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HE.BH ETKEKMNFEAR, 2T XIEAR HIA-A -B -C EHAKFH £ A MEE FHEEER
SHERHAMMER, FE AHN408 4 Lk REREH M, KA PacBio Sequel II F & 3t HLA-A -B n-C fir )5 #
Tk EKIMF, it Ewens-Watterson M4 % 78 50 & 0 & & B % £ % ( Nucleotide diversity, ) 5 Tajima’s D 2>
A, PA R 3 BB 3 A | & AR 47 (principal coordinates analysis, PCoA) i KLk R AKX B, T E =ML AW £
AUoAd HECTREREN, ER  HIA-A-BA-C LA FFIKE 25 % 3 257.3 794 13 831 bp; L & A
o KRR 44 82 F1 56 B LR N FFI KA L FEM 2 F] 4 0.905 2.0.964 9 F1 0. 939 8, Ewens-Watterson £ %
KA RE P HEEA(P>0.05), B E 09 E T, HLA-A F1 HIA-B EN B F23 R H2NAFREEALE 7
B Tajima’s D W {H ; HLA-C B4k % B M AR M 801K, 3% 15 35 B 3 B PCoA Fn R 4 X F A & W1, HLA-A Fn HLA-C ¥
TRR KW, T HIA-B LR EMFRMERE, S8 FENFREAR HIAA-B-CEATFHEAARE A5 KM
PR XEREFE, HLA-B £ S M #BE 5 RERE L MHEEFE T HLA-A f2 HLA-C,

KW HLA-L £, KK F L W77 £ 8 % H 8 %+ M Tajima’ s D;Ewens-Watterson £ %
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Sequence polymorphism and evolutionary analysis of HLA-A, -B, and -C loci in the northern Han Chinese popula-
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Abstract : Objective To characterize the sequence polymorphism of HLA-A, -B, and -C loci in the northern Han Chi-
nese population and to evaluate their selection signals and phylogenetic patterns based on long-read sequencing data. Meth-
ods A total of 408 unrelated healthy blood donors were enrolled. Long-read sequencing of HLA-A, -B, and -C loci was per-
formed using the PacBio Sequel II platform. The Ewens-Watterson neutrality test, sliding-window nucleotide diversity ()
and Tajima’s D analyses were conducted, together with genetic distance heatmaps, principal coordinates analysis (PCoA) ,
and maximum likelihood phylogenetic analysis to assess polymorphism distribution, selection signals, and phylogenetic
structure across the three loci. Results The analyzed sequence lengths for the HLA-A, -B, and -C loci were 3 257 bp,
3794 bp, and 3 831 bp, respectively; the numbers of locus-specific sequence types were 44, 82, and 56, with correspond-
ing locus-specific sequence type diversities of 0. 905 2, 0. 964 9, and 0. 939 8, respectively. The Ewens-Watterson test
showed no significant deviation from neutrality (P>0.05). Sliding-window analysis revealed elevated 1 and Tajima’s D val-
ues in exons 2 and 3 as well as in certain intronic regions of HLA-A and HLA-B, whereas HLA-C exhibited relatively lower o-
verall diversity. Genetic distance heatmaps, PCoA, and phylogenetic analysis consistently showed clear clustering in HLA-A
and HLA-C, while HLA-B displayed the highest phylogenetic heterogeneity. Conclusion HIA-A, -B, and -C gene se-
quences in the northern Chinese Han population exhibit high levels of polymorphism and marked regional heterogeneity.
HIA-B shows greater diversity, stronger signals of selection, and more complex phylogenetic structure compared with HLA-A

and HLA-C.
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AN A 40Pt )i ( Human Leukocyte Antigen,
HLA) R Ge 2 5L R 20 rh 2 255 oy 42 5 i B e 2
—"o HLA-LJ3F (HLA-A -B FI-C) 157 52 38 P4 A
PEBUEAR, /-5 CD8 T 4 Jfd % 47 S5 1 4 982 v 2%
HLA-1 53 ¥ 77 91) 22 25 AN AR H 42 52 e 7 Jie ik 45
BV R NP R N T L AT 4R 3 R A At
(natural killer, NK) 2 It 2% I i) A% 475 20 itd S0 2 BR 2
FIREZ A (killer cell immunoglobulin-like receptors,
KIR) 5 HLA 4 F R A BAE ™, B oM 5E % 3
HIA-A -B .-C 5-DRB1 & e 5 & 1L 1 40 i £ fiE A
REGRARSC . 78 AR L 5 JEI0 )2 1, HLA &
PRIl 2 50 S RIE R, 2NN S
o DA I B ) - A 0B %A G 5 JEHOR 5 P/ ikl
B D REAH I A0 48 b e DXk, 71 2 IR B i Y 2
MS®EES

48 HLA B SAL 20T 50 2 R A T or b i
T DR (AN T 2 A 3) XL AT B HLA
LA ) Z S PERRE , B AT REIS R AR P U IX 8 S
T B AN 35 PRI 2 4 (cis/trans ) fi B i 2K
P RS A 5 15 D 1 N T & UTR XA 2
ZEFp A, Sk B e R 17 S {5 R I A0 AR L A A
SCT S BT x i E b O DU B HLA-A -B -C
FEPI AL I3 BT B b, AR SCHE T PacBio KK
WP+ A R Ewens-Watterson ki35 A% R Z £
4 ( Nucleotide diversity,7) Jz Tajima’s D ¥ a5 [
ST, DG AR R B | 3= A6 A543 BT ( Principal Coordi-
nates Analysis, PCoA) M RS & T 455 I ik 7R
T AT DU NAE HLA-A -B .-C 3 ¥ 9 /) 2 851
PR S R AR e P55 BB I T

1 W&REFHE

1.1 W4

YR 408 44 TC I 2% G R A g Rk M 75 , AR As R
FERFIE] R 2024 4F 7 H & 2025 4F 3 A, Zil&4F
WIERE 21~60 &, FI4EEY 45+ 10 5, Hp B4
317 B1(77.7%) , Zc¥E 91 #i(22.3%) .
1.2 il 5

ML AL DNA £ B 68 (750 i 48 A= 4
BHE A BR 2 A, 415 20240802 ) . PCR ¥ 14 3R 51
KOD-FX-NEO ( Toyobo 2% A, 4t % : 346300) | HLA-

A -B F1-C BEDRRe S Ve | ) (V4 2 08 B 55 D B A
FRZNH]) . Qubit dsDNA BR assay kit ( Thermo Fisher
Scientific, fit %5 : Q32854) . ADAPTER INDEX %3k
A DG PR it 1250 (74 42 07 i i R BB A BR A )
1t5.20240811) .VAHTS DNA Clean Beads 14 EE 4l
IR (FE v MERE AR W R A R L i
N411-01) % PacBio Binding Kit 3. 2 5| 4 I il
7] (PacBio /A F, Binding Kit 3. 2,41t %5 ;102-333-
300) ., PCR ¥ H94% ( Applied Biosystems, ¢ [E ) F
PacBio Sequel 11 i &2 B4+ 52 I 7 R 48 ( Pa-
cific Biosciences, £ [H) ,
1.3 Jrik
1.3.1 FEH 4] DNA $2Ht

K LR DN 408 24 Bk 1l =5 (1) &0 J8] 1l A A% rh
FEHCHE R 4] DNA, fr 2 DNA ¥ J% % = 15~ 30
ng/ WL, 468 AL/ Ay N 1.6~1.8,
1.3.2 PCR ¥

K HHFE R 41 DNA A, FI ] HLA-A -B FI-C
RS %) B bR KSR F7 P14 . HLA-B
HILA-C 93 Fr Be#E 75 5'UTR 3'UTR 4304 1 %
W& HLA-A 9735 r Be 55 5'UTR 23R4k i+
FIN S 7 SoRER4r 3'UTR, {H 3'UTR K452 0. 3 kb
XIRASE T, B F B RS 51 9 v i
T LR EARA PR wl B it HOP 91 it Jrik i
S E AL L FT . PCR P14 Qubit ds-
DNA BR assay kit 2 12 M Byt g B s H UK o Gz, &
& 5 TG 2L SO Ef
1.3.3 SUEHE

SCIE M R 7 ADAPTER INDEX $2 3k K
oS i e ], EEERAE AR S BT KU,
B4 wL PCR 7=#), iNA 2.5 pl. ADAPTER INDEX
3 5.4 wL DNase/RNase-Free EETIK M 3.1
pL Enzyme Mix R G Y, SR 15 pL, R 5%
1 :37°C W 40 min,25°C 7 40 min,65°CHFH 10
min , 58 AR I 1 TR ARAS IR ME — AR IR By 2R
JE DNA 43+, BfJG A 2 pL Exonuclease Mix #p
VIBHE AW ,37°C T4k 60 min, 225 M)
JF:FH 0. 45% VAHTS DNA Clean Beads ®¥k4lifk , 3k
PR P SCRE S I AT 5149 ( Binding Kit
3.2) ,20°CHEE 30 min, 514G 2 0EkL  H
J A7 ( Binding Kit 3.2) ,30°C %% 30 min , ffi



i L 2 A 2026 4F 6 H %R 39 58 6 ] Chin J Blood Transfusion Jun,2026, Vol. 39, No. 6 -+ 745 -

filg i1 5 25 |9 b s R A4k f5 BIAS AT LSO
1.3.4  —fQI)F A1 HLA ZE[H 51

4 EALSCEE A8 Fr, >R PacBio Sequel
11 g 308 5 PR P (SR A 00 3000 P 5 s i A
BLLBAM #:U6 H, ffH] lima (v2. 12, 0) B4-4F
43 HiFi reads PAIX 73454 5 fifi H pbMM2 (v1. 16.0)
BAPHS reads 5 ANRSHILINA GRCh38 HXT, i
4 samtools(v1. 13) bedtools( v2. 26. 0) ZE4R - HE HL
HbRGe AR F 3L P91, A2 i fasta SO 5 K757
X2 HIA-A,-B, -C 2N Z %75, gk H i
FER 31 5 /NS 5 (SNV Fil indel ) i 3 deepvariant
(v. 1.6, 1) AR, o i 42 o B B € ) QUAL
>30; KAEFH LA IGV Fl SnapGene #4717 N T &
¥ s 15 S S8 2= X 3l i3 ) SnapGene #8477 51 HE X,

HLA S50 R 73 BURE T g 5 DX P 51 A T A
W5 2 % 77 51 11 B 52 B4 2 5 CDS P 31, ok
blastn(v2. 11.0) 55k HLA 7% 55347 LA, JF
SEABAPIF IE M T 2 %4 HLA 4384k
1.4 SEit2Eotr
1.4.1 OV LR 5 43b DXl

A PN G Z P8 X I #i B A sl HAR ™
B8 DX Sl i AT AR AR 2] ] S B i ) e [ DX JA) AT
g8 DMRIIE R — 07 s N A 7 51 2 AR [
1EAADR , J5 2 o AT 4 3 T e — A B L N T )
#HA7 .
1.4.2 (s NSRBI S Z R0 oA

2K FH DnaSP A% (v6. 12. 03) W R BINL 45 4
A AL N T A SRR 2R (%
DnaSP ' haplotype diversity, Hd 11%5.), Hd ¥% &
Nei 76 T, I IEA Al — HLA 7 S AR A K
IESNARIESITONSEEN 2 o cy S o

ABIFTE ) AL N P S 2B AR TE HIA-
A =B 5-C A N B — AR AR G 4R 1 Y i

SR PRI E L EEFH) A6 T HLA-A~ B~
C ZL i A5 AR AR TR TAUHE IPD-IMGT/
HLA fir 2 /K 280 BUBRE HLA SRR3R, A
PRTE B s TTHR AR AR 91, ali A U
R SRR E 5
1.4.3 RIS R ERE S AT

K R(v4.5.2) 15 2381 Ewens-Watterson 7
PEAG I DATEA 557 A5 P P 31 S BRI R 4 A 2
O B R Sy i — 20 0 BT 22 AR T R A Y
2S00 A0, R H R 1S seqinr GLEAT ¥ sh i 43
B, 50 B S AT IR Z 1 () 1™ B Tajima” s D
et w0 R/NG KA E S 100 bp 5
25 bp, T IREE A AR 2K (indel ) 15 A 5 T Rl 5k
REPAIDHT, 7 HT WA 6] )55 X B iy %4
1278 /K-, Tajima’ s D TIPS AR 17 1 9 4547
P8 S ARG A 2 A D 1 v T
1.4.4 BHEERE FARRIT S REKE T

HF MEGA 81 (v12. 1. 2) THE AL A 751
SR G 35t 4% FE B RE I, BB R Kimura XU $406E
HIU It — 4 AR ELRT PCoA JE/R . SRR
ISR ( maximum likelihood, ML) ¥ RS A F
LT R P Tamura-Nei #8110

2 #R

2.1 7N IPAIRBLEARHE

408 4 fEE MR I ARAS HLA-A -B 5-C fi il
KKk 816 45, A ALARIFIIKE 751
2% Hd % Ewens-Watterson FHHERIRZE R WFE 1, 3
AMBLEL AL RN 91 26 B 2R I 2 B, Hrp
HIA-B 55, Ewens-Watterson A5 5 715, 451V 2L
WA G M (F,,) 5 BT 9] 8 all 5
(F,,) ZEm G5 L (P>0.05)

F= 1 HLA-A.-B.-C (L g IKIEKF 5B 4E K Ewens-Watterson F%E# 36 45 3R (n=408)

Table 1 Locus-specific sequence type characteristics of long-read sequences and Ewens-Watterson neutrality test results at the

HILA-A, -B, and -C loci (n=408)

; N N Iasyalizdl Ewens-Watterson FP 456
L R Yu iva
FPFEE (bp) YR X [E] KRR P r., P P »
HIA-A 3257 347 711-350 943 44 0.905 2 0.095 8 0.101 2 0.460 5 0.539 4 0.9211
HIA-B 3794 1 758 891-1 762 657 82 0.964 9 0.036 3 0.036 8 0.506 1 0.493 8 0.987 17
HIA-C 3 831 1 673 770-1 677 570 56 0.939 8 0.061 3 0. 066 9 0.285 5 0.714 4 0.571 1

T R PGB AR N RSN 2850, Hd AL NF IR B HENE ., AREAR B SA P (A2 AN SR BUBR IR 5 F,,, A
PR T 45 REA R RIS N T S S BV W BB G s P, TP, A3 BN RN L RAG ISR P O WU M, WEEHERIE o

=0.05,

2.2 BAHFRZHEMEY Tajima’s D W30 11007
Bl 1 JB/RT HLA-A -B 5-C =M E5IEEK

AV W ahdd DA, = A0S R BB B IX

B AR AR, HLA-A TEANE.F 2 F1 3 X3 B0
BEWEE ENS T 3 MANE T 4 KIEIRIEAEE
ZREVEKE . HIA-B 354K 7 (HEom  BRAMNE T 2 F
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3N HENETF 4 BN & 7 KR ugE 2 W7t
o HLA-C 1Y) (HREARMST HLA-A F1 HLA-B , Z ¥
PEEEEPFAET 1 RNEGT 3 XKL, ENST T
5 BHME T 8 KIAFFE R HVE(E , i — 2B WgE 5~
UTR F1 3"-UTR X35, 7 {EAFAE—E B8l , (R L 5
T Al A X sk Ay 2 R I A

Tajima’s D P44 RS 7 85RIL, =AM 7
LA Y D ENIE 5 1 2B e, D
Bod BT B8 Al HLA-B 4 D A8 3% ) 75 F
TR, UABH L7 91) 2 T A7 7E B0 5 A X 3k 5 M 5 HEA-A
5 HIA-C 1 D AHA AR E . BVMACEE 7 (A
175 X385 Tajima’s D 1E{H X BefE %S [A] L 3aAR—3K,
T X BB [X I 0] fig BAR L P AR AR S
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TE: A B.C /RIS HLA-A \HLA-B HIA-C B9 o {65315

1 HLA-A \HLA-B HIA-C (i S % E B Stk () iB3h
BOE

Figure 1 Sliding-window analysis of nucleotide diversity
(7r) at the HLA-A, HLA-B, and HLA-C loci

2.3 BRHE  EAROTS RE KT b

(L PN 7 F ST ] 3 g A A P /s | HEA-
A B8 A HE DN G5 N BT AR I 8 SRS X, SR 1]
P A I M BOIR S5 M . HLA-B 38 B B
YA B, 22K P 81 6 R ) B v g
B FIR AR SC R TS, 15 R L IRBOM , HILA-C
REPRBE BT IR B/, A MY B, M ) 22 S A
X5,
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Figure 2 Principal coordinates analysis ( PCoA) of locus-
specific sequence types based on genetic distance matrices at
the HLA-A, HLA-B and HLA-C loci

PCoA Ht— L4878 T 4 L 5 A 1% 2 o AL 4 4
(FE2), HLA-A(FE 2A) BT 35 A8 b il B 22 43 5]
9 56. 0% 23. 2% , AN [F) S5 FE D S AR — 2t 25 [a]
TR BRI XTI O, S N TR SR AL B HLA-B (4]
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2B) HiI T = AR AR 7 22 53 0K 29. 7% 21. 1%,
AR F G 2 [ 4776 W i B, A 6 4 5L 74 2
fi, HIA-C( 2C) FZEHDBEBEW S 75, H
H C" 07 FKIRTE PCoAl Jy 1) LB b T ( 32 A b fid
BT 250 67.87% ) , AARFIERET i — MK 35K,

ML 2%: k& F Wit — L4 /R T HLA-A  HLA-B
5 HIA-C 75N PR R 2 [ A% R R (K 3)
HLA-A G50 ML 2GR B W (E 3A) R, A
SRR G T SR S LA A T T ) R SRR A
HLA-B {5 s5 1 ML 24 L B R (& 3B) # HLA-A Fil-
C R R ZH NS . HLA-C 5 /) ML &
GiREM (F 3C) o AT I 0 %P &
45,

s|_{B380101(n=4)
0L B:38:0201(n=13)

B
TE:A B .C /MBI HLA-A \HLA-B \HLA-C {3 s DY P 5 2E U (1 3R 5t
KEW,

3 HLA-A HLA-B 5 HLA-C L S W F 5 B R KM%
(ML) R X &#H

Figure 3 Maximum likelihood ( ML) phylogenetic trees of
locus-specific sequence types at the HLA-A, HLA-B, and
HLA-C loci

3 Wit

ARWFFEH HIA-B R R 240008 R 450, 5
REAE: G T HLA-T 28 3 A i A0 R AE A9 A0 — 30,
Hughes 1 Nei'* X%} MHC-T $ JE U X (1) 45 HLAF 58
FEU, BOREUN AR ST o5 A AR [R) SRRt 3 v T I
SO XS PR EEAVE I T HLA-L 2SR Y E 2L
S FUERE . {3 HLA JEH @ 2 8 K 4RI A
RESE I T B —HLH] 0 ] BE R A AL

AR R LA S i) 23 38 2y i % 55 22 M i Ak i
SEFIVE R 25 T B, ABIFSE o HLA-B 5%
1o ) 2RI K- B B A2 2 (R TR 254y B 3 i A
hy 2 PR R KB I 4 R A B A A ]
TR

AHFFT Ewens-Watterson ¥ 567K & Bl HIA-A -B
H-C =AML TE 42 Ry 90 L 35 i 2 v PR AR B
HIXTIFAS TR G X 27 s AE A A e A
Meyer %5745t HLA ZEPFIR A T 1 e 8 1) 4L
IR, B[] Fp PR G 6 X A 5 ) B M A —
B, JUH Y e E AR T AL T BRI B, 42 )R
Gt AR ) 52 BIAHR R SF X B “ Fi B . Rad-
wan S50 8 MHC 228 M 18 fG B AR &+ 4
SOk B R HURE B 2 1 i 5 v A
R TAE LA — 20 ) e HA e i) BAR e B, A
W% 51 Ewens-Watterson £ 46 A UL 52 2 i B , T JR)
TRIXBLH) r {H AN Tajima’ s D A1 BB & & 1H, X
PIZEEE RIFAT G ; AR R W, HLA-T 5L
JIT 52 304 ST R R B ¢ JR) TR B RE RS- 22 1Y
B, WS O A Ak — 20 SRR T R AR A
Buhler %" 46 11 | HLA-T 2443 719 3 BT BE 2 A 1
S TAMNET 2 H1 3 Pt g ika 41X, HiXLEX
BRI AR R 500 F IR 2 5 A G, Goeu-
vy S0 ST 3 HLA ARG & B, AN )7
FARI SN 5 B AN ) G A5 X A% T TR 2 AR
A FEA—F, U HLA-1 8RR 2 2 [ A7 76 B
BIX B R 22 5% . AR, 7 (85 Tajima’s D
1E HLA-A F1-B 1AM F 2.3 Je i 4y 9 & F X 45k
(4 HIA-A W#&F 3, HLA-B W& F 4 A1 7) HBL
WM, 5 ETASC TP X O % w28 5 XY
Zhiie—3. Voorter %21 E K45 HLA-I BTHANCHT
FEMFAR R R SO AP - 8 i R
AR5V K branch point AHICAS 5| YT G818 o 52 )
BRI S HLA R IK7KF 8 2= I il ik 2k 5%
ik ARERIREL R IR AT BEAE R AL, DA, A BT
I3 DT WSR3 1) 5 78 S AR R AT REAML
b P S S, UL T B Sk 28 X B T B BT VR AE Y
P B BT DI RE R

TE =AM 5 HLA-B #& i o {5, i H
Tajima’ s D A3 a5 Bl i R, le WLAE 7 31 )2 T
BATEA X B itt, X —451 0 g5 HLA-B
AR H ) Dy BE & A% ME % DI AH X, Raghavan I
Geng ' 48 , AN[A] HLA-B allotype 2 [A] A{LTE k45
BT A 3 22 5, T EL7E I N e e =X e
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R TR E P X tapasin B AR FE B 1] 3 5% B
RG], R P 51 A8 SEAR AT B X I A B e
R TIRe sk

HILA-C B4k m {E3EI%, Tajima’ s D P S AHXT 58
N, U ek A AR S RT RE 4% HIA-A R HLA-B N
TR5F ,PCoA 5 R % K B WAL /R HIA-C A H %
IR IER IG5 . Buhler 507 $2 1 < BR A 4057
AXFFRESE AL NN HLA-C RS & 2 RE1E
LT HLA-A F-B , s AL T KRR AL 37 KIR Rk
DIRELK gy, 1M I JE R ZAR RS 5 R IKES A 3.
Goeury 25200 () 42 3L H 7 91 WF 98t 26 B, HIA-C &
SETIfE X L ZREVEAR T HLA-A A HLA-B , 32 53
£ HLA-I RGN FEA — & B E WD fefefb, &
W5, C* 07 FIETE PCoAl J7 1] b &3 ~r, i
W] HLA-C N AT BEAAAE DI BE AL BRI i &R, ik
A1, Voorter 252V B C* 03 S B AETEN & T 5
T84 18 nt By 1E 4P Y 52 W0 Y, 1 A 95 78 HLA-C
W& F 3 1S XIBNERE] o (R EE P 5 7
X B Al e B 5 By Ee s s ek AR A AR 5

BRI T4, HLA-T 28 3E A 57 %6 )7 8h 71 37-
UTR 2535 4 45 X AL mT i HoA b 28 0, REAE
WFFE B, H B DU A BE HLA-A -B J HLA-Cw 4=
K75, SNP Fildi A/ k2 A28 S AU A F o0
T WAFEET SR8 T 3-UTR M A& 7% X 3,
H HIA-B V¥ IX 5 4 i 2 8] 7T GE A7 76 540 2 A
FEHFM, HLA-Cw 853 N & T F b i+ X Bt v]
AesZ P REFRAE ), A2 R AR BFSELE 5/-
UTR 1 3'-UTR X3 S EL 5] 7 EIE 3, (H A L%
v U | e W] B AT AR h TR U AE S A
WA KBNS FIXB, % IES] HLA-A %) 3'-UTR
K2y 0.3 kb K58 2 3%, AW 5T X HLA-A 3'-
UTR 2225k X Ho s 2 O fd e LA — a2 PR

LI B E] PCoA Flf KR RSk W
(25 FBR—E HLA-A 5 HIA-C ELA A X5 0 i)
FIERIEER T HLA-B 2P0 H 9 = 3% 28 5 ook
FVEE 5 R4 A% SRy, HLA-B () ML R 58 % B W
O ZAER (0 B 40 B 44 B 15) ¥ & T
WL, Loy SCREUR , 48 [n] FLg Ak Dy s bl BB 42 1y
T 2W I N4 A RIS A e PR T, R
BARGE R OC R BB S AR RRAE,
Goeury 25 7E P4 4 Mandenka A BE A BT 55 0 &
B, HIA-B ANBTF 3 HUE 00 X 0 2 e P d s,
HIA-C BYRKRESE & 200 0 35 R AIG , 5 A 53 1
—8, TEARBFSE T HLA-C 1 C™ 07 F 5 fir 2 B i

(18 5 25 ST D AT B B e T A B e A K U
3% 2R oAk (B LRI 5 25 6 B8 12 1 N
B AT REAFF 7T UE— 2 B

SRIMAE R AAFAE— R BR , B5E, AR AR Bk
B — DX R R I, B AR IS A A v B G b
[X. HLA-I ZE 3 R AR Z 28 MEAg Ry (EATSAS 2 LIRS
T Z AR, HK, R HLA- T 2L A
T HCI AT, BRI T % MHC DX 8 2 44 35 6 s g 14
P, = ARBFS AL IR TSR Wb, REE S
Fe kB s IR 4G A T e S 56 B0 TIE R 4R A X AR
SR,

L5 LA ARG TR R I B, R4
s T E A DU A B HLA-A \HLA-B F HLA-C
BRI KT 280 JRik i 55 X% R 45
FHE . BFSESE SRR W], HLA-B 7 5 fE 2 REVE 2 #%
{55 B R 2 2 34 835 & T HLA-A F HLA-
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