLLIFTINGEINN (very low prolif-

e i M e

! e a0 s
i g RTE T R

R el N

AWA 9 A Anug gastric carcinoid i surface ulceration USLa8u distal body 289n3eLNL
81v3
B: 4 mIN155INEEIE8Y ECL cells F9azag3e96 luauiianaas carcinoid tu-

mor

C: ANWLIBIYas neuroendocrine daganfin” launnlalwdn (synaptophysin)
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eration index)

2. e 2 (type II) WUNRONN “NAUSTUANE hypergastrinemia
SR gastrin findsnanidacen ";ﬂmjﬂﬂmﬁawﬂuéﬂ’;mﬁ“l,é'%fu
M3 3 BUaLeaeMs” UAWNANgNeIMI MEN-1 (MEN-1 syndrome) 3o
NANEIMS waAIRD5-1887 “4 (Zollinger-Ellison syndrome) #3e (ai* %@mjm
masanainiFeuieseniifanadn (<1 @3 uay AN RIS
LYIINT (infiltrating) 930 pleomorphic features GLw}:\I:‘]J"J aﬁ{ﬁﬂa"mwmi MEN-
1 asnudaynaswzannsfidnensndviamssn ulddnides usiaglsiny
maN’aLﬁ'mmaqLﬁa‘u;u%L’;mﬂigﬁwaam&wwmmi (fundic mucosa) M
éﬂmﬁﬁﬂa@mmﬂsﬁaﬁqma%-l,aaﬁ “winagnuhiinavenesneueasas (hy-
pertrophy) TIMMUAMBMENGNIUOE LU TDITaNSINFUGAN (oxyntic
gland) uaglainunasn. viiteiau dasensiieiifendustiomaléiosi o
Toemnifiessosay 5-8 saaiinsonden |Sviovasnsumneams™

3. sﬁﬁ@ﬁ 3 (type III) Tsiwufens “siusiu hypergastrinemia
wazrmuifivdowaen Tag mﬁmwuvl,éﬂuu%nmlﬁaqmzmwzmmwaa@m,
Un@uazlsiny ECL cell hyperplasia asnuiiasenafiniltsvanoideray 20
sauilasensenSorasnsamzavs wlnnjasmmanudofihafiomsuds
Tnafeannmafiimarieunseaaiay (mucosal erosion) waemaeiden (blood
loss) WiaMsUNINsEaY (metastasis) FssnavmuaMIFenadiofawiie
sonfwna ma)ifiv 1.6 3. wasRistuumaaigunsngs (infilrating growth
pattern) SuFURURUTTastaeme (area of necrosis) WALAILAUIAY pleo-
morphism ﬁ%ammm 5%ﬁﬂ'liLL‘1.i(1<§]J??\]8m\‘13\l’lﬂ (high proliferation index)
wuiBesenefiaiiimmennseilsesid (poor prognosis) Iaeifimsa (ranLaaE

(mean survival) 71 28 1au

LI IANBINIIAATLN

Hagensfien 1 way 2 sinay 1mndairuems ‘aendasle b
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Y, 4 oax . - o @ ¥ & a4
NiheusmeAnuditasendwnsnnuarimanduiiudmaaitosansiien 1
MIMIHFANTLUANZDWNT 9% antrum (antral resection) AAIUNIEDA
fiwisne MY antrectomy sy A MIUTRMOTINGALD 615% (gastrin-
producing mass) anad 34MIrAR ~9nTd (stimulus) Aagyh KARECL

) ) 2 o | ~ o o ~
cell proliferation™  WNIMI3NEA Wviale) 1% M3 endushSuus ¢34 (gas-
trin receptor antagonist: netazepide) ﬁwé’aa%ﬂwﬁfmmiﬁu@%ﬁﬁmmzam
A [~1 L% ) L alld Z 1 2 a dl
fohuwmmamasnmn lndludiheAfitiosendanSvevasnszmnyavnariied

. . ) 3 . 1 v A 1
1 (type 1 gastric carcinoids) 16° %T‘]J’;alﬁﬂw,ﬁaqaﬂsm@ﬁ 3 (type III) 212
fonsraslafioats 1heusnmaull Welo1Msuaza st AIIaINMIUNT
X LR o ~ X Ao

NITANLTRRION (metastasis) Failuanmsiny leassnn Taensidnsmy
mnafiesanuldas Fa99ue9 (cutaneous flushing) viadt s nne
PADARNLNSIF (bronchospasm) wazsaslsafaula (cardiac valvular
lesions) YNIADN WMISNENADMIHNFALEINGILMS LA TR

AdAAA ~ ana o . A £y a

5767 a7 14 11um53%asy neuroendocrine tumor Aom3tian

- o N - ,

maduylunendinen  Foazdanda vaslouunle W@ (synaptophysin)
1sluunsfinee (chromogranin A) ¥3a%6 56 (CD56) laemstanda ™ fanana

Y v @ o 1 N X . [y
PNOUALLUSILNTANHULYDY neuroendocrine (neuroendocrine marker) VLGW

nuams3lasiiRvidons:iwn:amsAwuoINMS ‘aundan (Approach to
Gastric Polyps Found at Endoscopy)

dasandadie wlrgjdinazgnemanuleetiabayumeyhms ‘asndas
a | A @ A o @ A 6 o | I .
MaAne T wun udu sduduiiuwndginms 'a9ndas (endoscopist)
= [~ % A 1% A{ ° 1 % dl dl
AN uauiudoyaMuandun i lesnnil euowyhms ‘asndediafiay
L o Y ] [~ a (% L% AI ‘El/ 2
Ishdayasntedusnmslunmardmsdemstiudadio luowmea e
MNENEaIIiar WAAdY fundic gland polyps AN
, O I N 4 A
biopsy MAdHatiUg vIafutlarSndun sty laswned vaifiu 1
73 M3azvhmadiaiiald aysal leaesldana wlafy fundic gland polyp
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(%

AfiEnwsnalsnlaunnanUnd (atypical-looking lesions) ¥NNATIANUF
A392YNM13 biopsy Maes1a aURNENL Mo yndnsaeawy lsidhmy fun-
dic gland polyps WnElE ‘Bsndasmstiansanynmadindatiafisiune lue) >1
F3 paNVnNe Nl ssnvh ideehadasfinsyinmadiafiuguiadineg
499791 N8 WnTsivasdailarine nmdsnninnunamaitademanens
\Watla (histopathlogic diagnosis) Wad MIFNANTIMNGE ASDINISNI
o [~ c{ £ (% AI ‘zl/ A 1 1% ° o
Fuflufiasdasdinfadinnnn (polypectomy) v3akl LasynndasvinaIsyinlu
1 o 14 Aas 1 % A LaA | L% a (% dl °
stuwnleseninghengisms ‘asndawide litude laufitladen s
., v A9 A A A A A -
sl lumadin“wlada (1) ens asluEadleom Aasfinanufionaie
o PN Aa X 155 A A .99 a A )
sunenFanenlunsmdaitarnalngy® (2) AudterhliAnoimsndals
(3) Mmwasileuay anmmlegsin way (4) anadingeasng wn
6 o % \ eV A ¢ v A X Aa
wnde ‘aendas wulngdslaifisy umaalismelumsdedadionfawe
Tnnjsnn maisilenadnadanizunsndauianafisuiiosnnsaslsand
IZ: 1 (=) A z a 1% a A
W arivany uwlvnifivasnidossiasssnnuarii tiafiadanaan
mﬁI@EJL%W’]SﬂEjN inflammatory fibroid polyps, carcinoids e GISTs U
gj 1 a{ [~ 2 % d{ [~ 9=} a{ 1 . 2
aSonguitutauldfoyfdlom 1"uvedamausnmeg (perforation) & M3
c e X X g oo A y A .9y ea
ynmasiaguianaufitodin T simang siedan 13InAawy LN
PANUNBMIINNAMINE AMAIMTILNAM TRt amManessInTisldnya
2 o =3 d{ a{ (% L2 13
Q?_ILmﬂ%mﬁiﬂ‘ﬂﬂ%ﬁaﬁaEJI?@VIW‘LIWLI@J’JHLL@’J

nN1siAnIJeIN1S (Follow-Up Evaluation)

Tagtiudislifiumal fienAdhugmanguszdnd (evidence-based
guideline) aenglsfiams ‘aendaaiarhseislsn (surveillance) Tudadianlalla

fundic gland polyps Mmeluszazioa 1 Dhednhasduwnufidnee

' P2
A Aa A

Y A A A A ~ X %
1%1@LWaw%ﬂimmmmimmuﬁw (recurrence) 289908LIANTONGILL
A X oA | a o o v A X > oA
ELWS\ILﬂ@?J%%iaVLN ﬂ'ﬁ@]@@ﬂ&la?ﬂ'ﬁ'ﬁﬁﬂ“/ﬂﬂ'ﬁ@]@@NL%avLﬁLLa’JIWHL%W'IST@N‘VILﬂJ%
. . A < a
high-grade dysplasia W3adgL3958eElaN (early cancer) AITNAITIL
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whmadunenly leseehaloumstimafamulugae 2-3 Jusnuaglddae

YL 4 (short duration) W 6 L&D TG ﬂﬁja\l gastric carcinoids

= 1 % A{ Aa =
AITNNT  INADIWDGAMNDINITYN 1-2 i

lon 1591080
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enterococci)

penicillin/B-lactamase
inhibitor combination
(i.e.piperacillin/
tazobactam or

ampicillin/sulbactam)

third- and fourth-
generation
cephalosporins

or penicillin/
B-lactamase

inhibitors

fluoroquinolones

and carbapenems

Community-

acquired

single species of
intestinal organisms
(E. coli, Klebsiella

and Enterococcus

spp.)

penicillin/B-lactamase
inhibitor combination
(i.e.piperacillin/
tazobactam or

ampicillin/sulbactam)

third- and fourth-
generation
cephalosporins

or penicillin/
B-lactamase

inhibitors

fluoroquinolones

and carbapenems
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Dr.Nicholas Talley a1 University of Newcastle, New South Wales,

Australia #1U558184389 Functional dyspepsia

Dr.Nicole Pena 311 Dominican Republic HUS58181589 Intraluminal endoscopic surgery:

future for gastroenterologists
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