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[Abstract] Objective Thalassemia is a group of inherited hematologic disorders caused by defects in the
synthesis of one or more of the hemoglobin chains. The aim of this study was to develop an effective diag-
nostic platform for thalassemia targeting the hotspot mutation sites and deletion combinations, as well as
to reveal theprevalence and molecular variation of o/f-globin gene mutations in Guangdong Province.
Method We developed a new diagnostic assay using the bead-based suspension array technology
(BBSAT) ., which can detect 20 point mutations and 3 deletions of Asian prevalent thalassemia in parallel
within 5 hours. More than 200 previously genotyped clinical samples were used to determine the cut-off
values and to validate the accuracy of new assay. Moreover, the new assay was applied to screen thalasse-
mia in 40,813 clinical samples to investigate the prevalence and mutation spectrum of thalassemia in the
population of Guangdong Province, China. Results In the BBSAT assay, suspended beads increase sur-
face area to 3-D and more probes concentrated on beads. With the multiplex PCR primer and probe design
strategy, both deletion mutations and point mutations of «/f thalassemia can be simultaneously detected in
a single assay. Among 81,052 clinical samples, 12,296 samples carry thalassemia gene mutations, of
which 8,975 samples (11. 07%) carry o-thalassemia gene mutations, 2.857 samples (3. 52%) carry B-
thalassemia gene mutations, and 464 samples (0. 57%) carry both o~ and B-thalassemia gene mutations.
Conclusions The BBSAT is a rapid, accurate and cost-effective technology, suitable for molecular diagno-
sis of the thalassemia in large populations.

[Key words] bead-based suspension array technology (BBSAT); thalassemia; point and deletion muta-
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My SR M CRI PR M2 ) S T o/ B-BR AR 1Ak
PR 58 A8 B G T 301 o/ B B AE AN R B8 A B AN 5
1 AR B 1 2 B A O R R s A T i O
W RIS RN R 2 W Ak
PEIg AL . 20 N Attt N B 500 1 BB A A A
UL o M TTIZ A A T T R BT R B
DT B ML BT T M b I R SRR O
Y, FRE IR X 2 WL SR AT AR T P RN
BN EL MRS R, T AR 4 AN R X o 1 23 1) 485
W N5, 200~13.31% . B AT BUHEHE R Ry 0. 520 ~
4.53%5) o BT KA SR F AL 16 S Yk
16p13. 3 1 o BRZE (1 0 [ K H B B e 31 2 1, 0
SRl T ARG EM, MR EFEEHAT
11 S ge K 11pl5. 4 (1 B-BR 8 I EE P Y =28
. HATE &8 T 200 FhogAs At R4
BT AR AR 2 B 58 78 S R b Sl K b J Ry
PE, HAUA D BULR 8 W4 . IR R, &
R ABER 23 Bl WL AE, 5 2 AR 1Y 98
PL b 40 5 J&-SEA o (3. 7) -a (4. 2) -29A > G,
-28A>G.CAP + 40-+ 43 (-AAAC) . CDI17A> T,
CD26G > A, CD41-42 (-TCTT).1VS2-654C > T,
aWS,aQS.aCS,.CD27-28(+ C)  IVS-1-1(G>T) .
CD71-72 (+ A).,-32C > A.,-30T > C, IntATG >
AGG.CD14-15(+ G) , IVS-1-5(G>C) ,CD31 (-C)
M CDA3G=>TH 7,

H T [ R 07 M DX b 2 4 R HJC A RUR YT
D79 o R I v & b DX T8 i 5 A R 12
oty o AU AR L AR R B R . A B RN A S
50 25 12 Wi D7 VA A IR RS T 3 A £ 40 2 Bk il
ZLEE 1 HL UK RO AR €5 35 2 Chigh performance
liquid chromatography, HPLC) £ 5 & /3 #7 IfiL 41 &
F &4 3 & 5 DA S 3T FE 2 W . BG4+ A )5
FORM K FE P2 W HR & 4 K W H] T 1 3% 1
W, T M AT K2 W iR T 20 4l 80 4EAR
W, JF 25 7 DNA g2 52 | BRI oA U0 i 1 335 o
B FR il 2 | B K B (restriction fragment length
polymorphism, RFLP) 2 & M i& 81 4> A . 5 ¥ T 1R
PRET 2 52 M 25 T 24 5511 PCR 4R (Gap-PCR) . £
TEREHEEY I H R (multiplex ligation-dependent

T E 17

probe amplification, MLPA) K L # 5k [Fl 20 4% 32 £
A Carray comparative genomic hybridization,
aCGH) %1 | Hirp Gap-PCR.MLPA K aCGH #;
AGE TR B o MBI . T B AT
AL R 2 RE R B AR E D DNA U £ R L 3 H i
AR B 5 ELAE I FE 7 o A A4 A6 I R £ 5
J2 18] BE 5 R 2% 58 (reverse dot-blot hybridization,
RDB) \RFLP ZMEB T . ARSI
ARG ~F- 5 v, I 5 T A o HR IR = 0 A vk, B
9165 Sy 1ML RS A . MCV <821l 5, MCH<27pg #
TP M40 H Pk kG &, HbA2<T2. 5 H AT oMb
RN KA, HbA2™>3. 5 HAT o+ T FE I K £ .
M [F ATt B i B3 B PR AG: 5 75 73 B 2R T o T
BRGTY o ML FE K B BRI 3 U S I E AT L B N 2
13 RORAR L S5 R A A WA

o TR B2 HR A% G i [ AR e i AR A AE T A
D3 oK HO BE R i TR BN B 5 IR B A
AR, SN 4 Sl T AR L T A S R A B PR L A
G35 WA 0N 2% 58 R A AR T A AR B VAR R 85 b 7R
VAL R SIS RCER 7/ NG i 7 s S SR T R R VO F S U 2
M REGE. BT EMWA A EWEENT
REEASER KW, Bar, BIFMI AT 2
7 FH T 2 DR ARG T 6, 55 A48 L R A U 5 B A 4
SiE 5 A& . HLA Chuman lymphocyte antigen) 43 2% A
e R AL DNA 5 A5 A ) 20520 g 36 ] 2 1 &
TS ER - B B K T — i RE 8] i A6 D b = R O
ANBERE 3 P A o HUFT 3 Fh 28 A5 AL o M
TARNT Fh gl AR AL B M BT BRI P B (R R
71.201110301528. 9),

1 75 &

L1 Zhiit5hHaAkE ABIE T — M5
TR B 9 R g (] A b [ R O R Y
20 Fp s A8 F0 3 MR R RIS AR 2 W T . WFSE
PAG T ARE A OB AL o A 2 512 K )TN BE
FER2ACBEZ 5L o AL . FIH ) R 48 10 2 R f Be
AR AR AT R 200 22491 0 3 2R A RS (AR AR
A5 1 FERE B PERE L L K 7 58 728 A7 50K I % 4
B TE Ccut-off value), A= WFE S AR 1T H BT A #E
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TET RV [F) 245 o ELAR AR 7E A7 it 5 A0 B 5 72 v 2 B
%o G PRIE I 0 PPA% 8 R B T 4R 48 M 3% B 455 0
JEIUE P 81 052 BIARA . BT AT BE R 4 A
AF VR X386 T 2R 48 1A 4 DR Ak e HILAG o A 25 D1 2%
KM BERER =R P 22 51 s T A ME R AR LR
DNA {4 $2 B B 1) 2 3% £ 9 DNA il 52132050 &
(EEBAEY L EZTT P ED A4 D BRI L B 1T
L2 #®e 5504ttt BB 20 bp 5
H2% T TR A AR AT A6 I 28 A8 67w o 7 B AR N AR IR
FE RS T B DL X 4 W A R I 45 S AR R A . Bk
UG AR I HRET M BE 40 bp RO SEAZ IR IR 4 H.
WEH T 5-SEA,-3. 7,-4. 2 Jp 9 m EE VL L. A
PRER 57 vty 2 A0 A8 1 3 A BE 5 OR IR Eh ok . IR AT
PEMRME RN 1. 8 7 38 B B A 4% 58 S g 454
AR B4 PCR =434 78 300 bp 47,

IR 4 X T A S 17 Fh R R AR
BERE BN IFA, — X5l T ¥ & 3 A
A o BRE AL FIFH] . Gap-PCR F T 4 I 5k
RAY o MO AT 5 BT B T A A
1.3 %% PCR §47it  [Al— DNA A P it
914, 43 5148 F§ PCR mix A Fl PCR mix B, #
h— M TR 3 R Bk A o T (-SEA.-o
.7 -al4. 2, 3 —EH T 3 A8 R) o M
I 17 FpgeAE AL g 43T, PCR KRN 25 pl 0
0.2 mmol dNTPs,0. 2 mmol Mg2+,1 U « TagHS
(TaKaRa, Ki%. H1ED K& 25 ng DNA FEA, 2878
%7 PCR &34 5 (R a0k 2. Bk A 4 9% PCR 9
RSN R 3 HLAAROD TR BRG] 5 SR AT BRE .
L4 HeHHkER SHRUEBHERIT 45 4
FREH 6 2 A ] %€ ' 4 A5 19 i Bk ( Luminex Corp. ,
Austin, TX, USA) I, IR A& #EEEUF 4R 5 19 30k JF
B 7% TF 1ml PBS-T 2 #h ik (Phosphate Buffered Sa-
line with Tween-20, pH7.5), 4 CEICIRAF .

L5 R G20 TmiEHE 2 BRI i
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Mutation Probe Probe sequence
AGGGCTGGGCATAAAAGTC
-32C>A - ~ o~
AGGGCTGGGAATAAAAGTC
GGCTGGGCATAAAAGTCAG
-30T>C
GGCTGGGCACAAAAGTCAG
GCTGGGCATAAAAGTCAGG
29A>G
GCTGGGCATGAAAGTCAGG
CTGGGCATAAAAGTCAGGG
-28A>G

CAP +40-+43(-AAC)

Initial codon ATG>AGG

CD14-15(+G)

CD17 A>T

CD26 G>A

CD27-28(+C)

1IVS-1-1 G>T

IVS-1-5 G=>C

CD31(-C)

CD41-42 (-TCTTD)

CD43 G=>T

CD71/72+A

1VS2-654C->T

Codon 122 (C-=>G)

Codon 125 (T->0)

Codon 142 (T-=>C)

S 222222222222 2222222g222222 2822222222 2zZ%«z%

CTGGGCATAGAAGTCAGGG
GCAACCTCAAACAGACACC
TAGCAACCTCAGACACCAT
CAGACACCATGGTGCATCT
CAGACACCAGGGTGCATCT
TACTGCCCTGTGGGGCAAG
TACTGCCCTGGTGGGGCAA
CTGTGGGGCAAGGTGAACG
CTGTGGGGCTAGGTGAACG
GTTGGTGGTGAGGCCCTGG
GTTGGTGGTAAGGCCCTGG
GGTGGTGAGGCCCTGGGCA
GTGGTGAGGCCCCTGGGCA
CCTGGGCAGGTTGGTATCA
CCTGGGCAGTTTGGTATCA
GGCAGGTTGGTATCAAGGT
GGCAGGTTGCTATCAAGGT
ACCCTTAGGCTGCTGGTGG
CACCCTTAGGTGCTGGTGG
CCAGAGGTTCTTTGAGTCC
ACCCAGAGGTTGAGTCCTT
AGGTTCTTTGAGTCCTTTG
AGGTTCTTTTAGTCCTTTG
GGTGCCTTTAGTGATGGCC
GTGCCTTTAAGTGATGGCC
GGGTTAAGGCAATAGCAAT
GGGTTAAGGTAATAGCAAT
GCGGTGCACGCCTCCCT
GCGGTGCAGGCCTCCCT
CGCCTCCCTGGACAAGT
CGCCTCCCCGGACAAGT

CAAATACCGTTAAGCTGGAGC
CAAATACCGTCAAGCTGGAGC

SEA del AAGCTGAGTGATGGGTCCG
3. 7del CCCCTGCCTTTTCCTACCC
4. 2del GCTAGAGCATTGGTGGTCA

a2 CCGGTGCAAGGAGGGGAGGAG
®2  REMWA PCR Y I EM

BEZCC) I (] TEFR (YO

95 5 o4 —
95 30
50 45 b 30
72 30 fb
95 30 b
65 45 ® 20
72 30 b
72 10 434 —
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F3  GRAEIMA PCR Y1 454
HRECC)H st [71 HEER (O
95 5 44 —

97 30 #b
70 45 Fb 30
72 150 #
72 5 g —
97 30 b
50 45 b 20
72 30 #b
72 10 434 —

Iz 2 SO L SRR R 50 pl FEATIR AT L B AR
WEE AR SR AT A S OB 95 C AR 5 g3
PpOGE R 4 C L BRI A BARE YA B
BARVE YA 1 pl Iz 6] — AR AR S AL b B A
FU50 pl, BRI £ )5 .55 T3 15 dh . R)a .
B LALH A 100 ] BRIk I .
FLITA 50 pl WA TAER 55 “C R 10 73058, F i
* A Luminex 200 &4 (Luminex Corp. , Austin,
TX, USAYHEAT oM. THE B AR b 1 2 5O
J& (median fluorescence intensity, MFD), 24 4£ 5 fY
IR E R T S PO IR 10 45 b5 e 2
PL B AR S B 2 5 (R 5

1.6 R E | — A AR K R 4 A
O B A AR (N PRED) M 28 A8 RUREF (MR E) L %8
AR Tl BT L R R F e R T N/MO . i Tk

e

- wE 19

Bl o AT KRR o2 BRE A I E NS IR
o REF T 3R 78 2 G B0 B AR BB I Y 2k A
SRR 2 AL B R PR B SEA, BRRIREE 3.7,
BRGIRER 4.2 S A AU N 2 IR o2 SRER R K ALY A
S R T A I 4B 1 O 35 9% O 38 B (median fluo-

rescence intensity , MFD) ,

2 &% R
2.1 A R IR AT B 8 (E A B E R T 200 2

18] 70 b B 35 PR R (18) R AR R A o AR - 5 A5 07 A
REF AR T E Ccut-off value), % N/M b8 L K&
AUC #3543 3], 2t 122 {7 DNA K5 H TR 48
TRUASE ASORG0 R T 1) 6 T (L 7 Aiff 7, SR R TR L 629 A
>G.-28A>G.CAP+40-+43(-AAAC) .CDI17A>
T.CD26G>A,CD41-42(-TCTT) ,IVS2-654C>T,
aWS,aQS, oCS,.CD27-28 (+ C) \ IVS-1-1(G>T) .
CD71-72(+ A).,-32C> A.,-30T > C, Int ATG >
AGG.CD14-15(+G) . IVS-1-5(G>C),CD31 (-C)
M CD43G>T, 3k 78 iy DNA B 5 JH T2k Al o
b B DR R L AL 40 £ BF A R % 38
B AL, B A DNA ARG 2 B RS an/-a(3.7)
aa/-al(4. 2) . aa/-SEA.-SEA/-SEA .-SEA/-a (4. 2) .-a
(3.7)/-a(3.7) Ml-a(4.2)/-a(3. 77 F, B IFMF|
Fe ARG I e O Y Hb X 25 R — L0t T Gap-
PCR By %0E . 40K 4.,

T4 AREMERAR of 3 HbFT T BT A RUAR AR 1Y Hh 57 L PR &G P &5
Probe

Sample . . . . Cap+40+ — . SN N - N |

B2C>A B0T>C 29A>G 28A>G SP O It ATGSGAA CDIELS(+G) CDITAST CD26G>A CD27-28(+G)
WT/WT 5.5 8.9 4.7 7.7 2.4 6.6 3.2 2.2 7.0 2.3
WT/-32C>A 1.1 8.9 4.7 10.3 2.7 24.1 6.4 1.8 3.4 2.8
WT/-30T>C 6.1 0.9 4.9 10.7 3.6 12.8 6.5 2.6 7.0 2.7
WT/-29A>G 4.3 14.6 1.1 10.6 3.3 15.9 6.6 2.0 8.2 3.2
WT/-28A>G 9.2 18.3 5.9 1.3 2.8 5.5 3.9 1.8 6.2 2.9
VT;E;&;?) 6.2 10.3 4.9 13.9 1.0 13.0 10.2 1.8 3.8 3.0
WT/I nt ATG>AGG 6.2 6.5 4.1 9.3 3.3 1.1 7.4 2.0 10.1 4.1
WT/CDI14-15(+G) 7.5 4.1 5.9 14.6 3.8 12.8 1.0 2.6 7.5 3.0
WT/CDI7TA>T 5.6 7.3 4.7 10.8 3.2 12.6 8.8 0.8 8.2 3.2
WT/C D26G>A 7.6 9.5 5.1 10.6 3.2 20. 8 7.4 1.9 1.0 4.7
WT/CD27-28(+C) 5.1 8.2 4.4 9.6 2.5 14.6 6.8 1.8 4.0 1.0
WT/IVS-1-1(G>T) 6.0 9.5 4.5 10.0 2.7 18.2 8.2 1.8 3.3 3.1
WT/IVS-1-5(G>C) 1.6 9.7 4.0 10.0 2.7 18.3 8.5 1.7 4.2 3.1
WT/CD31(-C) 6.7 5.4 6.7 12.5 4.0 14.1 8.0 2.5 8.5 3.1
WT/CD41-42(-TCTT) 8.4 14.3 6.0 11.6 3. 4 24,0 9.6 1.7 9.1 3.1
WT/CD43(G>T) 6.9 8.4 4.9 10.1 3.2 16.3 7.6 1.8 8.5 3.3
WT/CD71-72(+A) 8.2 8.8 6.0 13.4 3.3 22.2 11.9 2.1 13.4 4.5
WT/IVS2-654C>T 5.7 6.3 4.1 7.7 2.9 13.0 7.9 1.9 10.2 3.7
WT/aWS 6.4 10.1 5.4 8.4 2.7 6.8 4.0 2.4 7.3 2.7
WT/aQS 5.4 9.2 4.8 6.9 2.6 5.3 3.4 2.2 5.8 2.6
WT/aCS 5.9 9.0 4.7 10.7 2.9 12.2 8.0 1.7 3.3 3.0
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Sample . . e n e . CD41-42 o e . . . .
IVS-1-1(G=>T) IVS-1-5(G=>=C) CD31(-G) CTCTT) CD43(G>T) CD71-72(+A) 1VS2-654C>T aWS aQSs aCS
WT/WT 8.9 4.2 13.4 3.3 11.8 5.4 3.2 11.5 5.6 12.8
WT/-32C>A 13.0 4,6 17.7 6.4 25.8 9.3 14.5 10. 2 8.1 20.2
WT/-30T>C 16.1 10.3 9.6 5.5 15.1 7.7 5.3 10.0 5.6 20.9
WT/-29A>G 17. 4 8.5 12.0 2.5 16.7 6.5 8.1 10.5 7.6 17.4
WT/-28A>G 7.8 5.0 6.5 3.2 20.5 6.8 6.7 10.3 7.1 6.8
VJZZ;)E:ZJ;\JLO; 15.8 4.4 20.3 7.6 34.3 7.0 11.7 18.9 7.6 26.7
WT/I nt ATG>AGG 20.6 10.8 10.7 2.4 16.8 8.1 2.8 8.7 6.8 21.6
WT/CD14-15(+G) 15.5 10.3 11.3 5.4 20. 8 6.2 3.9 11.9 7.0 21.4
WT/CDI7A>T 15.8 8.4 10.5 2.4 25.8 6.7 6.9 10.5 6.8 20. 8
WT/C D26G>A 16.1 9.0 10.3 2.4 16.7 6.2 5.5 9.8 6.6 28.7
WT/CD27-28(+C) 14.0 5.4 20.0 6.6 51.5 7.9 10.1 10.5 7.2 36.9
WT/IVS-1-1(G=>T) 1.2 13.5 36.4 6.2 16. 8 8.8 18.3 93.9 8.3 75.4
WT/IVS-1-5(G=>C) 18.7 0.9 14.7 8.9 24.8 7.8 10. 2 16.4 10.6 20.9
WT/CD31(-C) 19.5 11.6 1.2 7.2 25.4 9.1 6.7 22.6 9.8 26.8
WT/CD41-42(-TCTT) 15.0 9.4 14.2 1.0 35.4 5.6 10.3 20.1 10.1 42.7
WT/CD43(G>T) 18.2 8.9 11.0 3.1 0.9 7.6 7.4 10.0 7.7 22.3
WT/CD71-72(+ A) 35.0 13.6 24,8 2.9 35.2 1.1 16.1 13.2 12.8 31.9
WT/IVS2-654C>T 23.1 8.0 30.7 2.6 30.8 6.9 1.2 29.8 12.6 24.7
WT/aWSs 10.1 5.8 9.8 3.1 11.2 6.1 4.9 1.0 5.4 17.3
WT/aQS 6.8 4,1 7.3 2.1 8.1 4.1 3.3 8.6 0.8 7.6
WT/aCS 13.5 5.1 11.7 4.3 23.3 4.5 9.0 12.6 6.7 1.5

AN 3R 4 Ry 20 FORR Y fZE 8RS o/ B Hh38
S A TURR A M B A5 2R . 3R 5 BRI o 7T
) MFT fH . fAFEA T E R 4 K. BOF-¥ MFI
. M EXRFEY . £ PCR 4GB HHIH AR
F A o/ B- M FT ST AT HY .

x5 OBURA o MUK MFT{H
Sample Probe ) Pr(ivi()us
a2 -ah.2/aa -a3.7/aa —SEA/aa Gap-PCR results

1 3017 145 42 151 wT

2 3720 1540 79 236.5 ~ad. 2/ aa

3 3467 100 3369 391 ~a3. 7/ aa

4 3247 185 130 1996 —SEA/aa
2.2 WmARBRIE HEARATREHWAPEN

81052 3 It FRAR A F T b 7% 2 ¥ B 4] 5 A B i IR 5602
WE. SRkt 12296 (15. 20 %) {5 #E4 Ho %% 5L B, o
8975 (11. 07 %) il #5717 o ML AT ILA , 2857 (3.520%0)
Bl HEAT B M AL KL R L 464 (0. 57 %) il ¥4 o Hb 7% JE
PR B B % LR o iy % T A 1) g AR G s o i R 7
ke 6, &KL R AR 5 LU b R O AR R 3
TR HE USRI = — B0 Y e L 3 A o
Hu BB 0 0 o L o BT A E B 43 Bk SEA/ ac
(51.10%) +-a3. 7/aa(25. 10%) \-ad. 2/aa(11. 00%) ,
1M 87. 0101 B 47T Ny B41-42/BAB654/BA 328/

BA FI B17/BA. 4 T #E— e UE A J7 4 B A Rk
WAALEH 2 06 By BF A= U BR AR 206 ) 58 A8 RUBR A L 43
B gap-PCR A&l §k 2k B 422 J2 DNA I 5 £ AR K
I 2 AR Y 25 R 58 4 5 M B0 MRS H R — B

F6 IR MR BRI E I bR ARG 2 2R
Variable Number of samples Percent
« Thalassemia mutations 8975 11.07%
—SEA/—SEA 5 0.01%
—SEA/-a3.7 74 0.09%
—SEA/-a4. 2 26 0.03%
—SEA/aCSa 8 0.01%
SEA/aQSa 5 0.01%
—SEA/aWSa 19 0.02%
SEA/aa 4585 5. 66 %
-a3.7/-a3. 7 11 0.01%
-a3.7/-a4. 2 18 0.02%
-03. 7/aCSa 4 0.00%
-3. 7/aQSa 3 0.00%
3. 7/aWS« 11 0.01%
-a3. 7/ aa 2253 2.78%
~ad. 2/aCSa 4 0.00%
0. 2/aQS« 3 0.00%
~at. 2/aWSa 7 0.01%
-o4. 2/ aa 987 1.22%
aCSa/ aa 208 0.26%
«QSa/ aa 141 0.17%
oaWSa/ ax 603 0.74%
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2% 6 k6
Variable Number of samples Percent Variable Number of samples Percent
8 Thalassemia mutations 2857 3.52% o3.7/aas WS/WS 1 0.00%
p-28/p-28 1 0.00% 3. 7/aCSa,p17/BA 1 0.00%
p-28/p17 2 0.00% 3. 7/aCSa, B41-42/8A 1 0.00%
B-28/BA 384 0.47% 3. 7/aWSa,p-28/BA 1 0.00%
B-28/BE 1 0.00% ad. 2/aasp-28/BA 12 0.01%
B-28/BA, BCap/pA 1 0.00% at. 2/aa,B17/BA 12 0.01%
B-29/BA 35 0.04% at. 2/aa,B41-42/B8A 22 0.03%
B14-15/BA 26 0.03% ak. 2/aasB654/BA 8 0.01%
B17/p41-42 1 0.00% at. 2/aas343/BA 1 0.00%
B17/BA 231 0.29% at. 2/aaB71-72/BA 1 0.00%
B27-28/BA 46 0. 06 % ad. 2/aasBCap/BA 3 0.00%
B41-42/p-28 4 0.00% at. 2/aa,BE/BA 2 0.00%
B41-42/BA 1096 1.35% a4. 2/aQSasB41-42/B8A 1 0.00%
p41-42/BCap 2 0.00% aCSa/aas3-28/BA 2 0.00%
B43/BA 23 0.03% aCSa/aasp17/BA 3 0.00%
B654/BA 775 0.96% aCSa/aa,p41-42/BA 8 0.01%
B71-72/BA 64 0.08% aCSa/aas 3654 /BA 2 0.00%
BCap/BA 58 0.07% aCSa/aasBE/BA 2 0.00%
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