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1980 EICHFNR=ZEMXICKTIEEAERAMECLZI~AESY/AEDYRARAY Y —
=L HERCR 1. 7,881 &D 55 1 &0 fast-moving EE~ES/ OE > (Hb Taka-
matsu)& 1 £D BHTEIT « ~TAOHAFERR L. BE~TES/OECOREENR,
BEMICEEEEZRLTUWEBM-T. BHTFEIT ATOEAKIBEOENTH 1.
ZLTCOFlE, ~RRZU—=4T Hb A, O¥EMCTRIE SHYTEITEEHTE
TeHPIDHITHS.

In 1980, mass screening of hemoglobinopathy in Mitoyo District, Kagawa Pre-
fecture, was carried out using isoelectric focusing. A fast-moving hemoglobin
variant (Hb Takamatsu) and a B-thalassemia heterozygote were detected from
7881 patients. The carrier of the abnormal hemoglobin had no clinical signs or
symptoms. The @-thalassemia heterozygote had a mild anemia. This was the
first case of B-thalassemia encountered in this district by mass screening of Hb A,
content.
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(1) BEAES/OELORFRAZLCONT

BEEBROER/TEDO THA/E S o7k T
FRBELTetd, BEDKREEILZED NI -
7o, MHAT, RBC 401x10¢/ul, Hb 12.3
g/dl, Ht 35.8%, MCV 89 um3, MCH 30.6 pg
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& Hb A X9 L EBEBHNCE S v P33R
bhic (Fig. 1), BHKC L3 BE~e/sr

Normal

Propositus

Hbf’AZ 1 Itlb Takamatsu
Hb A
Fig. 1. Isoelectric focusing of abnormal
hemoglobin on an ampholine-polyacryl-
amide gel plate (pH range 6—9).

EVD ERIT40.5 %8 TH o1z, BERSTH
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vH—7Y v bk ERT 5L Fig. 2R X
51z, BT-12b & BT-13 APk L, F,
BT-10 £ BT-8-9 o Mic <=7+ ¥ (BT-
abn) M1 OHELE. ZDOZ& kb BT-12b
D CEKMD Lys Mo 7 3 VB~ EH LT
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B ENHETE . BRESTF FADOfO=
7F FORAKR SR QIDIT I 7 BHWHAD
_T7F FOFEBULAA KL R —A S T LAY
LY ARt T BRI VEBSKA BT-abn
BECFE ) 7YV THELLEYR 7 4 Vi~
7Y v & ER L (Fig. 3). £X7FFD
7 3 SO RS Table 1 R4, <7

Table 1. Amino acid analysis of chymotryp-
tic peptides. Analytic values indicated
in terms of molar ratio.

( ) refers to theoretical values.

2@ t

QR |5

@ %9 x| &

]2b@a§] 1:3%) "é

® £

°
@ o

-%4

Electrophoresis

Fig. 2. Fingerprint map of tryptic peptides

of aminoethylated Babn globin.
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A B C D
Lys = 1.06(1)
His 2.12(2)
Thr 0.99(1)
Glu 2.10(1) | 1.18(L 0.94(1)
Pro 1.89(2)
Gly 1.10(1)
Ala 2.15(2) | 1.16(1)
Val 1.22(1) | 1.11(1)
Leu 1.05(1)
Tyr 0.65(1)
Phe 0.80(1) 0.55(1)

F FARIER CTHAET S Lys @R DL TH
bhic Glx 81 4 FHoc FELL. BRIk
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7 m E VLT OR FIR SR T L <
FHE XN T35 Hb Takamatsu [B120(GH3)
Lys—GIn)® LFE—TH 7.
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HEET R TEZBR AR EBEER TH - .
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= T v 71
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Fig. 3. Fingerprint map of chymotryptic

peptides of BT 12b—13 (8113—132).

DD Lbh Hb A, GENE VT EEFRL.
My k2T RBC 589x 104/ul, Hb 13.5g/dl,
Ht 46%, MCV 78 um?, MCH 22.9 pg & 7RIl
B HnE NEREEERMEY R T Wi,
Hb A; 5.37%, Hb F 0.8% & Hb A, D& O HE/N
THhote. B CPC 5 A P CIEEMHRALY
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Fig. 4. Family tree of the @B-thalassemia
patient.
N : propositus +: died
number (under): age
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L@y, SBMXTRREIR:, R
HEAE R VIR E CRE)IRERMX T
LT LIS EET % Hb Takamatsu TH 5o &
Db ot-. Hb Takamatsu 3 FD7 3 /[
DE#HY B §H120FE (GH3) kB LTHY,
FOMBN ~E S rEVHTFO ZRKEED T
X, MUoHA;TRBRL, o7 I JEEEDOHE
TERARDIRNDT, HTFBELLET, BFE
e wd, BRENEADLRAGV. SBBHRXO
Hb Takamatsu 5% & Sf#X o Hb Taka-
matsu R & DM ERREY B 2Z LD b
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SECRE IR B F & I TR RS
DHITEDbII B-HF €3 7+ ~T it
THRACHEELERKEREBE Lo, FE
HBSEKEEC I A~AR 2 ) —= v /L,
Hb A, AL ML TV BHICRDE, £
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Tl TADEACE > TUIRHDOBITH - 7.
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Table 2. Family study of the B-thalassemia detected.
-1 -3 -4 m-1 m-2 E OB OB
G # () | 80 (M) 52 (F) 49 (F) 23 (M) 19 (F)
Hb F % 0.80 0.84 0.52 0.44 1.13 0.1-1.2
Hb A, % 5.37 3.00 2.32 3.00 2.58 2.2-3.2
Hb Ap % 7.3 11.2 6.0 6.3 6.9 5.0-7.0
RBC %104/l | 589 460 403 503 380
Hb g/dl 13.5 14.4 12.0 15.0 11.3
Ht % 46.0 41.0 33.1 43.3 32.3
MCV wm? 78 89 82 86 84
MCH pg 22.9 31.4 29.8 29.8 29.9
pmol/ml 41 2.56 2.7 1.89 2.19 1.77 1.6-2.6
2.3-DPG { umol/gHb 19.0 15.8 15.8 14.6 15.7 {% %%gjg%
wmol/ml Mk 5.57 5.54 5.71 5.06 548 M 8072
~z e VAR Bl 0. 64 0.88 1.10 1.01 ] 1.09 0.9-1.2
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