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Case Report
Para-Bombay Phenotype in a Thai Family

Sahapat Barusrux and Malida Pornpatkul
Department of Pathology, Faculty of Medicine, Prince of Songkla University

Abstract:

Background: The report aimed to study the weak ABH phenotype of a blood donor and her family for identifying
H-deficient phenotype. Methods: Family pedigree was established with a total of 7 family members including
parents and five from a total of seven siblings. Blood samples were collected for laboratory testing using the
standard tube test. ABO, Rh(D), Lewis, H antigen, saliva ABH substance and antibody screening tests were
performed. Results: The normal ABO group was found as B (BH) and O (OH), respectively in her father and
mother. Among the five siblings, two O,H-deficient phenotype and B,H-deficient phenotype were identified as
Oh and Bh para-Bombay without anti-H/anti-HI in their serum, the other three siblings had normal ABO blood
group (OH, BH, BH). All family members were Rh(D) positive, Le(a-b-) and secretors. Conclusion: The H-
deficient phenotype case, found in a blood donor, was Bh para-Bombay. The typical characteristic was the weak
ABH antigens on red blood cells, but ABH blood group substances were found in saliva by standard tube test.
The case has no anti-H/anti-IH, resulting in compatible major cross-matching with normal ABO blood donors.
Keywords : @ H-deficiency @ Para-bombay phenotype @ Thai-family study
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Table 1 Uncommon gene combinations of ABO, Hh, and Sese™

Genotype Antigen in secretions Antigen on RBC Phenotype

hh sese Any ABO combination none none Oh (Bombay)
hh  SeSe or Sese AA or AO A and H None (or very small Ah (para- Bombay)
BB or BO B and H amount absorbed Bh (para- Bombay)
00 H from plasma) Oh (para- Bombay)
AB A, B, and H ABh (para- Bombay)

a a € a a ! o A (%
'J']‘iﬁ'ﬁ‘[a‘vi@n'ﬂEl']l»l,azn‘ﬁﬁ']ﬁ@l‘iﬂﬁﬂ']‘ﬂa“@ ﬁ‘jﬁ 27 %Uﬂ_lﬁ 4 AAON-DUNAN 2560



442

Januseaen
Lﬁammmmsﬁﬂmmamﬁa (family study) maai{u’%@n@
Tofememitssamanudnuasdiaifanuasd ABH antigen
Ui luBanowian (weak ABH phenotype) o uun

71@ H-deficient phenotype

|
eNuyie
Y A A A A [~} a
Aunalafamendlan 01 23 U qunmudouss &
AunSnaEe dwinsam S 1 Y I¢5ums
o A { A € a o
LI AReATIL TN LNAEII AN N INende
dumueiuns  wanseavyReadosiulagitnasn
naspnlisnansoutlanansidan osmnaasuazdsde
Wil (ABO discrepancy) Wiaesnadtindliinasad
watSudauds einlseifenainedasmaesagn@sangn
Tunsouasiwasdfisnalafindnan adavhumuionsen
NAv3adeuLeRanN@ (family pedigree) WasALTILTIN
Fhothaldun Ham shane 2asmsndniuasauass enesew
marastfiensiadnléun ABO, Rh(D), Lewis, H
antigen, saliva ABH substance, antibody screening test
I@ﬁ%ﬂaammmgm
NANTNTIANNLEN
E % Aad ]
mimaa‘uLuaqwi@mwaammmﬁm@mm‘mLLﬁawa
LA v A ¢ Av o Y o 6 G |
widanld Wasnnimaduacdsadaudiotiv lneiadidums
O, Rh(D) positive a'm%%mﬂumg B 39e9at malag
NOFLTIgMNNH 4-10°C wasasstsaiaUiiRenwu
X | ¢ A  jaaa |
Pwdu 30 WAl wonwadidu weak B laeiioddizenls
¥affy anti-B uay anti-A, B 1fagmaldndosqanssesile
NATMPENT  MWUETEAY mixed field agglutination
HAA99T N B WAGIT3 antibody screening Tinaau
NAMTI autologous control WANAAU AR WiaALse

svaTh USEIENS way snden waaring

anti-H, anti-Le®, anti-Le" (Table 2) qadentlu H-deficient
phenotype ﬁa%nﬂsz%@mmLﬁ&n%wmﬁ%amﬁaw%ﬁm
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Table 2 Results of ABO grouping, RBC phenotyping and antibody screening of a H-deficient phenotype propositus

Cell grouping

Serum grouping

Testng ¢ = 2 = a 3§ T3 2 2 2
i 53 : : ¢z ™ : g 0™
First 0 0 0 44 @) 44 0 0 B
Repeat 0 w4+ w+ 0 4+ 0 0 weak B 4+ 0 0 B
RT 37°C IAT
Extra autologous control 0 0 0
antibody screening 0 0 0

w+ = weakly positive, 0 = negative
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I:l O Probable heterozygote hh gene genotype
. hh phenotype
/ Propositus
Se = secretor

nd = notdone

Figure 1 The pedigree of a Thai para-Bombay family

Table 3 Blood group antigens and ABH substances in a propositus H-deficient phenotype family

Family No. (relation) Anti- Saliva Blood group
A B AB H D Le* Le Substance and secretor status
I-1  (father) 0 4+ 4+ 4+ 4+ 0 0 BH B, D+, Le(a-b-),Se
-2 (mother) 0 0 0 4+ 4+ 0 0 H O, D+, Le(a-b-),Se
-1 (sister) 0 0 0 0 4+ 0 0 H Oh (para- Bombay),
D+, Le(a-b-),Se
1I-2  (brother) nd nd nd nd nd nd nd nd nd
1I-3  (brother) 0 0 0 4+ 4+ 0 0 H O, D+, Lela-b-),Se
1I-4  (propositus) 0 w+ W+ 0 4+ 0 0 BH Bh (para- Bombay),
D+, Le(a-b-),Se
-5 (brother) nd nd nd nd nd nd nd nd nd
II-6  (brother) 0 4+ 4+ 4+ 4+ 0 0 BH B, D+, Le(a-b-),Se
1I-7  (sister) 0 4+ 4+ 4+ 4+ 0 0 BH B, D+, Le(a-b-),Se

nd = not done, w+ = weakly positive, 0 = negative, Se = secretor
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