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Duodenal Varices Causing Massive Upper Gastrointestinal Hemorrhage

Kun Hoon Song, M.D., Jae Bock Chung, M.D., Si Young Song, M.D.
Jin Heon Lee, M.D., Yong Chan Lee, M.D., Jin Kyung Kang, M.D.
and In Sah Park, M.D.

Department of Internal Medicine, Institute of Gastroenterology
Yonse: University College of Medicine, Seoul, Korea

The bleeding duodenal varices are a rare complication in patients with portal
hypertension, but present a difficult diagnostic problem. If there is no bleeding
esophageal, gastric fundal varices or ulcer in a patient with upper gastrointestinal
bleeding and portal hypertension, the possibility of bleeding duodenal varices
should be kept in mind. Thorough endoscopic examination of the entire duodenal
mucosa is essential to document bleeding from duodenal varices. As an initial
treatment, endoscopic sclerotherapy has had limited success in controlling active
duodenal variceal bleeding. However, rebleeding rate is high, surgical treatment in-
cluding shunt operation may be required for permanent control of bleeding and
portal decompression.

We report three cases of duodenal varices causing massive hemorrhage. All the
patients had portal hypertension caused by liver cirrhosis of various etiologies and
had varices in their esophagus. The second portion of the duodenum was the site
of duodenal varices in all cases. The management was tailored to the condition of
each patient, but only one patient among three survived. (Korean J Gastrointest
Endosc 16: 493~501, 1996)

Key Words: Duodenal varices, Upper gastrointestinal hemorrhage
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T F €W 2ol ¥R Wed AL
Aeh*9, daly Mg 2e WAAE o] 48 A
gol AREHI glov~® dgk xYPo] F Felx
&8 Wixsl o, AT ARE Y=
+H-33AY stge 5 s #xe 2EA
E NAA7E gl 87"y,

A7l T 19943 69H-E 19959 9¥Y7kA]
Aol Alnatad el ciske] AR AW ¥
& Fa22 st AolAA HYFZ ke
#2134 XHErlel olE FInEH ¥A
B 38} wlelo,

8 1.

574 <3z} #xl7l Wil 19 A¥E Agd
Ao EEE F4E B vidsiddc. A
794 A B¥ 2t wlolzla BFAIE Xighighc),
AR A4l kg, A&HA, 24, TE, A9}
F B4z, d5R 55E sadslgen, S4He
Bopow SesEbadch Y 2A] "9k 90/60
mmHg, W4 2 923], A& 36°CHr}. |3
A 4274 F4 dae Bgew, 9ie wral
Ak A Aesiglont, T e gl
3, 77 Age A=A fsioh B 7,
HAe &2 H R ebgi}. By #HslE R A
HEol sldla, B4e @252 oyl g
A ZAd 844 108g/dL, #ntEAZ 34%,
HET 9650/mm®, 4 52000/mmigct. ¥
A s 744 BUN 24.1 mg/dL, creati-
nine 1.1 mg/dL, & < 53g/dL, &% 2.8
g/dL, & =% 2.1 mg/dL, ALP 66 IU/L,
AST 28 IU/L, ALT 18 IU/L¥x, TE2EE
Wl A7k 18322 AAkel 57%%th BY 7k
EA 2+ HBsAg(+), anti-HBc(+), anti-
HBs(+)4c}h Wi 4] ¥l93 AslF 434
2354 £¥o] 94=EH, 24 HEFEF THINY
o ¥ ogd obA <F 150ce vk E¥E
dgon, @Al €44 10.0g/dL, slvlE=E

282% 9o, 24 HAYFE 012 S¥sqo
A% A28 WAA 244 Alsd Fl, Li, red
color sign(—)d AAF7 AUz, 9 Wele o}
9] hematinst 7 $1=%o) o2 e ujat
o] #a=Yct. AolAF FH sfelole Ao
Aoko] FAFAch BR 289 AN 7 AA
A7t Adz, Wade A" vhehlo] k4w
Fol A=A R, W el e AMel B
AUk WAH Folx wgRe s =do
AL Rom, oF 9A7e] A A HYTE 7
unitsE $¥skglor}t, oo Y42 88 g/dL,
ulEe] 24.6%2 AW AAe vy 3
o2 o] A1gE WA AN A Alo| AR s (A
2%) &% Aol Ak WE Fug 4le)x)
A AF7h wA=geon(Fig. 1), 558 2¢&
s HARE AolAA seiio] AuUFT YrEs
wWwle] FalEgich WA HgZE o )49
A o] gty B LFFEL AP
th $4 244 FEDLA AAG 2 AAE
o] Alo]A% sHAR-Z xEFe] g, 7t Al
& AW 27¢ vgon), B4l aEx oot
ch o, s, Alelx|Are AlsAl f2Eo] 93l
om, g AMo] At} AleoxA HuFE
& ol g3t AFsidw, Td AL g
¢ A7 F AAsSGS % ARe AN & 5
£¢ Bt $¢ F 2= o o4 24 ¢
o] BEagon, £F 149 A HYstrt. JA)
Bk AEe azdglel oy FHRF F
ojc}(Table 1).

aal 2.

634 2 #x7l 44 74 EY, T 4WE F
A2 Wessd #x= FA4HY 4032 o
58 slen, U 299 sjpadeA 7HA
HF, 5 Adsld 4 2 g § W, WY
/MY Aol 2xE Achdston) #HrlE X8
ol Auistct ok FA A A, #@U)F
% $as8lgol. 92 85/60 mmHg, #ut4 ¥
3 723, Al 36°Cerh. ot 2 AN A&

2
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HEstgo) gie Avjmck B@Fo] #FHY
oh Adere AwEign et g9 AL 24
on, 77 A Azsgct. BR HAA 7he)
$5F #delAd 183 Az A=Y SRR
o AA}Eel Aslew, fluid wavesl #is
ek, sty At 44 64g/dL, dvlE
29 17.2%, H¥T 6940/mm’, 4% 55000/
mm’E A W¥2Ae 2ol €4 gsie A
AR 38 89 278 mg/dL, BUN 30 mg/dL,
creatinine 0.9 mg/dL, & =¥ 45g/dL, &3
7 2.5g/dL, % W=1%4 2.7mg/dL, ALP 83
IU/L, AST 37 IU/L, ALT 25 IU/Lglo,
Z2EEY Azhe 15922 A4 67% ). 7+
4 wlelzlx E =)A= HBsAg(—), anti-HBc
(+), anti-HBs(+), anti-HCV(-)%c}. A
ARAF WA 734 4= Fl, Li, Cw, red color
sign(—)a AAF7} sz, o EFF A4te
Aol FFE o Ao)AA gl A Fr)
domA di AdfFo] 2Ho] Rage] gl &
Aol FAHU}(Fig. 2). ¥ 283 ArA 7+
AEE 273 4 wvpEe] 128cmZ FoiE<
UL, 47 #aA=Ac BEF 8 E A8
Hovt X7 kgt As FAE Ko AL
23 H¥FE ¥4 W9y M52 oA
g Ado] gty ek, WY 199 ol e
At o 27448 B e oske] B
7b dNl®, 7 3He Sty e® AAAE By
o, Ao|AA oA &8s e ol
s o] AAsgodt 1 YR &¥
e = o dPEe Al APAA 2
A4 £8¥e] AAHE "o dut F4e By
th Fg F H98E B3 534 £¥e) AsH
Rew o] A&} Hlde] Az Hat
etsh 2T AstEe) @AM FH F
o, 24 HEF, A4 FAER ¥ ¢ €¢ 5
EFAE FA3kg ot 3ol gdlen & dF
utoll 7habgle] sl4stdci(Table 1).

83 3.

664 Al #2rl 5U%EY WG F4E2
ik b= 35992 WY 4F 19e w4
gtom, Y 634 AolAA A% ¥ 9¥ny
Lol FE& Algure B73o] glgdeh. Y
FA B AAAGRE sasyc). d@ge
110/60 mmHg, 9=t £ 12038, A& 373
Coeh. Aot Aosigoy Futo) e ¢dl
37 A Azsgd. B 24 ey
HAE 2AFR] ggto}t By 4738 BT A
¥ 9 dz2dol A7de] A= HYe
A2 €44 58g/dL, sivltE=m 17.4%, 4
5 9000/mm’, 4% 99000/ mmPo® Alg
WE 274 2ok ¥4 Ysishy gA4 BUN
20.3 mg/dL, creatinine 0.8mg/dL, & w9
3.6g/dL, &9l 2.1g/dL, & W=jF# 1.6 mg
/dL, ALP 36 IU/L, AST 20 IU/L, ALT 5
IU/LHen, z2ef4 Azte 17.122 P49
59%4ct. 7k wlelziA # A2 HBsAg(—),
anti-HBc(+), anti-HBs(+)gith. W9 e
A AR 943 WA72A4 F2, Lm, Cb, red
color sign(—)al Az A=Fe} A AJolxA
oA AHYFrl o5 wA=Eget FEA
£¥9] 27 guck(Fig. 3). zut AR 9%
T o] Al ol Al WA ANA A
H Fo Ao|AA AYFERY &4 £¥4A
o] W= o) (Fig. 4) histoacryl 1cc, ethanol-
amine oleate 12ccE 82 Fstgdort #
el A Adr WAAR AAF AR<(EVL)
& 23] Agste] Ao HFslgct. o)F @A
THAALE olFEo] dAHo R YA T FFH
FFF{(ARDS)o] wAslgcisl odF 5% A
B2 3AEAY ANRE AFe A8 174 gl
4 A& Alg, AZeL A9 39 A
W= AAEASE galsigdon) wdE (3
&) AelAR ol ANF{rL AlstAl A= o
& #BAY £ UcH(Fig. 5). 3 HAAE Ay
F 209 ubel widi& o] ARl YHFo s 4
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3o AANF Adeg AYstgdchFig. 6). A&
F FF ol ¥wlg Hukg oigke AR gty
Z¥o] WAzt S WAAE AEg. A
W ZAEdeg Al F9old Z4e Aok wd
I g4 "FAH &€ 42%HE& o ethanol-
amine oleate® 3 #3l&g Axsigont 4
Hsta "9l 7AslE A AL Fuslgdck o)F
ARAE B, ALY ER 2482 F $£57)
¥et 60 mmHge 84 23 Aeoly ¢35
=& AFstact. 24 42744 oF 3000cce) B5
7t B2 el 3te 9lsla Ae| Butm AlalA
e 278 Hol 3L AAst AelAAe A
Nete 283t gl ¥R AFsqc). o|F
A-F2 FHEE AYsa YolAA el
Mushroom E=#& o]& Alo|AAFE W& &
Fe& Bl T2 F 34 AF-Ade] wAstd
T% 37 F dE F AN XA F-AY
HAH(CAVHIE 1T =32 AMiste] "o
FE AAstg o olf = AR 28] &
AL A ¢ Ax HEF 2738 Rolny} ¢
¥ 84 whell Abgstgici(Table 1).

il ot

AdFE F2 RO AT g9 A9,
HARSE A5k A7 R, UolAR, F
%, 8%, 94, 9P, SHAR, A%, W9,
9 F BT + Qn0, ol S w4,
A, 430, SEAL A% A4S F I9TE
248 WA HFE FA4 PAsArte 8
2% A0 oNElE elad AAF F 1/30] A4
oA HARTL o, W 2Y F ol
4 AR G889 UEE 36%04 5%7%
A s geu, AelAd AAFen T
A o, 2 28 WEE 499 B4 94 9
o

Aloj#x1 R A9F+ 19319 Albertise| 34
o prdetd 27 $ES o), WA
A4 4 Ad AEsh mauda gled, Fue

% o]u] 4|7} B iyl w} gjrjrraen,
MolAA Al e dlAdo 2 7halste] o
g Est gxFe) b ga, 2 8o 7heR
o A4, v A, AHA Az Ao g
HE, AFN-TAF, s A, FEEFR S,
debed F4, A= o 4423 (veno-occlusive
disease) Go] edl'?, 7he)3 R s ¢
T A7t AAY 40%E A= Ao A
Uett, E AFellME 34 BF 714w Z0] flq
Hitolglon, 147 B3 744, vwA] 24 o
Foll 2% ZtAHFoldT. Fek &Hx1e] ale]
WY = fR o] EAsl=re R =
Ao 2 vlg Fodd, 71ejR ¥ #H o)
A% FAY #2139 A% 2 R g3 A4
of o HyRtl YWF FEE opVIF 5 Ue
Aol 5 ol A 4] wlell &3} 7) ) Fo)r},
AlelZA1A Al F-of wAA7ide dae HH4y-¢
ol wel ki Aozt <ok zhAF 9§ F=igt
F259 Ag, ARG Ae] ExQ FEA,
Aol AN o2 AFE Holo] FHu}7to)
2] RetziusA WL 53 s3AYo 2 i
© FAAA el o8 WA}, peR Fo
A7t de ASele godo] sjdiudAd, f2A
W 5 B AFsEA Az g wAY
o A de Afole S¥PYRs HuigA
o, A NE o PHEHA, HAd)x A,
HAilolAAAH o 2 wEFE FAeA HAAHY,
Ao H7 e ASole 1A9A L E
YA o] F¥-Ego] MAXAANE E =
EolA WA AolAA HHMFrL Yr|A AP, 7
7+e] HYARE Aolshd AlojxR A FolA
ey E7: Wl A, Mo syyees
e Es o] Ao}, 53 ] el g
gt g9 Ao AlelxA AAF £
A, AFAY Mg QA= SRR} Ho,
7ks) el ojg Fagt A

o £BE s ANE SRV A F) ey,
HolAA AAFY A AuFe) Trd
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g Holde A ARFs HAgstFe A7)
= odl wE, AlAR AAFE FE Al A
o] 9}, & Ao A Re YA Aoloph,
WX E AelAA TR diREe|t AR
(A 28), FHFAIR)NIE AZ 5 den?,
T, g G AYHE At A S 80
~95%-& x}A|gkcH®, oF 50~60% 4 4= A
Fu o8l AMFE Fucp e B Mz A
7} Alo|A| A slaol A wAstGon BT 7
o Az AAFE FEsty Usich £EL o
A AAF B Aube) wgtelu) Ak 8 &
whEh®,

FA4L AR SRR 2¥e]| Uy Fer, A F
d2] 75%4 e Ee Jehidc), B AT
A% 3o BF vieke] £¥EE gdE Y HAD
2do} Fa4r}.

Aol AR A o] AekolE A AT WA
7ol 7} Fasieb, WAl AALR oF 44%°l A
ko] 7h53le}®, Avkgo] o)XY ¥A WL ol
fe AR #xv Ax AYFEE gEst 9
ou2 8 YolA "dofo] WAND AE HHYFI}L
A4 % (red color sign)® E 7% WHAHEE A
st gatrt €9 YUg A= AWFR A
st AloAjAel digh HALE A2E 3] 37] dEo)
oy, B odFea] FaE 18 #He A WAA
A Alo|XA AWFE WAX Xyt F HA
Ag WA AN AWFE GAstd o, v
A % Zd= A W AT HAANA HAFE
G 4 ek o] Yol AY AT 2dEE
Agstd 9y, 4Fd, ny, Wy, $4Y F
thokgt Hee] 2tAzo] FE AolAR FH-d
vehdsd), ojd 4£7Ae #x7} B E AL
o 7}A A wZAsdE, 4495 erd 2AEE
gy, =B Push-type 2% WAA, €%
473 WHA7?, RBC scan®& %8 U7Ase 7
25 gt £ AAR oy A g =
g%, viAH-Fd 29de¢ 5& Agshs Aol ¥
#e) Hpad TEE setsle ° B2go) "Hop'?
~, g 2de A AolAA AAFUL 2dHe

W82 43% W2 By Fo”, ¥ RHE
Z4A ] FEol HAHE AtE 2B b,

zdsiol & Ago 2= AolAR HY, AolA
%4 4%, Brunneri v|¥, =& FA9Y 713y,
AR Agg 5¢ & F A9

Aol AdFe Xg2 HANE 43
871 AdaEglend, 1982 o2 WAAA As)
Zo] @slA A=A cekg AFAEE B
3k b, A ol AME-EE ASARE 1%
polidecanol”* "’ ethanolamine oleate”, 3
% sodium tetradecyl sulfate®, N-butyl-2-
cyanoacrylate”'>'*'?, fibrin tissue sealant’,
thrombin'® %] lev, A3t FF wE
AY &3] Aoje TR vk WAAA A
stee k2 d A $HAEE HiHT glov,
A& A F9lol oE A PAo| FAgow AH
gk Bo] Ak ula] AolARL Ho] ghow
2 dofeol g HF9 $ige] AV] WEe, ¥
3| i AlolAA AHWFol ¥ dubd Ass
& ARFHA g2 Yt o] elx A A9
Fo] Agol el ol WEE ART WAAA
AAE AdEr ¥ A=sn gop. 2 Fd
3T AulFol g WAEA ABEE A =8
o WA e ATsged FHA HEe 2
FE A3 F 2447 wrell 2314 Aol 2F o
% Z¥o] olrEHEY 1 A8 ELE Ao
A A {7 A AYFete G AF F-iol
Autslso] oy Autde] FAfstry] @il AR
5l Ful BEo) FAsdd o8 GSEAA A
Auta el AMFrE AlolA W7t o2 4
Q7] W&ol opbd7t H&sa girh. A= AWF
o thgt WAIAA AstEe] A AYEHEA
Ax AAEe] g AsE £ 5 Y ool A
olNA AWMZERE ] &¥e] xgEHE FH
2z 3aEs YEdw, Aeo|xg AHRFs}
Ag Ao Gl g AstE F A=A 98
= A

7el viged Aa2e del $43 (DA F
o, vasopressin AF 8, A2 AR
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A9+ vasopressin F¢], AHAY 9 4
€, octreotide Fof Fo] gt} 262y o) 2
vasopressin AF 8L X¥adst A g
AeZ ¢8A Urp. AN Fo Ao 2
SHEHE T8 YHEAC] olFslo HAHN &
TEY $4SE doA & gon, YHeg 4
HE P ANE L SReHe YYo= s
A71A 28 AT E gl AR BuEy
AL,

T4 A8 2%+ 196611 Shearburn ¥ Coo-
per®7} Eol-3F A9 GEEgEE AP o
A, AHF AFE, A4F HAE, Aol AR R
HAE, shEAN- A gd ek, v 9. 04
o e, vFA4 dAe 2 -3 B¢
ol AlgEx glonpss® 2l st L o
AFE @] A kAT AT Wy
2 HrEm e, e nE HAde »
H AN Agee] A, A2YE 57%, g
21%, A7 HAELS AEEE 40%, A& 40
%E HuF3 glow, 43 g o2 i
Abt&& 30% Welolrk. KhougeerEo| 23}
H NG EY ) $uE Fogl gl
Child #F A, B#ol &3t #xtolA) 249-4)
T g Aggezy AolAA AuFq)
g FFH ¥ HTHeE ABY F gl
v, Child C¥oll &3l 4E4 214 dxze
D A8 %o FAAglo) L AbLEL e
Wk o}, &9 A AANFe) $43 g2
A 74 B37E s 48zl AR nigeoal
A debe AlolAA AR daide et
ENb gomg AR gerld. B AT ME
Al B2} =% 747]%50] Child-Pugh 2% B9
8 AT EFen I Fd-deg
webee AR eigtol. A Alo)AA HAF
28l dF HwY AMS 1AHoE WAAH
ABES Axsta o]Ale] ANYL Ay I $
=& A5l Holg,

AelAR AdFe dgEde Fusleg 3
A AFrt Ags] Bed Aeg AEg o),

>

WARA Afge) EadeR oggel me}, A
&3 Ao 2TAYE ANAGo A 48
F4E 1% S Uk meby B gHSez
AT AR AFE BYA) 2YRA7) G o
& AlE AolAY AAR Asde 2els
“lob & Ae2 AW, AR2E 14HoE
WAZA Asge AWsT ol AAstAht A
29HE At +44 A5g Adsido} 3
o,

# =

AAE &€ 19943 39%-8 19953 99AA o
Mefe) Audawddel] Wdste Aol YAF
2 Ay YAAd A4F A%E 2 S
ARk Bzl 34E Ak d olE Ty
Buy 3323 ¢4 Bass bl
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Fig. 1. Duodenal varices with central ulceration were noted in the 2nd portion of the duodenum.

Fig. 2. EGD showed several round varices located in the 2nd portion of the duodenum.

Fig. 3. Several submucosal venous dilatations(varices) were disclosed, but there was no evidence
of active variceal bleeding.

Fig. 4. Spurting from a duodenal varix was noted. Injection sclerotherapy using Histoacryl and
ethanolamine oleate failed to control active bleeding from the varices.

Fig. 5. Most of the previously ligated varices disappeared, however the remaining varices were
still observed on the opposite side of the duodenal wall.

Fig. 6. EVL was being applied. After EVL, color change owing to ischemia was noted on the
surface of the ligated varices.
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