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A Case of Anti-Le"™ Antibody Identified in a Patient with Ulcerative Colitis
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A 67-year-old man previously diagnosed with ulcerative colitis complained of difficulty in defecation and underwent balloon dilatation of rectum,
but the procedure failed. The patient was transferred to a surgical department for further treatment. Before surgery, his red cells were typed A,
Rh(D) positive. The antibody screening test was positive and the results of the identification tests were atypical. The reactivity was similar to anti-
Le® antibody; however, the antibody showed panreactivity against papainized red cells. It showed stronger reactivity against O red cells than A

Le(a-b+) red cells, and we concluded that the antibody was anti-Le™

. After reexamination, his Lewis phenotype was found to be Le(a-b-). His

FUT2 and FUT3 were analyzed to confirm his Lewis blood type, and ¢.59T > G and ¢.1067T > A variants were found on the FUT3. Therefore, the pa-

tient’s Lewis blood type was concluded as Le(a-b-).

Key Words: Lewis blood group, Anti-Le®, Ulcerative colitis, FUT3

M E

NP2 1946 Mourant7} A2 2 Lewis a Y
(LeHE wFAs ], 29 ¥ Andresen©| Lewis b 3} (Le")S &
ek HREY] ARelATEl, Lewis HolE o) 75 Bl

Le*9} LePo] 11, Lewis EoHE o] £ o] Y So0] ZELojA]
el Ao] ofet @4 Well = Lewis glycolipid 7} 28+
Fdol ZAFETHE Ho|th3]. Lewis I ti7f th 2 2o

Lewis &l

Corresponding author: Dae—Hyun Ko, M.D.

(%) https://orcid.org/0000-0002-9781-0928

Department of Laboratory Medicine, University of Ulsan College of Medicine
and Asan Medical Center, 88 Olympic-ro 43-gil, Songpa-gu, Seoul 05505,
Korea

Tel: +82-2-3010-4504, Fax: +82-2-478-0884, E-mail: daehyunii118@gmail.com

Received: March 11, 2019
Revision received: April 4, 2019
Accepted: April 16, 2019

This article is available from http://www.labmedonline.org

© 2019, Laboratory Medicine Online

€ This is an Open Access article distributed under the terms of the Creative Commons
Attribution Non-Commercial License (http://creativecommons.org/licenses/by-nc/4.0/)
which permits unrestricted non-commercial use, distribution, and reproduction in any
medium, provided the original work is properly cited.

254 www.labmedonline.org

1o
ot
N
X

oX o

o] F/d=IH, A= 1gM FAo]aL o)A w5
AP O A AT = 3 Lewis A=
“FAOILL L, Le®, Le™, ALe”, BLe" o tigt g7}
£ 7397} SIcHA-6), 0|13t Lewis FAI 5] YA ole]
HolL lof 7134 A 9 579 HALlA EabA )
Px%lOl_i AR A= olof| tiste] ABtet 2|41S 7}A|aL
87} IeH7L
Lewis ﬂzﬂﬂ SErgitsolt EHOW*“O}%E* e d
141 oA F-Le* A ofet gEpEt-go
} Ji= grhsl. & S 1% =
A A g Bl B4
Lz}

5} A} skck

o

N

N
F_\,lé_‘: o,

1

=
oof’
£
¢}
%

El

f‘éﬁ

o°|’

N offt i rfr ot
o,
1;
(]
o

m
koAr

¢

e

ol
)
—{D
OII

50 |03
rr @
EE
_I-LI

T
rlr
5
£ E oo
w»
ol
=
of'

;
>~
>
i)
i
M
ot
ki
m I
)
ook

‘771

¢

ol

2|

(

s
oQ
o,
=
o3
o2
o
fu
E

Zoln] 2d A X Fzro =
ol= 67 WA} SR v ek
& ABE g8l 2377 gl
bEA S4S Amsiglont Ao A

22 99 @)z} Aaheglc

o
foi ofe

{
o

P
tlo
=
flo
N
oo
W 1S

ﬂ.l'b' Ol-m [2od
P

2
N

Bz
il
of

of
=i
£

o

ok

N

N

2

ro,

o o
So

e ox
4 "

i

T
=
o
=
>

£ o8
T
2
K
o
D)

elSSN 2093-6338


http://crossmark.crossref.org/dialog/?doi=10.3343/lmo.2019.9.4.254&domain=pdf&date_stamp=2019-09-24

EZIY Q|: A Case of Anti-Le™ Antibody

MO

Table 1. Antibody identification test results

1 2 3 4 5 6 7 8 9 100 1”

LISS/Coombs - 1+ - - 1+ 1+ £ 2+ -+ 1+
Enzyme 1+ 3+ 1+ 1+ 3+ 3+ 2+ 3+ 2+ 2+ 3+

For antibody identification test, red cell panels from BIORAD (Hercules, CA, USA)
were used: ID-DiaPanel and ID-DiaPanel-P.

*Le" positive cells.

Abbreviation: LISS, low ionic strength saline.

Table 2. Reactivities of anti-Le® antibody in the patient's serum

Cell Saline 37°C Albumin Coombs
A, Le(b-) - - -

A Le(o+) H-~1+ - +-

0 4+ 2+ T+

4 A1 115 g/dLo]glon, Hopy
Rheolgleh. % 5 28] ofufsio] Hape}
NAEAEY 2 19918 vl2) 205 98 vldlaa) ey
AR} wpA o] AJ8YE]|Qict ID-DiaCell I-11 (BIO-RAD, Hercules,
CA, USA) A8 &5L2} ID-Card Liss/Coombs (BIO-RAD) 1]A|

O

T 7H=E AR Blol7 1A AE A A FERes
Al e Hol w713 FHHARE AR5 ID-DiaP-

anel (BIO-RAD) £A-8 &-L(Lot No. 06171.39.x-06271.39.x)2} ID-
Card Liss/Coombs (BIO-RAD) WA QE-SAH 7F=2 AFR-3L H]
A7 A SHAAL 2t FIE=ET AN F-Le” FA2 54
3 HHg- FARE B O papain A& gt E-L(ID-DiaPanel-P, BIO-
RAD, Lot No. 05361.39.x-05461.39.x)2} ID-Card NaCl, Enzyme
Test and Cold Agglutinins (BIO-RAD) UM L3 7I=5 A}
B3 Aol A= d o] s Ao} HhEdE HAATh(Table 1.
ORTHO RESOLVE Panel A Reagent Red Blood Cells (Ortho Diag-
nostics, Raritan, NJ, USA)E AH&-3H Al Blo7|8A] 544
Aboll A A2 A4, 37°C 4RI FEEET DA B
HHS/de Hlt 2 AF9] Lewis Y HAF A= Lela-
bHE LERFOLE A Fofli= Le(a-b)Z =]t Anti-LealLE1],
Anti-Leb[LE2], DIAGAST, Loos, France). I AFA| &4} 8izle] dA4&
Le(b-)2l A% AEe} REGA7|AF S48 do7|A] Fgten,
Le(b+) Q1 A% A& 4-2F WHSAIZE o, -8-3o] ufj-9- eFshA| dofut
Al dojuA] etttk 0% A8 HESAI7IAF AR A8} HE
SAZE e sk SAuES-ol dofue Aol AT
(Table 2), $FA}9] FE A= F-Le™ FA| = Tg=] 3t

A AR APEAE 0]-8-8FA(FUT2_AMPI_F, 5-TAACGT-
GTCCCGTTTTCCTC-3; FUT2_AMPI_R, 5-CATGGACCCCTACA-
AAGGTG-3; FUT2_AMP2_F, 5-GAGATCCTCCAGGAGTTCACC-3}
FUT2_AMP2_R, 5“TCTTGAGGGAGGCAGAGAAG-3; FUT3_

o
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?SEQ_FUT3_AMPZ_2A_1.5_GO08_052 Fragment &
5 G C & G C AN A G C G G
¢ JJd T 32 47T T T 3 d I3 2

L !

Fig. 1. Sequencing chromatogram of the FUT3. In coding exons,
¢.59T>G (p.Leu20Arg) variant (A) and c.1067T>A (p.lle356Lys) variant
(B) were found in homozygous states. Red arrows indicate the loca-
tions of the variants.

AMP1_F, 5-GGAGCTTTGGTAAGCAGGAG-3; FUT3_AMPI_R,
5-CTGAGTCCGGCTTCCAGTT-3; FUT3_AMP2_F, 5-AGCGAC-
TCCGACATCTTCAC-3 FUT3_AMP2_R, 5-CACAAAGGACTCCA-
GCAGGT-3") B8R} FUT2, FUT3 3AAL] Tt coding exoni}t
21 o] TRk A7 A GRS AlRESE A, FUT2o A= ¢300C>T
(p.Asn130Asn)2] polymorphism®| BEAE|N L, FUT3\ A= c39T>G
(p.Leu20Arg) Ho|2} c1067T>A (p.lle356Lys) Hlo]7} FZ7es
© &2 A=IehFig. 1. o] 7|0l Le(a-b-) AT} Ayt
1g0] ofn] BaAl wo|2, 2] Bolgo] Letarb kg 2Hlet
= AATHIL.
o E

Lewis &2 type 1 precursor chain & 25 €] W50 R0, FUT3
Rt ofel] RMEY, FUT2 S| Rk ol I F /7t
A= 542 7HIAL Qlek FUT2 FRAPE Qs 789, Lewis
FUT3 B42HE= Le'tto] Wit FUT3 420} FUT2
R B 7V A9, HE AHRS ABO Hojo] ufe} b
ok OFollA= L7} RHE0IA| 3L, AFoll A= -2 ALe"7} AZHHo
2 5E ghEolXick BY a2 ABROIA = FARRE 27go] dojdthol

F-Le’ FAl= F-Le™ FA|9} F-Le™ FA9 2F7E U= 5
QAek 3-Le™ A 9] A9 Ao ekl vh-g/do] AL oFst
o, Hgh o] 245k 0% Ei= A9 E1et= ZFskA W3t
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o] AP+ el S woll vk ¥h-§-5kA] ab] Wi Y 4= 9l
o} &2 ZelollA 0F APt A, Le(bh) Eeke] HE-g-2 gulish
Aol & Helon, o5 Fofl FHE FAE -l FAZ A2 Y
2 A

Sl A ool @-Le™ FAIE SAsd o7t 1] B B
=t e Sl B Lea-bne] FHFLS 7H A7 Al
FABHIL Le(a-b)R H3he]o] YAJZ O & gL
A7 HERd AbloleH12) EA4T 19 Fof Le” B2 A= 3
O} gL A Wo 7R Al - o2 ZAekaL Qlolch *
U {47 HAMS Le@ b= rehd 2 F9b= 2fol7t Qiek
Lewis QA2 T2 7% 57} oFa}al, 37°CHI} G 204
98817 o]l AA| =8ofl glofA] ARl SJalzt 2.4 ¢

Z L S A

N,

2t ofl ¢

o 480l Sl olAt4] Mg 2 ol EE), S HE HBT Lewis
UL §EET 8A0] BHYE HSoh) wol, BAlo] 4
o AgRLe] A Y] Lewis B2o] =8z}e] @A 2] Lewis &
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o
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a1, 9ol wheh 519 AAPE ol F 4 Sl
2 Aol A= Lewis BTl thet F-44F HALES Aldfsto]
Ay FA ZHHE A= ol T B o ST Lewis 3
dYoll= FUI3E} FUT29) 7 7HA] 5383471 2rofgte}. 2 Sgol
AE FUT3 3 A80| null (ele)Z YA FUT2 A3 2 AFglo]
Le@@-b-)3iet. 18t FUT3 §A30] Led 7-9-oll= FUT2 7413
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