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HBeAg-positive HBeAg-negative

HBV genotype A and B Lower serum HBV DNA

Lower serum HBV DNA (< 2 x 10° 1U/mL) Higher serum ALT (2-5 x ULN)
Higher serum ALT (2-5 x ULN) Female sex

Female sex Younger age

Older age rs12979860 CC near 1L28B

Wild-type virus
rs12979860 CC near IL28B
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465 HBeAg-positive patient

Genotype A Genotype B Genotype C Genotype D

No decline >20,000 IWmL  >20,000 IU/mL No decline
NPV: 100% NPV: 92% NPV: 98% NPV: 97%

>20,000 IU/ImL  >20,000 IU/mL >20,000 IU/mL >20,000 IU/mL
NPV: 96% NPV: 100% NPV: 100% NPV: 100%
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Retroperitoneal Fibrosis

wovwus uysad
IWBBS waued

7/77/.5?8?5@357_/7_/747\71,5%@77/77? ZﬁdWEl?i/ﬁJJﬁWﬂ@@ﬁE/L@?

untin

Retroperitoneal Fibrosis L‘flumwﬁﬁmié’m U (inflammation)
WaEAIN (fibrosis) Lﬁ@%ﬂwﬁaaﬁag’é’mmé’a@'auﬂﬁadﬁaq (retroperitoneal
space) ﬁa@ﬁué’ﬂaiﬁﬁﬁ@mmﬁ%mmu SN TRt
ynlFmssmaitadedeuinedinn Snveannenumsan luadeaeat
PR ANALENEIf M9 UHATINEN TN WL AN T
dlofildan 'mwé’ufi‘]awﬁmﬁaa (retroperitoneum) (Revnehadieatiula
WewasiomsAfiady 9 dfedasimsasanumess Snenhiimssn u
TAUNARARRALAIERATE (periaortitis) @ae %@ﬁmaz@hm FvnliAe
Snwoeaanan’ leun inflammatory abdominal aortic aneurysm (IAAA),
perianeurysmal retroperitoneal fibrosis, retroperitoneal fibrosis (RPF),
Erdheim-Chester disease (ECD) L8¢ immunoglobulin G4 (IgG4)-related
disease W189M¥89 retroperitoneal fibrosis "gﬂmﬁmmmmwﬁd

WAMEIN % ECD imdeusfasiidnwasmeXe anenadan it
AnsnnanenFiveniazomaw eeshseanldaehefaan a1 lgGa-re-
lated disease taudungulanfifefima¥inuaznumemaad 2003 ufudn
PemifivnfiAe retroperitoneal fibrosis @duin wvasiudaly

Hufinuusidadn 1gGa-related disease siuldgnanlilunmsieszs
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Meuluafaiienty retroperitoneal fibrosis anvauiiedlaiiasan
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Ormond 3aiiufi3antiuluta Ormond's disease™  laemmmrinuintsysnn
30% AmepnanneuaraEis

dosnndshifiendtinenafidunaspudaan  msmumuny
retroperitoneal fibrosis 39 bAINMNIFILTINTIBIIUMTANENVDINIEAS
Anezenge] G9% Na@e H soft tissue density 70U NADALRDALAY
lwaasm wiieeldvaln (infrarenal aorta) ¥3e iliac vessels fimsranuan
contrast enhanced computed tomography (CT) ¥58 magnetic resonance
imaging (MRI) MI§379TWH0AIN retroperitoneum HNUNZSS uazlsl
NWURANHOULUDI systemic, multicentric, fibrosis processing aaiwvﬁuﬂwﬂu
IgG4-related disease

i1}l retroperitoneal fibrosis fiNAansyeaainENaINLhed a6

9: % 1A a 2 o A dl v Aa L% lal [~3
wazhminaalag sl wgediale Wellefinmanumess™ nendnEadu
fiusnnseuvaandonunuaaaiondvale (infrarenal aorta) LAYANAINAS
P ) o . . . Y v o .
gruanaliéls iliac bifurcation wagmesnudnalysinle (enal hilum) way
1039 %1 wmsaun awhll ‘msgediuresvialn (ureteral obstruction) uay
A 4 o R .

lonaideunduldlud o luefafishusnnmasnmsasinlfimssanevola
ufigaduenumeianils visens ‘sandaanszimngt]  euagl e
(stent) TNSILMIYN open %38 laparoscopic ureterolysis TIAAYNTINL
omental wrapping 3o KA 9219 15AA U eUa 0 N TL UL INLANH
"15arasmsSnnleeit linhdaenumsldennanfidaiiuehe g prednisone,
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cyclosporine, methotrexate, azathioprine, cyclophosphamide,
mycophenolate mofetil (MMF), infliximab, rituximab, colchicine LLa¥ se-
lective estrogen receptor antagonist tamoxifen1 mi%ﬂwﬂuﬁaﬁlﬁuﬁd l;ﬂf?i )P
nnmsshdimsfiums FentSussuugRdamam

S:UIAJINEYN

Idiopathic retroperitoneal fibrosis ﬁmﬂmnzﬁwﬂéﬂmaa GRS
A Y a & &y 0% ! =
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FADRNNENNNIFANINUD L I@] EJ‘IJ@&I,Ja’%ﬂﬁW%LLa%@WUVLG]ﬂTSNWm 0.1 et ng
. . o
100,000 A% HATNANNYNY 1.38 dlatsenng 100,000 au tawanns 30% Wy
A a 2 | < a fﬂl v A A 1w 29
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GYJElfﬂilﬁ&lLﬂ%‘ﬂg’ﬂﬁg\l']ﬂ“ﬂ%“ﬂadii@@maauaﬁL UBBI@]BN&J% (AIP) ey
IgG4-related disease M lfammuh lusdagihefiaaldsumsitaseindy
idiopathic retroperitoneal fibrosis ﬁfu’%‘%@“} LAANETIENALA LGN

. { o 910 |

IgG4-related disease fallusaalsafimuuandusausns AP aehslsfia
falslfidagamasznainensnnmefiay T yuwwnAatiathsfoau vl
lamauemnagniiuiaieras retroperitoneal fibrosis MiAAaN IgG4-related
disease

Corradi taeanke  §1933WU IgG4-positive cells elwé:ﬂ?a idiopathic
retroperitoneal fibrosis ¥JN31¢l

. 11 . .

Neild Lbag@tue WU IgG4-positive plasma cells 21N retroperito-
neal tissues :NNI 20 cells/HPF 1‘%&@’3&1 idiopathic retroperitoneal fi-
brosis 7 el,u 991y

10 < = .
Zen BRTAAE  WUSEAU serum IgG4 mﬁmmzﬁ extensive IgG4-

positive plasma cell infiltration Elm:gﬂfm 10 YNYNANA 17 18 (59%)
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MEsumeatasuiniu retroperitoneal fibrosis NNMIRTATWie Lo
Fiovaadumemneany 50 Tvaesnnnn

Yamashita Bacsame” WU R 09 IgG4-positive plasma cells
¢8 IgG-positive plasma cells Fannn 20% Mﬁﬂw 9 LN 29 MY
(31%) LLaﬂmmi’mma wm aﬂammwmu IgG4-related retroperltoneal fibrosis

nMsEnsTemanesnede WUt A ’Jmaqmmamﬂu [gG4-related
retroperitoneal fibrosis ma@ma retroperitoneal fibrosis mmm@uu
wenshaiuly Taeagsewing 30-60% usiflosmmiumadnmlunguidne 39
miﬁmiﬁﬂ‘m%’aLﬁmﬁﬂmﬁuﬂmﬁu

TuBnédumnite maLssfiuanagnues retroperitoneal fibrosis 7wy
131l IgG4-related disease vanldanmeanmn #ile AP laemy retroperi-
toneal fibrosis NATNAL AIP 15zsnth 10%

Takuma hazane G retroperitoneal fibrosis 338 11
fihe AP 4 TeAnvienan 56 118 (7%) waswudil onset wianifu AIP 2
T8 hannan AIP 1 918 Wagdn 1 TIEWUNSINMIY bypass surgery 1t
File AP Tudy 1 0

Hamano Wasane — Wy retroperitoneal fibrosis WNATINAL AIP
Tugithe 8 Mean 64 T Aaiu 12.5% Tuwsauiinuhd onset Aidhalal
WiaNTU AIP 6 318 teeshannaw AIP 3 118 LasenNnds AIP 3 T8

waN NI retroperitoneal fibrosis i")NﬁuIi@éuﬂ oy N
TILNUDI Ohta WasAME ~ WU retroperitoneal fibrosis HASINTY IgG4-
related sclerosing sialadenitis 1 T 10 918 (10%) I@m’;mmiwmmﬁg@wmwu
retroperitoneal fibrosis Usesnns 10% SL% IgG4-related disease

aehglsfiony wlasiiumn@an IgGa-related disease ¥nlmAnTae
lsaluvanan oz uafdldnsy wmemmﬁ@wﬁt,l,ﬂuau wawdalsidud
RSN IR ATN TR T R Tneifuands retroperitoneum ¢t
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M3t ueanainietladel " Beeen w89 retroperitoneal fibrosis
WU ey 1avienee) 18 357 apds warmsfaze madlu e ke (e
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PILAT 1961196)

1 |
AaAaaAa A

ENNAMIENILAE T BNUNGT .0fa methysergide WA ergotamine
3
&1 methysergide aamm@w’mvﬂﬂwuu (serotonin antagonist) L
A6 & o A A X o A
mﬂsﬁuaﬂumﬁﬂm{mmm L“ﬁ@’l']ﬂ']’iLWSJ‘U%“H@G’?%@ULﬁI’iIVI%%GL%’iSU‘LJ
a A ° | A o A A v o .
e wiawmuﬂﬂ mmﬁmwwawmadmanwﬂa U@ Ly retroperitoneum
slmwmmmm WUIEN methysergide i A6 retroperitoneal fi-
LR | < o o A ~ P
brosis a3 12% aﬂﬁdi’iﬂ@ﬁNiWﬂﬂ@U%WU%@ EIﬁON']ﬂL%adQ']ﬂS\Iﬁ']{lsﬁF_ﬂ

£151991 1 Etiological factors of retroperitoneal fibrosis

Etiological factors

Idiopathic RF Frequency unknown
IgG4-related lesions Frequency unknown
Secondary RF
Drugs Methysergide, ergotamine, hydralazine, bromocriptine, me-
thyldopa, phenacetin, B-blockers
Malignant diseases Carcinoid, Hodgkin’s and non-Hodgkin’s lymphomas, sar-

comas, carcinomas of colon, prostate, breast, stomach

Infections Tuberculosis, histoplasmosis, actinomycosis

Radiotherapy Colon, pancreatic cancer, testicular seminoma

Surgery Lymphadenectomy, colectomy, hysterectomy, aortic
aneurysmectomy

Others Exposure to asbestos, Histiocytosis, amyloidosis, trauma,

barium enema
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methysergide anae "
ﬁﬁﬂuawﬁuﬁsﬂm ergotamine WNIONTYEUTIILIES i, vh K
Fimaiadnueas myelofibroblasts WauAeMs ¢ avaswane laidutu’
enBue) fienadiann "N retroperitoneal fibrosis l@un B-
blockers, methyldopa, phenacetin &g hydlralazilrlelg_23 aalw\li‘rgia EILARN
iwuiflouien case report wazlinumdngifions “uiusgaan
T893 "Nl AU asbestos AANHN “NAUSIU retroperitoneal
fibrosis MNTELIUMIANI IuAwnumemnefissmefiuianus Foiinsd
NuGgId asbestos  1wn3adlUels retroperitoneum Idlaemhumain
hidesasmadivemvseten esnmy asbestos SLuaﬁimsﬁlm T e
wasslasmannladhe nadinen case control wiafifigilae 43 Tewuh
AL ETinAe retroperitoneal fibrosis SauANTw 9 whilesims " fu
asbestos Eluﬁ%mmﬁmm’h 10 fiber-years’

M9~ (external beam radiation)

L@ o A Ao o fo A . . .
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RGN Fa T MeaneSe N saswasly L ITUEMNENaU U
(premature terminal differentiation) 284 fibroblasts %Qﬁﬂﬂ m'm'i AN

42 X LV e = 49 o, _ _ _
ARaRAUIRNTYL aehalsia miﬂﬁmwuﬂmﬂma retroperitoneal fibrosis
) 1 a A ‘:ild wAa) Yo v A = o 1
W 140 T8 WU S 2 MeffUsealasumeaese™ 1 Savh il
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P BTEREAQTIN retroperitoneal space LaLAANSENL U desmoplastic changes
WAy fibrotic reaction lABTOUMNNT 9dn AsRaNNIwTuiiazdasi
MIAINATNMLDLNALDLATINTUMIATINEANTDINLUTINNINE oY
Tugihenelnsinnnedldsumyifiasedniiv retroperitoneal fibrosis
DX Aa va A @ A @ @ .
pianils s uNe S RaN U IMNEIUaNTetroperitoneum
[ 14 3: L tdl 4 A % 1 (% d;dl 1
DYNAULATY  FINTIELENINAILIMINTEANWEULNINM NN laigsalyl
A998 A3 LESUMITaTUe lesranouiaziansnn bins3ne
vi5sfiwusoelu retroperitoneal space LN NzSIsaMiARDS

I A o € a c v 24
ENEASNETANPIA RN UW%@LLGSW?QL@%‘]‘:] 18 NELIIEENWN

v
nshaLe

uanniumsfaefiunsnssanesaneTeigdnaded @ spinal

= . DX o
1178 paraspinal abscesses slu@ﬂ’;maﬂi@

Wngnasa

Hefifayasriodwugnaaauiiado sstemaifia retroperitoneal
fibrosis %38 |8l WMDY retroperitoneal fibrosis Wghefifushuse
vaaduiitaru udnsnuaifiteufinmesamess inenasihathauns
yanemasviadielifimation immunofluorescence ManenFAnenfisumzsto
IgG4 Tunizsis vnlsdenallusiveulumsitase

Taqifudlalsinufisenunsifia retroperitoneal fibrosis luasaun%
mimaafmaLﬁfﬂﬂﬁﬁﬁ&lfmmaﬁu‘qmﬁmﬁaﬁﬂwmzmq HLA serotypes
MSAN¥I909 Martorana kavane”™  iae 39 Mufleuiulszmnsamua
350 Te wuNlunasgihesd HLA DRB1%03 fls 48.5% Wieuiiu 16% Twngs
auAn WU HLA B*08 £ 17.9% Tunguithefifimesni useumaaeidan
Lananasmizess (chronic periaortitis) VUL 6.78% Tunguauas s
amauansheTaa asngudeduilis Wiyme 86 usideedasihnadinm
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Retroperitoneal fibrosis AoMTa1WE (015199 2) a7 6
% 1 2 A 13 o @ [ 1 A p 4 9: % ::!I
16un thavieswiBathaineddh thends sowndy W wazihmrinas lead
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wutaen afe 21MIthe FeRanmwusieang lugtosviasuaziBrnenudng
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&6 oailudnadenBers asihe eethednashlamiiy amsthesn
;:; K v 6 o dl I A
asfuas s “winstumsedanlm mMategansesell e
U ) ] ra 1 a ] o Uy C% a
pilae Wingiamgannisaestaian WihemednNa st
Soumzanmainah (hydrocele) 3360y a3wisasiiefihninasaes
Ao o o & o | Ay G AoV M ye Aa o 2426 p o
ity émyTarhly s UenuzS N leEumsitase®™®  snufenusu
an A I P | »
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mﬂé’ﬁuuaﬂﬁaLﬁmmmaﬂ@maLﬁauwé’wﬁ%@Lﬂumamﬁmiq@é’mmﬁﬂm
Sudlossnanisiinfingdoaseuviolauay inferior vena cava snaanule
1738 (hydronephrosis) ¥381LINIINGRE BINNSAILINAANNNITNNREA
HoRMYNNALREANIYAGIUYBY venous outflow
U5gann4 5-10% 09Kt enuNANEaaaEan 128921996 (deep

venous thrombosis) m%awaamﬁa@ﬁﬂa@@@ém (pulmonary embolism) m

M1519% 2 Symptoms on presentation with retroperitoneal fibrosis

Symptoms % of Patients References
Pain 86-100 4,26
Hypertension 40-57 4

Fatigue 25-52.9 4, 24, 26
Weight loss 40-50 4,24
Hydrocele 17-29 4

Deep venous thrombosis/pulmonary embolism 6-14 4, 24
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iaa%@ﬁmmLﬁlmﬁuﬁuwaamﬁa@ superior mesenteric, inferior mesen-
teric 139 iliac vessels INAILDIRAWLAINITUAZENNITL AINNE arterial
insufficiency 2984 mesenteric Y38 lower extremity »L@% Gt

MMIMITD NMIANUY Vaglio Bazame’”  WUANN “NAUD
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thtiafiomathaenadasandae sauuy inflammatory &% noninflamma-
tory arthritis

ﬂm%m;ﬂﬁa IgG4-related retroperitoneal fibrosis ﬁ?u%ﬁé’nwmz
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markers 397 Ausnnldsumitasslesdadyannasianunig
59 ANENNIOMIIANTIVINLITAINENDDITUND  LIAWUIIEDINT L6 L1k
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[ D X =) oA A yé{ [ ! A 29
e lunguitiinflsy ifinAuki3e%s 194 asthma %30 eczema
mzsiastaalewy [6visli IgG4-related disease Wae retroperi-
toneal fibrosis WEWLLRENIIWANIZLAN 719 9nMzaaiamsmi msasd

FINAEENUNINT ¢ W24 IgG4 ¥58M3 39 anti-thyroid antibodies
N1SASIONNBVUNURANNS

Lifimsamamslafiedneniisimnzianzaseione retroperitoneal fi-
brosis aehslsiddinamanudaiianing su wusedyU ESR %50 CRP _si
4,6,24,30

(wulet 50-100%)"%*

M3AA LA ALIAAREAWAYUNG (normochromic normocytic anemia)
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ies 31%, anti-smooth-muscle antibodies 14%, rheumatoid factor 14%
LY perinuclear 38 cytoplasmic antineutrophil cytoplasmic antibodies
(ANCA) 10%""
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Atherosclerosis Model

nesiulugastl 1980 Toe Michinson was Parums® 91nm3 “ane
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Autoimmune Model

wundngmisnns “siusiulsalunguosladusu (autoimmune
diseases) IAEETEuNLEN LML Lrasiaandonadnafuiuiny
sl% polyarteritis nodosa” #mM3@Tany HLA DRB1*03 allele Glm:maa
retroperitoneal fibrosis 1 allele iwulugihelsrasladasushe T type
1 diabetes mellitus, myasthenia gravis 8¢ systemic lupus erythemato-
sus (SLE) Inuguin® uananitioniany autoantibodies Maneiia
Tugfthe retroperitoneal fibrosis™ LLazﬂ"@ﬁﬁwmmi{ﬂammmmﬁﬁ retro-
peritoneal fibrosis %auﬁu%@maaai@ﬁmﬂu |74 seropositive inflammatory
arthritis, ankylosing spondylitis (AS), SLE &g ANCA-associated vascu-

... 27,30,37-39
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IgG4-Related Disease

Fousl 2003 g ldwuans “uWuE109 IgG4 molecule o
mafialelueTasmessuuinme®®  Tosluauungiasevanuluana
289 IgG4 Wit 5% vasduylulnaydud nadauwione® lulaangs IgG4-
related diseases ”uﬁi:@mﬁmmﬂﬁmimzéju T-helper 2 (Th2)-positive
cells AN autoimmunity 11l JNITLIWMIENL UHUMY interleukin (IL)-4,
IL-5, IL-10 wag IL-13” wioaafivelen ﬁ”l,ﬂmzé’ju T-regulatory (Treg)
cells ol _m3sne vanms 519 IL-10 aandaEMIiaTuTes B
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. SV _ A Y X
iu%ﬂ(ﬂmmvl,mw retroperitoneal fibrosis %t AWAIVDINIEH
wdausniSNaandss umanikasnudTanuafulsadusan
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PennMNLsEmesasdaswUhEn NN “NiuETUTE IgG4 Tull 2002
43 L. O Ao
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A o A \ o oy A . . X
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FI6E uanNNitle AIP fawunmyaue) 8nleun sclerosing cholangitis,
sclerosing sialadenitis LLazﬁﬂwmmaﬂiﬂuaﬂﬁudau ANFENMY histo-
pathology 212352 HIiﬂma'WﬁW‘Ll infiltration 284 IgG4-positive plasma cells
wiloutiuiwunsoslsnaasdiusan
RN LIAAURY IgG4-related sclerosing disease %ﬁ@fgm e
. 44,45 . o '
198 Kamisawa Lazam 44 consensus meeting 395MILUL A 550
. an o X46,47
IgG4-related disease Wagh WNMNNMIIHATEIINH Y dneaums
WU retroperitoneal fibrosis Huseslsruandusauras AIP mrﬁuﬁam
ﬁ@amﬁavlé’ﬁw retroperitoneal fibrosis Sy typical lesion 9839 IgG4-related
disease usihmsnnidunnedinu ldrousnnuasunfaae IgGa-related
, oA @ A . 2 oV A o 4. . X
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mamQmemiﬁﬂwﬂmqmam YN
= < A X X . A Yy
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2o A . o 48
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ANNLANGNIYINIAATINYDY retroperitoneal fibrosis Muain IgG4 related
o S oV { Lo 28 !
Ny non-IgG4 related uumvlmﬂuﬁmmuwm Stone LERALATLY VLG’T j‘ﬂ’n
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wg183INg
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Sneneidinldenuemiaizng retroperitoneal fibrosis At
213 (gray-white hard material) ﬂﬁﬂzﬂqmaa@lﬁa@LLmLaaa%mﬁa%ﬂéf@ia
\1@1 (infrarenal aorta) @ﬁammmqéﬁmwﬂﬂ £4 iliac bifurcation AW proxi-

.- 34 ! X I ] 1
mal iliac vessels”  wstoananumsgnas@wmasuunle usaglail snih
o A {il 1 a

sydurawaandonle (renal vessels) LuaL’;'mmﬂﬂ%mms@mamaaﬁiﬂ
masnuisiaznanaaaidansve inferior vena cava ¥ MAL19ASINL
maamﬁa@@@&ﬁu (thrombosis) wazdl collateral formation MSYENLADNYN
17 }% Aa 1 1 dl [ % =3 | a
MUANALNADENINDLHDIAUNITONL uaqﬂmﬂﬂmmi@ (ureters) WazLle®
1 b %
violadhanmadulu

ANBULTTNYANENDINEN (1WA 1) WU fibroinflammatory infiltrate
Toe wilifuieiie (fibrosis) Usenau@e spindle cells Wae fibers bands
Faetlondia o-type I collagen antibody &y % inflammatory infiltrate T
1/5¥nauaie CD3, CD4 Lay CDS T lymphocytes, CD20 B lymphocytes,
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macrophages ey CD138 plasma cells AR ummﬁwﬂéﬂ@mau
wasuvsnih lfushumen (adventitia) PDIVRDAIRDAIANT LATINU ne-
crosis AMEUARSTIL small vessel vasculitis LAZWLMITINNGNTUDLNINAINE)
209 lymphocytes, macrophages La¢ eosinophils ‘ﬁ’m Eluﬁaﬁ@ ADSERN

NRDALEDAUAIDASENUNA atherosclerotic changes TaIKTEIFALA (intima)
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AINH 1 Microscopic appearance of idiopathic retroperitoneal fibrosis. A = sclerotic tissue

with chronic inflammatory infiltrate; pattern is both diffuse and nodular (arrow). B =
perivascular inflammatory aggregate mainly consisting of mononuclear cells and
scattered eosinophils (arrowheads=small retroperitoneal vessels; arrows=mono-
nuclear cells). C = diffuse mononuclear cell inflammatory infiltrate interspersed
within thick and abundant collagen bundles. D and E = electron micrograph of
idiopathic retroperitoneal fibrosis: in D collagen fibers (white arrows) form a band
around small retroperitoneal vessel (black arrows); in E spindle-shaped fibroblast
(black arrows) surrounded by dense collagen fibers (white arrows).

ANMNTLNIIYDINTRITUNA (media) LAZNTON, VUBINTRTUaN (adventi-
tial inflammation) Glmwﬁwu plasma cells A IgG4 positive NN
A39%k9289 plasma cells MIRNATULTNUMINL lymphoid follicle forma-
tion WAY significant eosinophilic infiltrate 3INGE UaNANNH Walms

7 % 1 a =K % =3 3; ] 1 1R d{
qﬂmuvlﬂmamumq WU Amsuvsn@adnlufsiunensasis loue lsifade

Retroperitoneal Fibrosis 43




1) UL (endothelium spauring)z8

manTavenendanenluned 9w IgG4-related retroperito-
neal fibrosis ﬁmzwué’ﬂwmwad diffuse fibrosis, infiltration of IgG4-posi-
tive plasma cells, obliterative phlebitis, eosinophilic infiltration wazd for-
mation #89 lymphoid follicles 1 Zen wazane’® T18WwINEANWE oblit-
erative phlebitis ﬁuwﬂé’a.ia ﬂﬂ’iﬂ%ﬂ&jmﬁlﬂ% IgG4-related retroperitoneal
fibrosis Lﬁauﬁma:m non-IgG4-related retroperitoneal fibrosis aEiNVLiTgia
Lﬂimmﬂr}:\]ﬂ’sHﬁﬁiﬂiéf%ﬂmimﬁ@LLﬁSﬁWiﬁ@%MLﬁa retroperitoneum N
smasah iddauineenn deliteefiarléuiasnasamanendinen Tuma
painMTATRsasn ldnmMweneSs™ W CT scan %38 MRI MI@I592556
serum IgG4 LLazmiwmaaIimﬁlm 174 AIP

anunu:N1s$L ~INgI

MI092971959 " Aneminiansudndulumadfdadunasfaeuns
(% L2 a a =3 v A éﬂl | A
sﬂmgﬂmﬂuammm@ R 2PN LW@@UV]@VL@] (IVP) 38 retrograde urograms
A gold standard I@aﬁé’aa‘wu triad 9 hydronephrosis, medial
deviation LAY extrinsic compression @iaviavlm (ureters) ﬁd%"?ﬁﬁ]ﬁ&l Lﬁu ret-
roperitoneal fibrosis elufja'ogﬁumiﬁw contrast CT %58 MRI vL(%/L“ihm
WIWANIeTRULLRNTIE AN [aeh

Contrast-enhanced CT scan

ACNU soft-tissue density iauwaamﬁammqLaaﬁmmzam
o A s . . . o
qmammu@maamaa@vlmvlﬂm proximal iliac arteries (NN 2) I@ﬂu arte-
rial phase ﬁui%ﬂ’i&ﬁ% T84 aorta, abdominal branches Lag iliac ves-
A % 6 % | 1 o [
sels VLOW@ I@H mﬁmmm@maaLaaaimvl,@amm,wmm @uﬂ']’iIﬂd‘W@d (aneur-
ismal dilation) LLﬁ%ﬁ'ﬁaﬁJLL@U%@G%&@@L%@G{LG&% '3’3345(11%ﬂ’53@%‘ﬂ%7@“ﬂﬂ@ soft

tissue mass fi0g50UE05IN Ul venous phase al¥dpyRvnIMHL
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AN 2 Computed tomography (CT) scan of abdomen and pelvis with intravenous con-
trast. Arrows indicate soft-tissue density surrounding renal arteries, aorta, and
iliac arteries.

warmIgaduTasaandanm ny TNfemeauarsumieas collateral
v A . va
LLazelsﬁ@ﬂamagiau iliac vessels 166
o 44 A Ma X a4 _
Snwnurdue) NieTanufiada 1eun dasnhindasihadesls regional
1Y ' [y A A A & . A 1%
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. A | Ay A o LA | o A Y A | 1%
(perirenal) tag) WianLhafeurishumisdun Tugasinaiiadadannusade
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NN ATUHDNGITITNIINENDINEN
Magdue) Midleditiasiuuenlsnan CT scan Aa Erdheim-Chester
disease (ECD) %ﬂLﬂ%gﬂLL‘LIU‘MﬁJ‘}Jm non-Langerhans cell histiocytosis 7
wuldtousnnuazsnlasumsifasefiaindn retroperitoneal fibrosis
dlasnndawdallatsinmsas  wwessAnuiimilanuaiaaiaiuin
. dae o “ X 4. a v A w
SnwuenlFusntuain CT scan fia manuiaitiadnt uvsereuiisaudhale

719 D929 (bilateral perirenal soft-tissue inflammation or mass) %ﬂﬁﬁ\lﬂ
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WUSL% retroperitoneal fibrosis LaEN1561332 Tc-99 bone scan %JWLIVLG?TNG
UINNNNI 90% hﬁﬂ’;a ECD leeisinaswy significant uptake 7 long bones
24 lower extremity

MU IgG4-related retroperitoneal fibrosis ‘EE% ﬁﬂgﬂ@]i’sﬁlwu
anmanwiess~ludiheilifoms wu OT scan lusswhains work
up 209 AP umeitldSumeitiasedniu AP agrowudauasd onset 709
retroperitoneal fibrosis Lﬁ@%u‘w%am HuvsaAaTuniesimstisy (relapse)
999 AIP T4 mstadasinih lénelnemsnsianuanunismenweese™ s
naed SINTUNLSERD serum IgG4 9wt ugtheinened onset 989
retroperitoneal fibrosis PINNEUNTDINNNAS onset Va9 AIP G?IN CT scan
LinwuemaReUndicusen (Wi 3) Ferdsunshliasasydy serum
1gG4 SLW;‘]J"JH idiopathic retroperitoneal fibrosis AE INNWLNHTLOL 3
@’J{Lﬁmi%ﬂmLL%@@GHNLL‘LIU IgG4-related disease

wenA N retroperitoneum €9 Lﬂu@mmmﬁﬂﬁm’mwum‘imaﬂﬁ‘uﬂ T4
malignant lymphoma, desmoid fibromatosis La¢ liposarcoma VLG’TaﬁG?T’JH
SederfasuuenBeuaznmsshe waniidne, 1e” wasusaena ldteesn
LLG]"UN@%J@WGETQGLLEJﬂmﬂmiaqﬁmNﬂladS\IEL%J(ET‘LI@'@%VL']J £191513u0L#) superior

mesenteric artery el

MRI

Wudnmadanuiouanain CT lums3fiasy retroperitoneal fibro-
LAY AaA Y 52 v v oA A @ R o A
sis SdaRnanthylidos Nl 9™ aaenu ssmatnadurasiaan 137iuss
wadar sfesen and MHawhwund warmsudanaluegfiuning
Benmaylu iutiueg dnwsiaTanufeuSndiidu hypointense 1 T1-
weighted images 8¢ hyperintense GL% T2-weighted images GL‘Hﬁ SULLING
- A o v o A . 12,50 ' = .
gaslsavisarnmnilsnrdsmiiin (active) o> usiazwuifii hypointense T

T2-weighted images sluﬁ ceeyneaadlsn
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AT 3 Retroperitoneal fibrosis occurring before onset of AIP. A, B: Soft tissue surround-

ing abdominal aorta was diagnosed with retroperitoneal fibrosis without pancreatic
abnormality. C, D: Swelling of pancreas with high serum IgG4 was diagnosed with
AIP with improvement of retroperitoneal fibrosis after discontinuation of predniso-

lone treatment.

mseineed Mirault wazaoe”  Iemanudnumy Hﬁaﬁumﬂ@mﬁu
989 MRI 9213 idiopathic retroperitoneal fibrosis (RPF) MU retroperito-
neal fibrosis aNKg59 (malignancy) ﬁl,i‘flua;au'ﬁaml,éh (m-RPF) WU
sauavaaWeiafitull md‘r’]ﬁﬁ%@fﬂ%ﬁ@@Lﬁ@@LL@Q?J@JVLG]LLGZNN’IG%WTYJ"I aortic
bifurcation st [t aenily m-RPF aghafiile QT (47% vs 0%; P=0.001)
'amauwmaqﬁaﬁwﬁwuagjé’wwé’wawaamﬁammLaaa%mﬁ”fuwuvlé’mﬂ
Al RPF (5 vs 2 mm; P=0.03) uaxm3sl medial deviation 1asvinlavi
wulgrloanili m-RPF (24% vs 83%; P=0.001)
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n'lwﬁ 4 Typical retroperitoneal fibrosis associated with AIP. A and B: Soft tissue (arrow)
surrounds abdominal aorta and common iliac artery; C: Bilateral hydronephrosis
(arrows); D: Swelling and capsule-like rim in body and tail of pancreas. E, F: FDG
PET high uptake in body and tail of pancreas (arrowhead) and in the retroperito—-
neal fibrosis lesions (arrowhead) surrounding common iliac artery, arrows indicate
dilated urinary ducts).
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FDG PET scan

M3 18F-fluorodeoxyglucose positron emission tomography (FDG
PET) scans SL%&;’J:'IJ"JEJ retroperitoneal fibrosis a¢WU uptake 7 periaortic soft
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BN SRS lAraLsE UL W IgG4-related disease, ECD %38 ma-
lignancy NN

mvh PET scan flsona l4@iamanmsinsniiaquitaiiiefivde e
= (% o a ] A 1 tﬂl R~ £ gﬁ o [~% tdl 14 14 =
fmsdne uifiuegvdell e lfifuiatsenudiiuiiazdiaslfenad
1hifasiall) ueililesanmMIngIa PET scan Aenldais g msfiamarileds
£ Lo an tdl ] = o a 1 a A 7 tdl
snldnuemnainiasusuanfomamiiivlaadn lafinans waaldend
UANHINMIHNL UK ESR e CRP NAWNannn

Radioisotopic Mag-3 scans

& A A A ¢ < P S
HhanIasfdomaamaniiyselosinniislumatssdindasduasms
quasnmithesiafioslusyarenilusef retroperitoneal fibrosis A2
UMIg@daaImadul  1e I@a@ﬁ excretion phase @ﬂwmﬁ%umi
1Y A . . Aa A A o
F197AIIALADIN glomerular filtration rate (GFR) Y1QLWENWDNALAL
1alalnian renal parenchyma 18 collecting system b& lneaasien bl
§1NH 25 mL/min WIUAOUMIHTIAMT LN furosemide NIviaaaLEan
flutg diuresis phase 68 NEIRINTUIIE N IANFASITITBINITUEN
(excretion half-time: T1/2) AN baueiazdng F9enasa3aRuaneIafuig
% | fan A | a ] 6A o
WausinauIs7 [ lunsesauazednfivssudazguifivnmsna e
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type III £95 glandular distortion Fafhugnunisien uacliwy Paneth cells
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AN 2 a) Intestinal metaplasia %% complete type b) Intestinal metaplasia ##6 incom-

plete type

MNormal gastric mucosa

*neutral mucins ++++

&

&

Complete IM

*Slalomucins ++++

=

*neutral mucins ++/Sialomucins ++

Incomplete IM

U

*Sialomucins ++/sulfomucins ++

Incomplete IM

U
Dysplasia

O

Adenocarcinoma
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S:UIM3NYTVOL intestinal metaplasia Ua:U:ISONS:IW:OMNS

Intestinal metaplasia Wxlam MIARSANLSINTENEDIMS
3Nt 6 wh’  ugifeimsniaeg intestinal metaplasia DIl WUsNES
Zauay 20.2 ludszrnarh luiildsums ‘sandes’ Tneasmusnnavludiiaaie
H. pylor? 3018 (fensannnh 50 9 wuld 31.9% lusnusiigfioesion
nh 40 Twulle 5.2%) wawr? awis®

Sefieenaly 107 ﬁﬂaaﬁm@awu intestinal metaplasia ¥1@ com-
plete type 38 type I ﬁﬁﬁ@ﬁ@ﬂ?iﬁiﬁladuSL%dﬂiSL‘WWSm‘Mﬁ@%W Tunusit type
T nenenfiuszse 2.14 wh uay type T nanafuaziSoennis 458 wh e
Jeuiy type T

UanANEE WL (topographic patterns) 284 intestinal
metaplasia £9 “NRUSTUMTAG lsaxzSsnszzavsdneny’  Taennd in-
testinal metaplasia US04 lesser curvature (%%L@]l cardia AU pylorus
azfinlom WhusmSensumnzevng 5.7 wh udvnngl intestinal metaplasia
hnssmnzannsunusnm fundus aziinlom WinseiSensumnzowns
ANNAY 12.2 W 3 metaplastic foci SMEuAneTaLsaTeg antrum FuU

corpus I@EJL%WWS@ g9ENUILIM incisura angularis4
MAUBY intestinal metaplasia

MY intestinal metaplasia Lﬁmmmsﬂ%uéhmaaLﬁaumzmw
| AI }% a o | b2 1
2130 INITE L I@EJN‘]T]’%’QH‘M@WHBEJN VLG]LLﬁ
1. Host

1714 polymorphisms 849 Interleukin-1 gene AULNNNT 9 IL-1B
{ .8 a _ | o | 10
Z9vn WAe hypochlorhydria wagea 219 il mmﬁamgmzmmﬁ M8 mu-

tation 284 pb3 gene ?ﬁaﬂﬁwﬂu intestinal metaplasia type " wanan
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Aemund microsatellite instability @597 intestinal metaplasia %9

A 1 o § v, 2 < = 12
L"ﬂ/a’ﬂqﬂ’ﬂwmag\ﬂaﬂﬁa’]ﬂLU%NSL?QTW?%LW’]S@’]M’]?

. 13
2. Environment

WU e ascorbic acid fianasluifdl gastritis waymssy
Usenmuannsisiinde s ¥l gastric cell proliferation WasNNa

3. Bacterial factors

T 3G H. pylori @983y 31 ammonia 1N urease L&
‘ﬁﬂ‘ﬁﬁ@ gastric mucosal atrophy]3 ﬂﬁiﬁﬁ apoptotic index/proliferation
index ratio anasaunmeniunnde’ wonanidienlfiAe over expression
903 cyclooxygenase-2 Ly cyclin D2 ?sz‘ﬁ{ expression Uy p27 anag

Fafusnna lnvilswasmaifnagss
n1sdtody

ESGE guideline ngﬂﬂ‘ﬂ% magnification chromoendoscopy ¥38
narrow band imaging (NBI) Mmaeisravsaslan 6w $aniums
sasatuiiommesiner Taems ;mifsaéwﬁamiﬁmaﬂnﬁaa 4 Tu
(6139 lesser L@y greater curvature a1N 2% antrum LAY corpus) LaYAIs
Fomiioluiumid ¢ “uinens Ty susnmaluisasdumls  anades
AU NN AT NN TN TY0S Sydney System 7
S0 NI s T lsen 5 3w ldun Aenusmis antrum athetios 2
%u (I@a‘m'mmm pylorus 3 9N, AN lesser LAY greater curvature) “7; inci-
sura angularis 1 %‘% LLagﬁ@Wme body 2 %‘H (Mﬂi@%umd(ﬁﬂu lesser curva-
ture I@ﬂ%}immﬁ incisura dNYNN proximal 4 9. LLazﬁﬂwﬁq%uﬁ‘ﬁlmma

2404 greater curvature) mﬂwaﬁﬁ?lfﬁ%ﬂlﬂadmﬂ Intestinal metaplasia

a X Vv . |
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PONANIUTLOL serum pepsinogens £13 13NI0L9TEN extensive atro-
phic gastritis \1(5 I@Hﬂmﬂﬁizﬁu serum pepsinogens FFINnud H pylori
serology MIUUANLAD AUIUaNNRANNL 819 g@@1'amilﬂumﬁammwmmi

| @ A A o Ay Aat
aEJN»LiﬁGHS\J ﬁ’]iaﬂtﬂlﬁad serology ’mslw:yméluﬁizmmyﬂ‘u LLZ3IDMT
§5793 msiagmsdnenfuaneetiu 29 luifiinaeifiviane & wsulseng
vl

N1SASIDAANIL (Surveillance)

Atrophic gastritis (AG) 492 intestinal metaplasia (IM)

NN ESCGE guideline'®  wsshhgihamsldsumsasadiamade
NIIAILMT DINABINTIANILNIZENIYNE) 3 T nstififiu extensive atro-
phic gastritis WaY/¥38 intestinal metaplasia (ﬁaag’ﬁ antrum L& gastric
body) was lldndudnsfinmudansasnn atrophic gastritis Wag/m3a intes-

tinal metaplasia ﬁagm‘wwzfﬁ antrum

Dysplasia

v A . A | %
Fihefiasiany low grade dysplasia logl lsifsealsnanms ‘asndas
1% ‘asndasesnadiomamn 1 I manuseslsefidiuainmas ‘aandasnns
Ramandinseslsatiuoan
VA A . X AV A | Y v
A&l high grade dysplasia # sflsaslsnanms ‘asndas 1% ‘a9
NABITVINTILALFATMUDINN MNTUGTIRFAMNYN 6-12 LHD1 (MWH 4)
UanNaANG I%ﬂiﬂﬁ@i’mwu intestinal metaplasia ¥4@ incomplete
A 2 a va (% [~ [ A L
type visafihufilszifnsouasuiiulsnazSonsumzovns wagihe u
{ - X 17
wiasniey azialam WuszSonszmnzamnannawdu 11.3 wh' 61
17

, | 18 o o v o 52V 0§ ¥ o
LN e 1.47 1N AU eulh Zullo LLagatue QGVL@LLHB%{LWW']ﬂ'ﬁ

BN TIVNANIDINLTININ N TIZLILSNGIU (early gastric cancer) T
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