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PE :
VIS
GA
HEENT

Heart

Lung
Abdomen

Ext

Lab :
CBC

. BP 110/70 mmHg, PR 78/min, RR 20/min, BT 37°C
. Good consciousness, co-operation, cachexia

- moderately pale, no jaundice, LN can’t be palpated, no

glevation of JVP

. normal S$152, no murrmur
- clear Rt=Lt, no wheezing, no crepitation

. no distension, no spider nevi, no superficial vein dilatation,

soft, hepatomegaly both lobes about 10 ¢cm below right
costal margin, liver span 18 cm, irreqular surface, firm
consistency, not tender, no bruit, fist test negative, spleen-

not palpable, shifting dullness-negative

© no palmar erythema, no pitting edema, no petichiae, no

ecchymosis

. Hb 85 g/dL, Het 26%, WBC 10,900/mm’ (PMN 59%,

Lymph 27%, Mono 10%, Eos 3%, Baso 19%), Plt.count
362,000/mm’



Coagulogram : PTT 26.5 seconds {control 29.8) PT 14.0 seconds

{control 11.0)
UA . normal
LFT : ALP 505 U/L, SGOT 17 U/L, SGPT & U/L, T.Protein 8.5 g/
dL, Albumin 3.3 g/dL, T-Bilirubin 140 mg/dL, D-Bilirubin
0.89 mg/dL

Blood chemistry : BUN 10.8 mg/dL, Creatinine 1.10 mg/dL, Na 140
mmol/L, K 4.77 mmol/L, Total CO2 22 mmol/L,
Serology : HBsAg-neg ., Anti HCV-neg
AFP 2 ng/ml

Problem list

1. hepatcmegaly

2. Anemia

3. Elevated ALP

4. Hyperglubulinemia

m Discussion
glauiansEndnuduiomn 8 oy usaGuean At luwdia s
<N r | dl !; ar 4=ll ] dl. g

3 1peu faunuianaiesns wiminas Ineneinesanau lidaay
LATANNNTAFIATINIENLIN B wasiuiAuan daunisaraineniy
B AdnuAuAAUNG ReaRanfiwudnde (Hot 26%) elevated ALP
WAz hyperglobulinemia laiw@aas Wil transaminitis a1n1s=3Rngnastenie

J 2 L P A:l’ - 1 1 - .

UATHA lab Hawu vediaereil Andinazidiu hepatobiliary tract di-
sease LAaATY MFaa1aaziilu systemic disease UN48ENIR involve

hepatobiliary tract AetiAa

- JAAIERANURNER LU ARSIt oA e, FleuaaIay 2550



1. Hepatobiliary tract disease

1.1 Malignancy

m Hepatocellucar carcinorma (HCC) L‘ﬂm@’m HCC #nuNsaNAAae
2113 Bnde wiuvias viasla fuln 3a ALP g9 hyperglobulinemia & wsl
vy HCC Aad case tifinazilu atypical HCC ¥39 infiltrative type
HCC WiBaann HCC Taedaulveyudasinazil underlying liver cirthosis A4
1nRs@IaFenaelé sign 489 chronic liver stigmata 119 WA case i
n39a379ne WL sign 784 chronic liver stigmata L& ule1aarTAugadn
HCC anaaz il sign of chronic liver disease 18134 chronic hepatitis B infec-
tion usl case il HBsAg negative uenanty ﬁﬁé’ﬂqmwiﬂu HCC A4
wnfau tumor TauAnTUAATNAsTidnEUTTRs portal hypertension 14
1941119 1Y splenomagaly, ascites, thrombocytopenia ﬁ"lwﬁiﬁﬂfmi"}ﬂ'ﬁ
TafidnmouzAinanniae

m Cholangiocarcinoma (CCC) L‘ﬂm@’m intrahepatic type CCC
AWNINNNREeINNT Beea wiwkes suls da ALP qqiﬁu Intanaas
Lifleniswdedldiguiu wivnguami ccC anmavedlaaniitiuanii
6 e wazilanninvdesdsngloiviurin

1.2 Non-malignancy
m Liver abscess L8430 liver abscess ATMNTONNAREIANNNT BAESA
. X . . -

wivies Wuln da ALP gaauld ust lver abscess Wraziildl nondu 1
[ . ] 3 o o) 2 o (] él’
BTLI (fist test +ve) Famdne uazmeailulsarasdieiliiiuumunail

m Parasitic infection 484 hepatobiliary tract disease a1aila1n1T
#ule To elevated ALP WaE hyperglobulinemia 1¢% weivnitlw parasitic in-

5 ] =l a oo ! 1
fection WnAazH hypereosinophilia $9NANE

G tnterhospitat Confersnce 1 -



m Polycystic liver disease 8199sN1fa8a 1N 177UIR elevated ALP
161 wst polycystic liver disease {1 benign disease lsalaitinay progress 159
dnnialussazion 6 hey

2. Systemic disease involved hepatobiliary tract
- . . o o 8 el o oo P
Talem systemic disease AN IRANEIUEaNITIUlR T elevated
ALP ua¥ hyperglobulinemia 1inaziilungueey infiltrative disease 111
m Amyloidosis 118997N amyloidosis 819aNNREB1NsFUTH
NN ALP 849 @m J hyperglobulinemia 197 15384970 amyloidosis 1514 infiltra-
tive disease TUAMIINBIAAZEINNT infiltrative Wialulu liver tissue 1
Sawniisiulnanls uazdaulnniuda amyioidosis Rsnazifiu
secondary disease AIN13ABIY 1514 hematologic disease Inaannzngu
. | = o = . - 1
multiple myeloma I4813[TNAINITTA H hyperglobulinemia L'Muﬂu'].utd
huseil
Y 1 <4 4 “: s
B Lymphoma £193xunAqteIn19Ana wleuglaasaills
- ' -l v lil =l ) ] - 1=
\Wnauyndrenas wisnaazdideAwluiFes Tsulnievasnanen Tnalid
2 1] nll & 1 dll
A uis T8 lymph node MeumisaEuiae
- | ] - 9 =Ii 1Yo & )
® Tuberculosis ¥aN176A7 Wleugihemaiiusiduoaiuiay
. d
il systemic symptom w1 fausian
5 =4 ] - 2 & 1 95 & 1
m Fungal mfection HAN5AINT naugilaaseiiusigilaafiun
axdl systemic symptom &1 33M6Y WAL fungal infection filinaziRa

] - -~ J =
TuglaeAflgRdunudng

Tudinanailldfunismsaitaduiin@ningneia CTabdomen

- |l
AWM 1) wud



Diffuse hepatomegaly and heterogenous enhancement on venous phase
study, more prominent enhanced at peripheral part. Infrahepatic IVC is nar-
rowing and no well opacified hepatic vein is observed. Some small enhanc-
ing nodules in both lobes of liver could be nodular regenerating hyperplasia.
Portal vein is patent and not dilated.no splenomegay is noted. Some gall-
stones are seen. Pancreas and both kidneys are unremarkable. No ascites is

observed. Visualized basal lungs have not nodule.

Impression : Budd-Chiari syndrome with nodular regenerating hyperplasia are possible.

.n'\ﬂﬁ 1 Plain CT abdormen (118} uay CT abdomen {venous phase) (177

/1na CT abdomen AR Budd-Chiari syndrome 913431 differen-

tial diagnosis Tuneuuznat uaziileNRans dlinical Wimeagilon &n

Afsftaiuilau Budd-Chiari syndrome ({l84997n Budd-Chiari syndrome 3n
ad 34 o =l . R 1 W ‘I; »ond

ailennas Unadiae fula 3 ascites, transaminitis uagilieseillaill as-

cites wa LN transaminitis LAt F9f e iAauwmilen Budd-Chiari syndrome

LAYAINENHILENNT enhancement 1114 typical fi@ Budd-Chiari syndrome

i o " .
dinaziilu central enhancement uannanaziiu peripheral enhancement



W case ‘ﬁﬁﬂﬁﬁ’l Hepatic veins doppler ultrasound (ﬂﬁwﬁ 2) Lﬁlfa
9NANHUL IR hepatic outflow tract obstruction isels] WLl

® Patent left and middle hepatic vein with normal venous flow direc-
tion,

& Narrowing of right hepatic vein about 3.8-4.8 mm in drameter and 25
mm long without detectable venous flow

® Narrowing of upper WC is about 3.7 mm in diameter without retro-

grade flow, compressed by the edematous liver without retrograde flow,

o o
NINN 2 Hepatic veins doppler ultrasound

AINN1$¥11 CT abdomen way Doppler ultrasound WUAN®EUS diffuse
enfargement 184 liver tENat A llnedau wumor wardnuedl
typical fiazilu Budd-Chairi syndrome #atTu 11 case fAnnantiufiay
3 13 . . di =‘l’¢i . . . ]
piaalsl tissue diagnosis LAZIWUBIAIN case WH differential amyloidosis 994
fotl AAAANAI liver biopsy N4 transjugular biopsy WWB&A risk 129

M7 bleeding 394 NKA liver biopsy (NI 3) WUSANRWE amorphous eosi-

24 PR TN TN L WA e i e i T T HL-A WL DEAE



nophilic material that appears to be within the sinusoids WAL positive to
. . q - B S ar e -!i’
apple-green birefringence of Congo red stain N‘l‘lﬂﬂ’]?‘mﬁﬂﬂqﬂﬂﬂi’mu

1y Hepatic amyloidosis

Polarization

mwﬁ 3 Liver histology

I Progression

e o o .
Case UMAI9704S liver biopsy aanuilu amyloidosis 3aldvianas

work up MEMATE amyloidosis W amyloidosis 4iala Faannas

investigation IANIANA®

6! Interhospital Confarence 1 -




1. Bone marrow biopsy 811a1{lu “Amyloidosis™

2. Bone marrow aspiration: Celluarity : 60%, Lymphocytes {5-20) :
28.20%, Plasma cells {0.5-3.5) . 10.30%, Erythropoiesis : Slightly decreased,
Granulopoiesis : Slightly decreased Megakaryocytes . Adequate, Other ob-
servations : lymphocytosis with increased plasma cells CONCLUSIONS :
Wialdenstorm macroglobulinemia should be excluded

3. Immunoelectrophoresis {IEP): lgG gammopathy, Lamda type

[ »
AINNTAIINR investigate RNANATLIE BT iiTW Amyloidosis
- J . - ! -

9tim AL T3 hematologist ARt secondary A7n multiple myeloma
o = 11 =l 0 e 2 . 1 w
FaRan s Weetinimtiu melphalan 1 cause WA7 discharge WAVAY

1 4
anugilanf loss follow up il

L)

I
o)

n
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ALZUNREA AT [RaNE TR AsIRIUATUNS

Amyloidosis 14 metabolic storage disease ATiAMINTIRARINAAT
AZANTBY insoluble fibrillar protein viFalliANERUNRYBINITPINFATD
_ X o4 . :
protein fragment WilaiEiadausing 1ae1an e’

lClossiFicaﬁon of Amyloidosis

Amyloidosis Huaneiia (A19197 1) W amyloidosis AEATY] uaz

wuiﬁ'h_iﬂﬂ'] # 2 97la A AL (primary amyloidosis or myeloma-associated

amyloidosis) LAY AA (secondary or reactive amyloidosis)

I Epidemiology

UANTRIIDY systemic AL amyloidosis Tulssansinianaziusn

A 1 Ay sl 1000,000 A Aall uazinANFUFILTIAMY hematologic
disease? (R191991 2)

du AA amyloidosis FYERTIREIO Rt Py N inflammatory diseases LAY
connective tissue diseases lavanalsA iy Juvenile rheumatoid arthritis
(36%), rheumatoid arthritis (29%), tuberculosis (4.3%) FNNATELU (#1519
o
n 3

_ Hepare ainypladosm !




o o S
A5 1N 1 TUADBY Amyloidosis

Amyloid fibnl proteins, their precursors, disuibution of amyloid deposits. and associated human

discase
Distribution:
sysiemic (S).
Classification  Precursor protain localized (L) Clinical associations -
AL Impunoglobulin SL Multiple myctoma, plasma cdl
lght chain dyscrasios. primary AL amyloidosis
AA Serum amyloid A s Secondary AA amyloidosis; chronic
infection (mataria, TH) or inflanmation
(RA, snkylosing spondylitis); malignancy
(Hodglin's lymphama snd G, hung,
GU carcinamas}
AdIM R-mxcroglobulin S.L? 1lemodialysis; deposits primarily in joinis
Al ANPP L Sporadic Alzhcmner’s discase, nging
Down syndrome
ATTR Transthyretin S FAP (Portugucse type}
Senile cardiovascular amyloidosis
APrP Prion protein L Sporadic {istrogenic) CID
L Familial CID, FFI
sApol Apalipoprotcin Al s Systemuic smylowosis
L Arcnosclerosis
AApoAll Apolipoprokein Al 8 Heroditary renal anyloidosis
Aliel Gelsolin S FAP (Finnish type). Latice
cornel dysirophy
ALys Lysoryme s Familial visceral amyloidosis {kidney.
liver, sploen]
ACys Cystatin C S Farmtial amyloidosis (leelandic type)
Afib. or Ao Fibrinogen a-chain b Heradilary systemic '
amyloidosis (kidney)
AIAPP Isict amyloid polypeptide L Insulinoma
L Islets of bngethans
AANF Alriomtrmsrctic peplide L Arial fbnllation
APro Prolactin L Pituiary
Alns Insuln L [atrogenic
AKer Keraw-cpithelin L Comea
Alibn) bn L Pindborg tumors
ATau Tau prosca L Brain
Abbseviations: CJD, Cromzfeldi-Jacod discase: FAP, [amilial amyloid polyncuropathy; FFI fatal

funilial insomnia; Gl. gasseoiniestinal; GU, genitourinary: RA, sheumatoid arthritis; TB, tuberculosis,
Modified from Rocken C. Sletien K. Amyloid in surgical pathology. Virchows Arxch 2003:443:3-16:
with pearmission.

[ -3
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A5 2 Underlying conditions in patients with systemic AL amyloidosis

Conditan No of pateenss (%)
Subte monoclonal gammopathy*® 145 (81)
Muluple cayeloma uan
Valdenstrém’s macroglobulinaemia 2
Chronic lymphatic leukacmia 1(0.5)
Lymphophimacrwoid lvmphoma 1(0.5)

TThess patients had a monoclonal gammopathy in the absence
of multple myeloma.

{Neither a monoclonal proted in terum or urine nor & clonal
populavon of B cells in bon: marrow or chiewhere could be
identified in 31 (21%) of these patients despite definice AL
amyioidosis.

A543 Underlying conditions in patients with systemic AA amyloidosis

Cnditicn No of patients (%)
Juvenile theumaroid ardhritis 50 (38)
Rheumnaroid arthritic 40 (29)
Chronic sepais 9(6.5)
Familial Mediterranean fever 7(.1)
Tuberculosis & {13
Crohn disease 5(3.6)
Casteman’s disease” 32y
Ankyloting spondylitis 2(1.4)
Epidermolysis bullosa congenita® 1 {0.7)
Familial Hibernian fever® 1{0.7)
Inwavenous drug misuse 1{0.7)
Paraplegia 1{0.7)
Psoriatic arthropathy 1(0.7)
Polyarteritic nodosa 1(0.7)
Peritoncal mesothelioma* 1(0.7)
Muckic-Wells syndrome 1(0.7)
Systemic vasculitia 1(0.7)
Not known* 7(5.1)
*Conditions in which systemic AA amyloidosis is not widely
recognised as a complication.

I Clinical

ANITUAZTANNITUAMITBS amyloidosis Hunuemateeiia sinidu
systemic involvement W macroglossia, nephrotic syndrome, renal failure,

carpal tunnel syndrome, sensory motor or autonomic neuropathy, cardiac

Hepatic amyloidosis -




failure or arrhythmia, hepatosplenomegaly, diarrhea, malabsorption, ulcer-
ations, lymphadenopathy, clotting factor deficiencies, capillary fragility, ab-

normal platelet aggregation

I Hepatic amyloidosis
pulluaduazisl involvement Tataelu systemic AL %78 AA amy-
loidosis g IRNN7fyas hepatic involvement Hseausausiatias 17-98
WAl Hepatic tumor Tu flannafiaziin systemic amyloidosis IAtiae iR
case repoit W liver adenoma 4 718*° uaz lu hepatocellular carcinoma 1
il i
Hepatic amyloidosis Wl mennndngud)s 7:3) a1yad 58 1
fnundatainisinmings (72%) anadlatiade 10 Alaniuly 67 deu
0L (60%) 1anTied (53%) Laxt (26%) Liiaauns (26%) Budne (19%)
naasassnmaglngjudinwusila 81%) fmm‘rﬁ'w] fimsaany
AR ascites (42%), purpura (15%]}, splencmegaly (10%), spider angiomata
{7%)
uanaIni e1nsiu Alsnuusnldbiven 1wy severe intra
hepatic cholestatic jaundice, fulminant liver failure, intraparenchymal hemor-
rhage, rupture of liver*™
nsassaaiesfiEnisdalunifiazamanuie unexplained
elevated serum alkaline phosphatese {86%), proteinuria (89%) W& mono-
clonal protein 14 serum w9 urine, WU Howell-Jolly bodies in peripheral

blood® AN 4

ﬁ] snr AL mrEuL AL e T, e meas 2550



m'i"N‘ﬁ 4 Laboratory findings in hepatic amylodosis

Fotlewts

Test Froqeency e Mesu & 5D irdian

lemeghobin, L (x = 97} 1M ¢ 22 13
<80 t i
<108 3 &
I b %

Levkecylen, x 10%L (s = 97 932+ )8 82

Pwcicw, x 7L (v = 9T 16631 = 169.3 N
<508 H Y]
=500 " ]

Honelldolly bodics on periphirsl blosd st (n = 76) 2k n

Sorun aoatisies, poel’l o = &) 120+ §i0 i
i . 1 12

ASTUA" (n =90 718 = 6793 "]
=31 L] ]
262 18 17

Total bibrabia, pranbL (s = $3) el 1]
Direct bitinubin 35295 3
Total bilwwsbun > M » n

Allaline photphatase. WL! (o= B4 1.829.15 = 113370 47
e L3} "
<500 » »
23m 57 [

Cholkmevol, mmolL (o = 74} 160 = 4. 20 [
>5.20" » 0

Vitmia Byy £ 110 pmobL fa = $3) 1 2

LSR, mmh (u = $3) LT 4 2028 3
=M b4 [53
>100 ) 4

Coraactive protein. mg/dl (a = }1) 124 = |85 043
0.8 172 »

Caloium, mali. (8 = 95) 135 1 018 m
>2.52 1 15

A Microglobulas > 238 smold (e = +) 2 57

Fuctor X < 60% (= 29) " )

Preduombin time: 2 13 5 (8= 91) 2 3

Unae protein. §724 b (n = ¥ Jox4s 4
Urine preceia > | L H]
Liae protais > 0150 {malc) or > 0.09) (Fomal} L] »

Albrrmasos AZ] » kmemer s sstres U - eyt i eel S Snn fiE
alevrncs maage. 201 UL
g THI AL

e
'JII T V8L FS mpnil.
11 g

Imscnsaon’uos“oé:‘)ma“a'fu Hepatic amyloidosis
Ultrasound WU heterogeneous parenchymal echogenicity
CT scan Wl enlarged liver with heterogeneous decreased attenuation
14 conventional contrast-enhanced Wwas & heterogeneous parenchymal en-

hancement on portal phase'

y -
Hangtic amyplaatiss [



Magnetic resonance imaging AIAWLLALY diffuse enlargement g

Taiwudnd significant changes ?j'uq

I Ms30ode Amyloidosis

nnsitady amyloidosis SnTludedlfuantanendinen ety
MFATAEEE Saanaarldann rectal biopsy, aspirated subcutaneous fat,
labial salivary gland biopsy WAiN$¥1 liver biopsy fidAmaATy AT
AATEIWAY L9N199N liver biopsy W hepatic amyloidosis €14 contro-
versial 8¢j1MN UANITYA liver biopsy 1u§ﬂ0ﬂﬁﬂdﬁﬂ hepatic amyloidosis
Aailfdudatiu Wil qufinsnfeasnnazunandauannnisii liver bi-
opsy T hepatic amyloidosis wulduszunns 031-4% %mqqzumn%uﬁ
MintuietAaidenseniise

l Pathologic findings in hepatic amyloidosis

Gross anatomy

ANBIUZYING Gross 184 liver 114 systemic amyloidosis AHAN®UE
enlarged, pale or dark green, rubbery consistency

Hematoxylin and eosin (H&E) stains.

WUANMOUE abundant amorphous eosinophilic material W sinusoids
{sinusoidal pattern), vascular walls {vascular pattern} E perivascular portal
tract fibrous tissue (figure 1) NisldanwIzN1TANE uaTALTRA
A lunsuenaiinges AL uax AA Selidufiesafusnninidiesann
#1n17 overlap fudendinaani immunohistochemistry, biochemical LAY

molecular technigues’

- qagRANLETLUN M ANe T sudlszinA v, Aligneu-gatan 2550



Figure 1 This hematoxylin and eosin light microscopic photomicrograph shows abun-
dant amorphous eosinophilic material that appears to be within the sinusoids. By reticu-
lin stain, it was apparent the material was in the perisinusoidal space of Disse.

Tunsdingl massive involvemnent NANATWLANMOLE combination U89
waxy appearance, marked cord atrophy, We virtual replacement 184 hepa-
- o3 ] 0 .
tocytes .ﬂ'lfﬂu cords UANAINUBIB TIWLANBIUSHAN WY bile ductular
proliferation, bite plugs, portal fibrosis, lobular disarray, inflammation LAz
. [ . -ilnl - o
steatosis WARNHLZHIN histology NOALLL gold standard Tun179iiaan
hepatic amyloidosis A® characteristic apple-green birefringence noted under

polarizing light with Congo red stain

__Hepatic amyloidosis -_




I Natural history and prognosis of amyloidosis
AINAIANEILBS Morie URZADIENLAN survival rate filati amyloi-
dosis Ml Liver involvement HLLmnﬁﬁdﬁﬂnQ’ﬂqamﬂﬁ liver involvernent™
(figure 2) median survival 289¢119E primary hepatic amyloidosis Uszannl
8.5 14 9 ey Tatlednimiily poor prognosis factor AR platelets, bilirubin 7l
g° tfigure 3)

£
g S Hon-hepatic (- 58)

Months

Figure 2 Survival rate l:jﬂ'm hepatic WaT non-hepatic amyloidosis

' = Plats ria 5 808 2 0P - = il § B L
—— Plbts it > 500 x 100 — i S L
- ]

"-h\_l_‘_‘_

7 32 &4 % ® } 3 W% W
Years sfer diagnosie Yoars after dlegnosle

Figure 3 fladtWiih poor prognosis factors
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ITreafment of hepatic amyloidosis

Whmanaudnananieine hepatic amyloidosis A8 NAFINHA primary
disease tﬁﬂ'ﬂ:ﬂmﬁ'uﬂ’lfax overproduction 989 precursor protein W38 sub-
sequent tissue deposition WAL fibril formation

AL systemic amyloidosis N73N®1#A9E chemotherapy 14 melphatan™,
dexamethasone® colchicine, WaN135N11 Aat combination chemotherapy
Alsneaudndl functional improvement 31 uananditadiTEdng
4 High-dose chemotherapy M NA3 rescue TAEIMN$YIA peripheral stem
cell transplantation a¥IN WY survival rate ﬁlqﬁu”

AA amyloidosis M99 aggressive treatment underlying inflammatory
disorder {ie, immunosuppression for rheurnatoid arthritis) B AN IVH dis-
ease regression 181

UNLNTBS liver transplantation Tu hepatic amyloidosis flafida

Siaunifiasnnidnenig recurrence g4
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PH: 3 waureuwnniranenunaiitlymmiies Suwdihen vindau

Wla nudwdaniu 1d stent uax 1Az ASA, plavix uas FBC
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PE:
ViIS
GA

LN
Heart
Lung

Abdomen

Ext

PR

Laboratory

LFT :

. BP 110/7°, T 370, P 90/min, RR 18/min

: mildly pale, no jaundice, no dyspnea, no sign of chronic

liver disease

. not palpable

. normal $152, no murmur

: clear

. soft, not tender, normoactive bowel sounds, liver & spleen
: not palpable

© no pitting edema

: melena, no rectal shelf

. CBC - Hb 9.7 gfdL, Hct 28.6%, MCV 87.8, WBC 6900 cell/

mm® (N 70%, L 25%, Mo 3%, Eo 1%, Ba1%), pit 414,000
E’lyte Na 139 mmol/L, K 4 45 mmol/L, Cl 105 mmal/L, CO*
22.5 mmol/L BUN 14 mg/dL, Cr 0.6 mgfdL

ALP 57 U/L, AST 17 UL, ALT 34 UL, GGT 31 U/L, TP 67.7
g/L, Albumin 37.9 g/L, cholestercl 130 mg/dl, TB 18 mg/
dL, DB 0.2 mg/dl.

Coagulogram : PT 11.8 sec, PTT 22.2 sec, INR 0.97

Problem lists

1. Melena, 2. Anemia, 3. Underlying HT, CAD



[ Discussion
q’mﬂizﬁ"mm@’ﬂqmwﬁﬁﬁmm%mé@%«msﬁm:fﬁdwﬁmﬂuq
WIEl] wm%amwdmlumﬁnﬂﬁ upper Gl tract 8tinelefiAM melena
p1RAlFAINHENTAN NEIUR WAINIAUTN right side 184 colon ilag
Tﬂﬂﬁiﬁﬁﬁ Esophagogastroduodenoscopy (EGD) WUl duodenitis %\ﬂﬁ
anunsamifinadiaanle 81 plalete way coagulogram Und [elé
NIN3ET99 colonoscope WAL RLAE LASRANNINTIA colonoscopy uatng
Gl bleeding 'Lut_ﬂﬂqmmu AeFandnilu obscure Gl bleeding 24 lesion 1N
w'ﬂqﬂ small bowel WATAMEADY obscure Gl bleeding ﬂmaqﬂqwm@
Vullf1s #a
1 Vascular lesion 1 angiodysplasia, Dieulafoy lesion, extraesophageal
varices
2. Ulcer {any site} %qluﬁ“’ﬂqmwﬁmmﬂu drug induce uicer (£
aellden aspirin)
3. Small bowet neoplasm 1 GIST
mmqﬁqu'lmgﬁwulu obscure Gl bleeding ﬁﬁlwﬂu upper Gl tract D
vascular ectasia Waz Cameron’s ulcer #ungaulugjlu lower Gl tract An
angicdysplasia LAY neoplasm
M99 1 Differential diagnosis of obscure GI bieeding

Box 1: Differsntlol dlagnosis of ob gantroimestinal blesding®
Mass lesions
Carcinomo fany fypel
Large bl.San]odmmtcr_gyaih]
InAammotica
Ulear fany siwf®
Comeron lesrons
Idiopathic cecol ulosr
Vool
Yosculor scrasia [any s
H:muglorln
Cthar
Oreasticul
- 4
Parantiol les ons léading 1o oll kerms of accult G bleeding afs shown.
“See lii on kilowiog page for ian requenl, but Al 1 recognize, couss of obncure

Bod coswnon abmormalities, lypicoly locoiad i the smoll bowsl
Gi Interhospital Conference 2 '




N9 approach ﬁﬂQﬂﬁﬁ obscure Gl bleeding MmN Algorithm

=

AAUHUATT 1

Dbsoure Imiasshvel f_éu}ﬁ:m
— -
Biesmg ConauitEttm
. v
QOngoing Active bleeding Imarmitten or minor

{ongoing resuscitation =

b ¥
Red blood cell scintigraphy ¥ | Repeat endoscopy (EGD and/
angio_graphy ar cikonascopy)
v "
Traat Trest
¥
Consider computed L . Capsule
Tomography, meckel’s scan endoscopy £

Provocative angiography

Traat Trast

Consider intraoperative
Enteroscopy
Consider repeation test

—~ 32 pu i
u.ﬂuquﬁ 1 N"% approach gl98WA obscure Gl bleeding

- SRR TR AL A T L AR T A T R 2550




Tualasnaid A9ld5unsnsma repeat EGD Bnass W diffuse gas-
ritis of stomach and mucosal swelling at duodenal bulb SRR Enteroscopy
pin 1o scope MalUAD9UszN0 jejunum (150 cm from incisor) laiwa
abnormal lesion RaldvinnImea capsule endoscopy Lﬁmﬁu HANL mass
with surrounding erythematous tssue suspected vascular lesion was
observed in small bowel (approximately jejunum) Multiple lymphagiectasias
were detected in bowel Multiple red spots in small howel were aiso saen
uvaunnedguateliliinlaly leson iy Sldmmadiudn Tnavi
Double balion enteroscopy (mwﬁ' 1) WL large abnormal vessel at ileumn, no

visible bleeding wazldvin CT abdomen (NW¥ 2) W

MW 2 CT scan abdomen

41
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- Bilobe enhancing mass adjacent to serosal wall of the small bowel
at the LLQ area with arerial supply from SMA branches

- Slightly tortuous intrarenal abdominal aorta

- Three hepatic cysts

uﬁdmﬂ&u‘lﬁ' consult WNAREINTIN Intraoperative finding (n’]wi?i 3)
1l large reddish pedunculated mass protrude from small bowel 5 feet from
IC valve, size 5 cm in diameter

W& pathology (mwﬁ' 4) \h fascicular of spindle cell in muscularis
mucosa; gastrointestinal stromal tumor{GIST), mitosis 1-3 f 50 HPF and CD

117 was positive (N 5)




GIST U mesenchymal tumor BBdFzLUNNUAUEMNT Taendadn

MIANNRTN interstitial cell of cajal W78 stem cell like precursor idﬂfj?ﬂu |
myenteric plexus uazlu muscularis propria ARDANIUAUAIMNT wazinng
express 194 KIT*®

I Epidemiology )

goulugjiinlumufiangunnnga 40 11 Tae peak incidence 767y
vzzains 60 T waluganelamnnsnduds’ shunisiinudanlug i stom
ach (¥aeiay 60-70) 8GINIAD small intestine (Fauar 20-30) tmewy
WAL jejunum drutieswu 167 colon, rectum, appendix WAL esopha-
gus WAz douﬁﬂﬂﬁq:wum‘juam:uu Gl tract NsunINsEatagaulng
R liver uRE omentum dudt lymph node uas bone wu'ldtfasnn
douma‘nsmw’Lﬂﬁ" lung %QWUH‘IJ%IEM leiomyosarcoma WRE soft tissue
sarcomas AV uswuineli GIST?®

IClinica_l presentation

~Ter T
g nirraadiosTuiusmumiaaedfeoy, mwseesfeu waznis
L4 |J L 1 4 A=Il . 4
nazanuaassinlza enrdauluginusinunsnided Gl bleeding, wiles
. _ P e ko
418191 anemia 8N158U INLLK 19w abdominal pain Hfiaarn tumor

- ni AL R eniirsina e, Suseyaniag 2650
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rupture 138 Gl obstruction, nauses, vomiting WA early satiety Tunseifn
tumor RYUNALAN B19ATIAWLAIN incidental finding TEWINEHIARAIN

endoscope 384NN radiologic studies®®®

||| Pathophysiology of the Kit receptor tyrosine kinase

KIT 1111 type 11l receptor tyrosine kinase Mneadadriy development
WAT maintenance NITVNNIULRY erythrocyte, mast cell, melanocyte, germ
cell WaY interstitial cell of cajal uazLilu trasmembrane protein Jadszney
@atl extracellular figand binding domain W& intracellular kinase domain Tmel
ligand A41AEY09 KIT AR stem cell factor (SCF) Wain"g binding 184
stem cell factor 1% KIT # dimerization/oligomerization WAL
autophosphorylationfactivation M 1AAA modulation 284 cellular behaviors
\fim cell proliferation, chemotaxis WAY apoptosis (WA

nY9iA KIT mutation 1 WHAR KIT tyrosine kinase receptor N9U
:nl .3 . | 1 - .
WNTW am190 active TaeflallAlinasnsssiu aan SCF 1Am oncogenesis
= & 24
LRI

#2UB84 mutation (MW 2) AwLlsLiae A8 # exon 11 (uxtamembrane

- . . o4 .
domain) Z4iAlANe deletion WA missense mutation Bad1 Ty missens
mutation AxNWENSOIsARNGA deletion N9 mutation 484 exon A 11 WL
1R gastric GISTs wulaties small intestine GISTs

#721 mutation 1 exon 9 (end of extracellular domain) Aewding specific
V. . o=l . = .o
Fa intestinal GISTs WRTHNHU worse prognosis WANAINH mutation ¥ exon
13 WaY exon 17 Tawyliias e exon 13 A% encode ¥ tyrosine kinase |
domain WAX associate 1Ll malignant behavior WA response F8E1 421 exon
17 a¥ encode ¥ catalytic tyrosine kinase Il uaz dnwululsa seminoma

War mastocytoma™®*"

- 1
Gastrointestingl strormal wmor (5T _"L“ |




imatiniby

uenaINEEaNaT mutation 7 tyrosine kinase receptor ﬁuﬁﬁ’lﬁm
uazwulAlsvann 5% 984 GISTs Ae platelet-derived growth factor recep-
tor A gene {PDGFRA) mutation ﬁwuiﬁ'ﬂfj'ﬁ exon 12, exon 14 UAY exon 18
ez homologous iU exon 11, exon 13 WA exon 17 184 KIT Imel PDGFRA
mutation dnwuly gastric GISTs ﬁtﬂu epitheloid morphology mutation

s

doulugifiny Aa exon 18 TAIWMIGA mutation 1 1N resistant 79

4.588.10

p
4 AW 1 Kit receptor (type Il receptor ty-

.scF

rosine kinase)’®

ApP ‘ i@ 2 KIT and PDGFRA molecules and
F KIT and PDGFRA mutations in GIST.EG indi-
cated extracellular domain; TM transmem-

Sraltesti . . ;
s..':l.h:'.:""" brane domain; JM juxtamembrane domain;
Adheslon .
Invasion TK1 and TK2 tyresine kinase domain; K1 ki-
Metagtanis

nase insert; pm point mutation; itd internal
tandem duplication and del deletion®
v
\'-\.
a
\
i .
rd
iy
d
P
. ALy e — bt &
i Pl AL Pl Tad
A o, i — g ™ imaal] e g Ve o
Clofor gy~ Bum |} "y D 4 d— ::::::
]
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'Pofhologic feature

1 3 WUy Aa spindie cell (Faaaz 70), epitheloid (FaRIa 200 UAY

mixed |

$a182 10} 75U919 spindle cell WAL epithelioid Tme spindle cell A%

ar ol ar . o - o = - [ <4
dmiFeaaaiu fascicles @9 epithelioid qedRTeNFTUAN MUY net U3

sheets®

lHis!alog'rc pattern of gastric GISTs (nml 3

annnroudalady 8 subtype gadudnrouzred spindle cell 4

subtype WAYANWILZTBA epithelioid 4 subtype Tmaurialamsll

1

2.

Sclerosing spindle cell GIST

Palisading-vacuolated spindle cell GIST HANEUY nuclear palisad-

ing wazi perinuclear vacuolization Lﬂuﬁnﬂmx'ﬁ'wﬂﬁﬂaﬂu

gastric GIST uaz 3ndl low mitotic count wAanafiawialug)1s

Hypercellular spindle cell GIST 3 cell dense ‘%u wasdl atypia

Sarcomatous spindle cell GIST Y high mitotic activity i diffuse

atypia WAY nuclear muflﬂ'Lmu'ﬁu i1 hyperchromatin

Sclerosing epithelioid GIST with a syncytial patten Y sclerosing

stroma e liviuraueauaddmiau

. Epithelioid GIST with a dyscohesive pattern Anwoued lacunar space
FOUIAS LAYINUIDLLITASTALAL

. Hypercellular epithelioid GIST TBHUTIARNIN ADUUDITAR

daau wasil low mitotic activity

Sarcomatous epithelioid GIST 3 high mitotic activity Sarianiandn

HANNTUUTINN




I Histologic pattern of small intestinal GISTs**
dowlugiiu spindle cell uasll hyaline eosinophilic cytoplasmic
structure 7I3EN skeinoid fibres i 3 A Safhudneusiesiing g
T small intestinal GISTs daudnwouzidlu sarcomatous feature Lax
pleomorphic form wulstiaunan Tu small intestinal GISTs 74y

1

‘ . o o P 1l - P R
epithelioid pattern it TIOINAN B EUBLILENDIN 21 malignant

lﬂjstologic pattern of GISTs of other sites’

douluniludnwouy spindle cell GISTs 91 omentum aziiAnNWOLE

AR gastric GISTs @94 mesenteric GISTs NANMIUEARTE small intestinal

tumor

.mﬂ‘ﬁ 3 (A Skeinoid fibres in small bowel (B) spindle celf in gastric GISTs

I Immunohistochemical feature®”®
95% 84 GIST ¥ positive 189 KIT (CD117) uaz 50% IeanNgNi
positive LTWAN®UY Golgi pattern (cytoplasmic dot like) TIRNWIUTITY

g - " 1 =) o .
R uF9auenGn H kit mutation

- AT R ye ks Ine, ety aK 255




60-70% 184 GIST &I positive 489 CD34, 30-40% H positive 184
smooth muscle actin (SMA), 5% 1 positive 184 5100, 1-2% positive 284
desmin WAL keratin

$iN1sAn®A immunohistochemical marker A protein kinasec (PKC}
L8 discovered on GIST-1DOG) WL PKC 31 sensitivity inin KIT dau
DOG-1 1 highly specific and sensitive et 1At Tinzaudiaz e
gl et 18

me“uﬁ 1 immunohiatochemistry of GISTs

Marber Powtivity (%) Ot patifrirs Lumscary

s e 1RR} - N el ol PECam, ¥ sk v
whiviry gieod meophisem, poms myelohl gomrcoma, Pwiug
pulinnaty Eadd ool carcisoms, phliodes tamor
Sﬂ-rl.lmmwm pindls el lipoma, periphernl 3arve shath tem o vaodsy
lursan, & protubs squie mpslea] lenknama. apilhmliced
[ 1~ ]
Sﬂ“lh MErls [eERr, l\ynllmlluh THDAGY
uaRory, poig ) pecve sl (umors, gradaser coll emon
Smooih llmlu twnars
Lymphoprol drative (umor L sysval scoms

d

Ree msooth muicle tumork, rare peziphenl nawve sheath ramor:
Melasosess, g ool s e riaemes

Muwotirelial tuion

Mlesoiballsl Mmnats

RETIBVE
8

DM
SMA
S
Lewmun
B2
PCeta
DOG)
WTI
Calretinin

I Diagnosis work up

1. Radiology feature (T 4)5127

1.1 Contrast enhanced CT U imaging ﬁﬁﬁqmlumﬁﬁﬁﬁﬂ
uasilruiivrzecenslsn Tnadnmnsiing typical azillu well-defined het-
erogenous mass with a peripheral enhancing border of variable thickness
and central low attenuation %uﬂummn necrosis, hemorrhage or cystic
change uﬂﬂ@"ln‘l‘i CT a‘l’qmmmuan‘lﬁ’ﬂun?nﬁﬁﬂ metastasis of disease
&

1.2 MRI HAMNAMNNINEIR WAL CT abdomen ANwiuzaaa
tumor 14 T1 azwiuiily low signal daulu T2 aziflu high signal uae
enhance Lﬁ‘lﬂﬁ gadolinium

:-'.ﬂ;‘.l |

rEMENTANS . KECrTeEl  Burmve JLsls



-l ..
NN 4 : (A) GIST araising from the small bowel (yellow arrow) is large and heteroge-

neous with central necrosis (pink arrow). (B} The large GIST arising frem the stomach
wall has ulcerated,and centain air and oral contrast

1.3 Positron emission tomography scan (PET scan)*® PET imaging
T ls1diu metabolic rate 489 tumor 1MEMNT uptake 194 radiolabeled glu-
cose imdecule (fluourodeoxy glucose FDG) nlFlun1sussiiiuauldnan
USUAINTITINHIAIUET imatinib WATRLMUANIY surgical planning 1184
initial unresectable WA metastatic disease
d1@u989 PET scan Aa
1. CT finding w8z PET finding 18I correlate ruanaly lu
hypervascular lesion 819 negative PET scan "
2. 'Lunmii?’i tumor TWNALAN PET scan 1A negative i
1.4 Angiography'""? i@ u130LisuEN point of bleeding lHidaLaw
wsith sz Tenilunsdifsieanns stop bleed Tnetlu GIST axwwudndl increased
arterial and venous branching pattern
2. Esophagogastroscope (EGD) anunsn i llunsilldl GIST oy
UFI0U stomach W88 duodenum Snmtuzaed GIST wuinidlu submucosa

lesion N19%11 biopsy 31N18i14 adequest tissue

m nf L saLuRn e L RS e irsina Trel dRermtme e 2650



3. Endoscope ultrasonography (EUS) (Thi3gn13mgaadidl
AN LN ABLENNANANN TN malignant /N benign 18 Taaddiu
benign AnaszpadfiaunnuLiii homogenous echo pattern YBLLIATAIAY
= [ . o 1 e o - ]
Faurmdn 49U malignant aziireus lidaau faudaunlug (>4 cm)
uazil echogenic foci W9ed cystic space Nalu LATEIAWLABNUN
WAggaNsae wananni anunsoldlunisitdadalaanimn EUS-guided

] v o
FNA a1 Tuiie"

l Differential diagnosis**
Tumar #fﬁﬂ-?Ll?_lH“]" n GIST H
1. True smooth muscle tumor
- Leiomyoma wulfiiaendn GISTs sinwuludiliuengriey uaz
WL colon A3 immunohistochemical wu KIT negative
SMA waz Desmin positive
- Glomus tumor wu'lstatlu GI tract 4% positive 183 SMA s
Desmin Wwaz KIT negative
- Leiomyosarcoma WU'l# rare 4% positive 199 SMA Lax Desmin
Nerve sheath and melanocytic tumor mju'ﬁ@:ﬁ profile 199
immunchistochemical 11w $100 positive &3 KIT negative
- Gl schwannoma
- Metastatic melanoma
- Primary Gl clear cell sarcoma
3. Fibroblastic tumor
- Desmoid
- Inflammatory myofibroblastic tumor i actin positive &2 KIT

negative

Gastrointestinal stromal tumor (GIST) -



Inflammatory fibroid polyp azil CD34 positive @91 KIT negative

- Undifferentiated sarcoma KIT Ua¥ CD34 negative

I Prognosis

Pragnostic factors ';1j‘;":'|F71'-_J T
1. Location mnm?ﬁnmﬁmuq NIWL4" intestinal GISTs ¥

ANTULITBATIANINNGT gastric GISTs

2. Size of tumor

3. Mrtotic count per 50 high power field (HPF)
491N prognostic factor ¥4 3 atiavinlinag classify A2NFULRN Tael
Miettinen, et al 1w 3 catgories Ag probably benign, uncertain or low malig-

nant potential WA probably malignant (AN3714% 2)°°

mﬂqﬁ 2 Prognosis of GIST based on long-term F/U of observation of

1684 patients in Armed Forced Institute Studies prior to Imatinib®

Patients With Progresive Dissase During
Tumor Pameters Follpw-Up and Clhara ciarization of Maligrant Potenilal, %

Group Slzw, on isotic Rate per 58 HPFy Camrr CHly Swalll lnteglinal CISTs

i = 5 0 Very low i any 0 Very low K any

2 > %5 =5 19 Low 43 Low

3a >5 510 %5 3.6 Low 24 Intermediae

b >10 =5 12 imermediabe 5r  High

4 =2 >§ 0 Lowt 50 Highe

5 >2 =5 >5 16 imermediate 73 High

Ga >S5 =i0 »5 ¥ High 85 High

&b >0 >5 i High 90 Hygh

L3 1
uananil failnsAnmudn neil mutation Hanumisine vaq
KIT Htissia prognosis 18417AM98 naqAa &1 KIT exon 11 & mutation
o o = . al'd . o .
sy point mutation A4 prognosis NANI deletion mutation 4934 mu-

tation fi exon 9 Mnwulu small bowel axil worse prognosis HIANGA

1
-l

mutation NRTUMLNEL UAZNITN mutation 1 exon 18 989 PDGFRA T4

- AT IARIANUNRETELL R TR sEnA Ing, (LEne-AaIeY 2550



Anwulu gastric GISTs & low malignant potential fatis 8931 mutational
status N1 predictive parameter aeinanile Wa i luntmnauauniginem
od o

In1979n 3)

M99 3 Relative risk parameters of an aggressive clinical behavior in

GISTs including molecular data’®

Pummciors Risk | Risk 1
Surgery RO R1, rupmre
Location Stomach Semall bowel, E-GIST
Size =5e¢m >5 cm
Miwtic count <5 >5/50 HPFs
50 HPFs
Mutated gene PDGFRo KIT
Muutiomal ype  Duplication  Deletion (esp when including
(KITexon 11) codons W557 and K358)
I Treatment

1. Surgical resection U curative treatment laaiN19E6® AT
free margin atinaviet 1-2 44910 wmor URE N7 follow up Lifl recom-
mendation RFALa1 LN7El low risk group Taevialyl follow up #iae CT
scan NN 6 1ABw w1 5 1] #aulu moderate-high risk group A% follow up
Kt CT scan W0 34 daw wws 3 1 andumn 6 e w5 3 uas
follow up ﬂﬂm%\iﬁ"“

2. Systemic therapy AT metastatic disease WA unreslectable
GISTs ity firstline drug 714 Ae Imatinib (Glivee) Wl tyrosine
kinase inhibitor a¥@8N action Me bind AU ATP-binding site fl®ariu
autophosphorylation T84 kit homodimer WAY activation 9484 cellular signal-
ing cascade TUA dose AR 400 mg/day HANFANHANLFNLA Imatinib
i response rate FRtAT 4871 WATANNAIDN stabilization 18 DaFRtIaL 70-85

WA median progression-free survival (PFS) Uszunni 20-24 PAU uaY

Gastrointestinal stromal tumor {GIST) -



arnn13Ansiae The North American Sarcoma Intergroup Study S0033
18114 imatinib mesylate # dose 400 mg AT 800 mg WATHNNT cross over
dose (11u 800 mg Tunsdiliis progression WLINN3IRN dose AN 400 mg
\u 800 mg YR partial response 1WataY 7 WAy stable disease 16
fatay 32°%87°

N1¥LI adjuvant treatment #i98 imatinib {SSGXVI, ACO 20G-29000
WAz 29001) AzAfi event-fres WAL overall survival 114 case 71T intermedi-
ate W5a high risk GISTs #2un"514 neoadjuvant treatment 81N1TD down-
staging w8419A 14 v kam extensive surgical procedure WALNNSLAMA tumor
rupture WAL hemorrhage S¥WINHFAR TUngy advance GISTs Aa 19en
imatinib aunsERATAg progression 484%3A N intolenrance vize Awld
Ufjiasnisinmse’

AMFU side effect Aimuriae loun edema, nausea, vomiting, diar-
rhea, malaise WAY fatigue ®IU severe side effect %Ismuulﬁﬁﬂﬂ laun
myelosuppression, Gastrointestinal %98 Intratumoural hemorrhage WAL al-

evated transaminases”’’

| msdocioen Imatinib?°
WNARAINNTH mutation 184 KIT or PDGFRA i 3 PDGFRA
mutation TAEILAWAE point mutation D842V 114 exon 18 @14l primary resis-
tance ﬂ’l‘i‘gﬂmﬁ 2 from A

1. Primary resistance A8 N12EANAAINNANIMAINAIAIN stable dis-

v s = E1 - - o2
ease WA T8 HNENlsAguLININIUNIE UL 6 IAnWAIGNNNINEN

[ 1 1

. J o
2. Secondary resistance AB N1IERTNITABLAUDINARILAGTNNNT

v
=2

fnen waz § stabilization 1ealsa san1finlsa progression Aulu

- IRAVTANIAMKANETELLN NALE NTUYILTZIA TRY, SULNBN-8aIAN 2550



New tyrosine kinase s Sunitinib (Sutent) Phaendid multitargeted
tyrosine kinase inhibitor 1183 KIT %aﬁ effective Tu GISTs ﬁﬁ exon@ mutation
1% dose 1uA 50 mg daily WUIH partial response fesay 7 wazna i
stable disease Jaraz 58 Tan FDA ld%uses ansnldienldnscdifilon

progress NNTW AtueH 1#FUEN imatinib wFa ilatlianssnlden imatinib
‘1‘?!]’2,10

Novel KIT multi-tyrosine kinase iy AMG706 way AMN107 (nilotinib)
mTOR inhibitors RADOD1 (everolimus, the PKC inhibitor PKC412 WaY vascu-
lar endothelial growth factor receptor inhibitor LW bavacizumab {Avastin) 'af,j

W clinical trial®™
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47N CT abdomen

1.1 asuendsdiaLindiiny 70 AZLWY

1.2 aaliinnsitiade 30 ATLUY
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Coronal reconstruction
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2. gilawuds a1y 43 T andeaimstaaviasiiu g (Tuwn q
2 \RBU  M9995WN1e abdomen: distended, hyperactive bowel
sounds WAz WUAMNAMINRA (nWH 2.1) Plain abdomen: small
bowel obstruction Enteroscopy (n‘mﬁ 2.2) vl 2 well-defined
masses in the lumen of the jejunum 4 ¢cm from the duodenojejunal

flexure causing partial obstruction

NINA 22

21 aglinnsitiade 50 AT
2.2 nagiifinstnanaamansnniuguuulu wazinifiaain

mutation 184 gene Bxls 50 AL

QUIZ meuinndereia ‘H‘




3. dilonan 68 1 ssenilasiwde NAUSILIN 5 AB
' a = al =l | L
AgaasaMewWLEn wasanuEanGmAY (MW 3.1) deanaas

EGD ‘N'Llﬂ':l’maﬂﬂnﬁﬁ upper esophagus (mwﬁ 3.2}

=
NIAN 3.1

MNA 3.2

31 AIUANAIRANTIRWU NIWT 3.1 URE NIWA 3.2 30 AZLUY
3.2 AaquanItane 30 AZUUL

3.3 AIUANUUININNITINEN 40 AZLLU

';mmmmnuuwmﬁ:numuﬁuﬂ'Jmmmm‘:.ml’nﬂ, n"umuu—@mﬂu 2550



NS:ONUANOOU
ASON 5/2550

NINTIUAIMAIUTTA
1L Twaunmd ] wantdude Fe-ans
2. AT
[ ]Gl Fellow [ 1 21gurmdanmizazzuumamue g
- o | o ol o
[ 1 wnehidluvFawrmdidansncyanngug
Ail ' . dil - ] =1 | - Ail
3. Nagjilaqiiu Hamnsodsseuacdeaauunanald) tnuai

ABNMDE................. UL FTLR/UDN
L T T Tnsdwyl
4. T R e AT
IAN..coo neans

1. dihemin a1y 55 1 qnuiuianilug e 6 1hau wdsdy

o - = ' e
Uszmuannalbawiviasniu ddsziRangs 1/2 uuusiadu
20 1 (100 AzuuW)

/17N CT abdomen

. - qJ
1.1 Aaduan@naLnFvivy (70 AU

1.2 aalinsiade {30 AZLUW)

nizamamey afil S208

g



2. gitlanvdis ana 43T andasanmstaaiesiiu q (Huin g 2 (Rau
M5995°9M8l abdomen: distended, hyperactive bowel sounds Way
wuANNEmIng (mwﬁ 2.1} Plain abdomen: small bowel obstruc-
tion Enteroscopy (n’mﬁ 2.2) wu 2 well-defined masses in the
lumen of the jejunum 4 cm from the duodenocjejunal flexure
causing partial obstruction

2.1 aslinnsinade (50 ALY

v
2.2 mazildnemaanenssuiuguunivue uazinfiaann mutation 294

gene 2zls (50 AT
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FHMENUER wazAMURaUnAMIAY (MMwh 3.1) daanses EGD
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WUANNEAUNAN upper esophagus (MW 3.2)
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1. Elhﬂ“mﬂﬂ']i‘! 68 'l.l HIAINDTNITUUHUNEY UTVUNAR AILNADY
AURINANN 2 LABU %1 Ultrasound upper abdomen Was endoscopy
(side view) IARRRINN (40 AzUUY)

1.1 q\lu‘i‘i‘mﬂalxlﬁﬂﬂnﬁﬁlwumn Uitrasound upper abdomen
20 ATuuU
® Dilated corman bile duct to the level of the ampulla of Vater
& Nonshadowing intraluminal mass (arrow)
12 aussesdeBaUnfifiwgann endoscopy (side view) 10 ALULY
m Mass of the Ampulla of Vater
1.3 alinnsiiiade 10 ALY
m Carcinoma of the Ampulla of Vater
{Ref. www. brigharnrad.harvard.eduy.. /hcache/43/full.htm|
www.emedicine.com/aspfimage_search asp?query=...}

2. 91N CT abdomen
2.1 ausseuRaEenAfing 20 AZILLY
® Mutltiple air containing tubular branching structures (arrows)
located in both the right and left liver lobe.
22 uanitiagy 10 ALY
m Air in the portal venous system
Ref MJA 2006; 184 (6): 291

3. 91N skin lssion ﬁwu
3.1 wWhinsiiadey 10 ATUWY
m Mixed cryoglobulinemia (Meitzer-Franklin syndrome)
32 awenlsaszuuniaduaimisinusaniu resion ﬁmnﬁm

UarATaInTIRa sl aRLG N 20 AZULLU
B WU HCV infection 10 AZWIU
B 847997 Anti-HCV 10 AZLUL

Ref, www.bio.davidson.edu/.../term_paper_MC.htm
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otz wuamalunag follow up EGD £jtlae Bamett’s esophagus

ARDL

wuaalun17M$9A EGD surveillance g1t Barrett's esophagus 47N
guidelines A"Y*| ﬁ;ﬂﬁdﬁ

B All Gl societies recommend surveillance for all patients with and

without dysplasia
m Short and long segment should be treated the same

B Patients with BE should still be surveyed after antianti-refiux

surgery
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# Four-quadrant biopsies every 2 cm protocol

® Dysplasia determines surveillance strategy

No Dysplasia
® ASGE-repeat at 1 year to confirm no dysplasia, then q 3-b years
= ACG-repeat endoscopy to confirm no dysplasia, then q 3 years

B AGA-repeat at 1 year to confirm no dysplasia, then g 5 years

Low Grade Dysplasia

B ASGE-yearly endoscopy and biopsy

= ACG-repeat ndoscopy yearly until no dysplasia

® AGA-If 2 pathologists concur, then yearly, If disagreement, then

surveillance q 3 years

High Grade Dysplasia

w All-confirm histology, repeat endoscopy to exclude cancer

® ASGE-consider ablative therapy, esophagectomy or intensive
surveillance q 3 months, depending on individual situation

® ACGHf focal {<5 glands in biopsyl, every 3months: if multifocal, then
ablation or surgery

W AGA-consider patient status, expertise of surgecns and and gastro
enterologists, focality of dysplasia, consider intensive surveillance,

ablation or esophagectomy
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umsvin EGD #an indication A4 vingASaTny gastric polyps A%
$78n7 approach aeinls

ARBY

Tﬂﬂﬁl’o’lﬂn}’ﬂfmﬁﬂ gastric polyps 3inliAaaiainis daungnuiu
incidental finding 104N EGD mmmﬂzmn'ﬁuamﬁLﬁmmn gastric polyps
1#iunl Gl bleeding, chronic blood loss, obstruction (rare) udAngjLlaadau
Tunlaitlannns wsifilaanudnAtyinez gastric polyps anaamulEa
benign vidadi malignant potential

Gastric polyps wuaTunanastis 1dun

B Hyperplastic polyps

m Adenomatous polyps

m Fundic gland polyps

& Inflammatory fibroid polyps

- SRR TN RN TS L A TR D, U TRRTAL TR




| Juvenile polyps
m Familial polyposis syndromes

B Peutz-Jeghers syndrome

BEMION TUMEJURS AND TUMIDUR - LIKE LESIONS OF STOMACH

Furds. glandd pobm ¥ 5
Tubmsdo-willous Biabyre in
achwrTETA & Lowden’s
n:lmu\-
Villous aclerena
Tuslar sedeeam h t
Inperplantic r-drn
LY Lrundhite- Canada
= symdrome polyp
Gistritia mmﬂ""% v enile polyp
PEAR etk htabtophe
Irllamesatory okl polv

www.histopathology-india.net/GaPolyp.htm

Hyperplastic polyps wuﬂﬂﬂﬁqm wuldnnenumdalunssinng
dqu'lvlq,iwuﬁ antrum ANMALE small, dome-shaped 1§78 stalked polyps 1WA
Lﬂﬁlﬂ 1.0 1. (0.1-12 1) wu’lﬁﬁ’a single Vvite muitiple polyps e
§9MAU atrophic gastritis Wat1u Ménétrier disease BNAWL multiple hyper
plastic polyps 4 histology 989 hyperplastic polyp fAnMUY submucosal
edema WHY faveolar hyperplasia Taeialal palyp afinitinlinanalu me-
lignancy r'-i-j:;ir‘;ﬂ‘.ﬁﬁ'uﬁL?f;mi";-’-;:r.-.%eﬁt_|l.'f}u dysplasia W38 carcinoma AL
polyp TUIANANNGA 2 B4, WFB1W multiple hyperplastic polyps

Adenomatous polyps (tubular, tubulovillous, villous) AUy
flat WT9 polypoid AU ALANAITIL dau’turuu‘inﬂ antrum inazwuv chronic

TR TR-LE TN @



gastritis polyp 1finiifilaniaiin adenocarcinoma T8NIEMNAL 1AE
lavnzatineteininnananndy 2 o wasily vilous adenoma Faviy
w1 polypectomy WAl invasive carcinoma vigeu multiple ad-
enomas R14F894N1 subtotal gastrectomy WAY surveillance endoscopy
%n 3-5 1 (ASGE 2006)

Fundic gland polyps {{\ microcysts s lined Ao fundic-type
parietal cells W@z chief cells SIWUR fundus uaz body Thaall
Useleninaanimin surveillance EGD Salduwidn doulugjazunsinli
¥en 13 1 e dysplasia W98 cancer WHEEIW high grade dysplasia
Wzt Wivn polypectomy iie partial gastrectomy

EGD: fundic gland polyposis

Fundic gland polyposis 81awusauiu congenital conditions WU
familial adenomatous polyposis, attenuated familial adenomatous polyposis
syndromes, Peutz-Jeghers syndrome, Cowden’s syndrome WAL juvenile
polyposis Wi acquired causes L4 chronic use of proton pump inhibitors,
Zollinger-Ellison syndrome WA atrophic gastritis #1F0 risk 1aan1atlu
malignancy W congenital conditions N1NN9" acquired TaeninlulEwu
fundic gland polyposis WL 19 colonoscopy G colonic polyps AAT
MTIANT genetic testing WazATIaAUlUATALATY

- MR R oLl g e 2550




Inflammatory fibroid polyps 1\ benign spindie cell tumors i
eosinophils infiltration Tnﬂ'l:l.itﬁmﬁ'umﬂ: systemic allergic reaction W78
eosinophilia Tatialuiinas excision aaniiasaan polyps Tiia iU
TinsrlnFouazyinWinia obstruction 14

Inflammatory fibroid polyp shows CD34-positivity in the spindle cells in lamellar
arangement {www.nature.comy.../n10/fig_tab/3880210f8.htmi)

Polyposis syndromes vl polyps lunszimaze s 1w familial
adenomatous polyposis (FAP), Gardner syndrome, juvenile polyposis syn-
drome (JPS), Peutz-Jeghers uas Cronkhite-Canada syndromes

Adenomatous polyposis Tunseimazawewuldiasas 50 184 guae
FAP ua Gardner syndrome AiNAzWLl polyps waness gilae FAP Aozl
Ansnsa regular surveillance endoscopy 'I?.'l"‘l end-viewing WRY side-view-
ing endoscopes AAWAIEN colectomy visenguannds 30 T anavingy
3H Lﬁﬂuwndﬂqszmﬂnuun Mﬁ'\ﬁﬂnﬁ'um?ﬁ'l routine surveiliance en-
doscopy lilmasa

W Gardner syndrome 2194EWU adenomatous polyps 11 duodenum
#iatl adenomatous polyps ﬂwumﬂ:ﬁ’naﬂn Uas¥n EGD 'nv"mn 6 \Aau

"
Atubtu-riEny § |



fes51l Stage classification {0-IV) of duodenal polyposis (Cruz-Correa, 2003)
(P13 1 URT 2)

mﬂQ'ﬁ 1 Modified Spigelman’s Score and Classification (Lancet 1989;2:

783-785)

| Factor _ APoint | 2Poins 3 Paints
Mo, of polyps 14 &20 o A0

. FPolyp sizi, mim 14 ' B-10 > 10
SIS0y IR TububoerifioLs Villmis
Dy=mass . Loy grade . i High arade

NOTE. Classification: no polyp, stage 0; 1 to 4 points, stage |; § to 6 points, stage Ii;
7 to 8 points, stage I11; 9 to 12 points, stage IV.

al .
M99 2 surveillance endoscopy 1849 duodenal polyps

 Spigelman classificstion. | Endoscopic froquency
Stags O 5 yB&Is
Gtage | 5 years
Stage | . | years
Stsga N 3 yBETE
JTAgE iV ] s

JPS ua Cronkhite-Canada syndrome tinlalAaevinlifiin gastric can-
cer @MFU Peutz-Jeghers syndrome B1AWL gastric hamartomatous polyps
1 wi9nazwulys small bowel 1iBtINgN N polyps 819451 WWLNA bleeding
e obstruction  antrum waz@snsananeni gastric cancer 1 (wu
nongastrointestinal cancers LiBeng1) ﬁq&u AR remove B8N

noy.nilen neviedd

mislgamaiAuaNg malTengsdiand JameuasIngul

m qanrms T Rus e, funinegs e 255
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From: "Anthony Axon™ <Anthony. Axon@leedsth.nhs.uk>
To: - <racpm@mahidel.ac.th>
Sent: 4 furmu 2550 19:19

Subject: Thank you

Dear Chutima

1 am writing to thank you most sincerely for inviting me to Pattaya.

It was a great pleasure to meet you and have the opportunity of
contributing to your meeting, indeed it was a great honour for me and [
will look back on it with both pride and pleasure.

I thank you and your colleagues for your kindness and generosity and
for the hospitality that you provided for my wife and I. I thoroughly
enjoyed the period of time that I spent in Thailand and the rest and
relaxation that we were able to enjoy after the meeting has set me up
for a winter of hard work back in England!

You must be very proud of your society and the colleagues that you
have. It was clear that they are great friends with one another as well
as excellent scientists and conscientious doctors. It has altogether
been a great privilege for me to attend your meeting and I look forward
to seeing you in the future perhaps in London at the World Congress in
2009.

With very best wishes
Yours sincerely
Tony

Professor ATR Axon

Professor of Gastroenterology
Department of Gastroenterology
Room 231 Clarendon Wing

The General Infirmary at Leeds
Great George Street

Leeds, LS1 3EX

United Kingdom

Tel+44 113 392 2125

Fax+44 113 392 6968

Email: anthony.axon(@leedsth.nhs.uk
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