[n] 45 L 51 2% CER—ZE R4 200146 11

HLAJ7 v 22 30F e Je HLDNA 43 2 W FH

AR A (HLA) VR — MRS, e o IR AZ AL/ 52 5 A A PR DL RO I H 22—
M E HA BRI PR E MR 2 2 2840k, X0 Z T8 TR AU . B L MR 5 0 # U
MK, ORI 00 2 A EREAAR AT T BRI AT RIS o HLA DG {257 BEAE B BRI K AR 22 BHE R 1)
B, CLMEGILTE RSB 7Y%, NI IRAKP ARSI B i BRI K, FEN Tt H 2 32 1l R
FAARHOEAL . DUSHLA TS 257 1t g DL R DNA 73 R R B A — 253

1 HLAJT 27 itk

1.1 ARG IHLAILE 2 53 7 7 v

A5 258 IAHLA 73 29 777925 32 02 SR FH ORS00 R 00 45 G bR 020 48 i i 260 28 ) P 9k 2L 0 i 5 5 A 40 B VR 5 i
Feffy e bt sRr k. S EFRUMES EARHEAL S S RG], AR e IA TR B 40 i 2R 1R HLA 2 T [
FAr, AR IR B O A0[RI Rh b 35 A BEAS H— /N /- HLASE A BE DR [ 1] o I 22 RS0 20 1) 3L A& 4 B | 4y
TRIGAFER I ZE S, A ESEAIERIA L o [FAPPTIILT RO T — 400 s dn A e, |2, #ife
(149 0355 27 ST 38 7 T TR R ek o LA K 22 50 R L3 ARt 41 it RS R A (1) — S 51 56 = il K 4
A, IXEEFS T UE S A AR b PBTHLARE S M AN e A TE & . 2014090448, e ik (McAb) Filte
FEMEER 7 BRI A (2], BARMEHLAT, TISR5 A& TR0E, (BRI 2 1) sei R, HLAMLE 5 R 84
i), HAZFRRIT YA — e e A [3] .

1.2 HLA-DNAZ»BI 7k

W104EK, HLAWFFT I 5 A5 T % ) 0 M gn A ST R IR, 7602 AN HI A5 S5 KB L DNA 7 51 4 1 45 BIE
5o HLA-T2RZ507 BL D A% IR 4148 SR h e A 2703, T IR EAN S 72, X RHLAZY 7275
PR E RN . HAEDADNAHEERR IR T IN, AE AT R AW FTHLARS R il B8« HLA-DNAZ R 7 VA A2 £ Xt
TR AT BRI 7 2 S M e v 1), ] 43 LR

1.2.1 DNA-BR#HIMEF BEKEZ AL 0T (DNA- RFLP)  19894FEWakes [4] 15 50K RFLP 2047 B ] FHLA-
TTREE R MY, X JEHLASE R 2 B F it . H1HAFIRFLP A F c DNA 4 KA 55 28 BRI P DDV A P 2k (X1 2L DNA
Mg fid v B ARAT, B THLA S SEAL R DR A P IR P A B Rl e, KR A S Won MF 2 a8 By, MUK S 3
BT Mo 20120904 ARPCREE A 1) H 25 BAFIHLA S A 7R 8- 5547 SERAZ AT BRI 17 [ W, PCR-RFLPHAAH M
gL, AE PRI DI D)) B B R A LTASIEE R AZ TR, B UK o 3 B AT s B R A
Uryn[5] R FHE 2 E S 149 BDRBAE 24 B, 43 W FFok [« Hinf I . Hha I . Hph I . Kpn I KSac I P} )R
ARG, KA H 200 A [R] ) BRI B, R4S tHDR1 T DR18IL18Ff il i 2% P it . Date®s (6]
AL T PR EPCR-RFLPEOR, T 25— K304, 55 —IR20MEFA I P IRY 14, TASF BT e =4 XAk
AL 10 pgfIDNA, {8 StHLA-DRB1Z}%Y, o5 K PCR-RFLP PRI LHRE . fAjff. £eu%. &0 TRrE 4is 1 fi 2y
B TR B 7R 5 2 LR



1.2.2 PCR-FPAIFF S T BRIR ST (SSOP)  SSOPs& N & Bl HATHLA RS 7 M I aR 5T, S PCRY 1Y
HLAZE R B e — e 45 PR e b 2% A, i iU F s HE 45 R . 1 PCR-SSOPYAXTDRBIX I & )% 1 2k
DRI 73 78 22 SR FBEASDRBEE IR 41, HDRB3FIBA . B5 KL LS4y FEPRI ¥ 55 2 71 2 F-DNANR 3 (1) 5 ] AZ X L5 DRB1#K
AL, U B XDRBLEE AR X (1SS0 IR AN [R] (R AR FE N AE UARAT, I s RS A 2 HEHLASE DA ) 3
BN F . A AERIA S# A T77, FERAEROGER I, PCR-SSOPHIAR L V2 HI THLA-T. TTZRIEP e Y
[61[7]. Garcial81FRIEAIIE [ 2448 oK PCRY DNA s bE BV 2 /N R IR b, SR JE FREAS [F) 2R AL e Ay
“HFE-14-dATP” FRHISSOP/r BN AT AR R FL N S8 AT, Tl BE A SR I ER (SA) — i AN ECH) S . I £
FIWr A IR, KRR T AL AAS I SO I, A b0 1 BCRYG 4. Peponne t 55 [9] WA AR S bl R 37
T PR MPCR-SSOP,  RIByL Ao 0y 48y, HRFEIALFELISA,  Jokeds SR W B 48 4k S I Al 3%
FL, FRINPCRY M =M ZAs, MBI N A e g5 R, RIE M Z4A8 18 TR e HEREN AT . Z21084FF
PHLA-DRBM 528G, 3 s g aMlla], &g il n L mvERiTE . Bugawan®:[10] A I ) 2%48ik, KA
51/NRE MR SRR T IR E R e e IGHLA-ASE 134 B 7, &0 LT, REATH T A HLA-ASEA BE R . H AT
PCR-SSOFLA L RE 6 7P EREF i 98N T IR SE (7 JE A, T s HLA— A RIB &5 457 K& AT () PCR-S S0 43 il 75 2240/ F190
UL EERE A RIS B PR . Allen® (114 H41RE Y SR TIAR SSOPA4AL,  £43 Hi =143 ## JHLA-DRB1
FEI o ABORAR D TR FAIEC Y, (HR KBk U 2B - ARSI S AT N, AR S0 S5 R DR 2 i 3 0 & SR (1)
il

1.2.3  PCR-JPHIRF LS H) (SSP)  PCR-SSP 2R AN [F] B &5 A0 J PRI e e 1tk 5 [ D AT AR oh 1
19924, Olerup[ 12 RYFHLAKEE P o1 B it A —224t XJHLA-DRB1 . DRB3FIDRB4MIHF 514, feks
DRITDRIBM A 4G TR E T o 304G T4 R A L2 L MAFS A AT LOANPCRY Y [ MY, 43 Sl A H
DR1"DR18 &DR52. DR53, HAIHN100%, JCABHMEK&MRYIME, SRFLPE AR A100%. 34 NFFHILIEA JH 21
ST §EAPCR-SSP, I DA% 3¢ SHLA-B5A MLy 27 A8 X W () H e HLA-T28H1 - [13]: HLA-B35. B51. B52,
B53FIB7801. K 7 — 139/ SE50 = ik 45 HH 41, SR HIPCR-SSPI¥I36043 45 F 43 #7, DRIEM /! 4351/360
(98%) , DQA320/360(89%) [14] . XFHT7iE M) F LA 2 Pk, (HPCR-SSPALRERM O 40 2 &A1, Aheks
HH B ) SR LA

1.2.4  PCR-PUBEMIZ L AN (SSCP)  PCR- SSCPAE19894FE H AOrita 25 NN — M i 5842 1)
W, G DA I T I N Rras E R SR o FHARVE R FFDNAXURE, bl T & S5 BE DA ) % TP IR 7 S AN
[F], et ze S, DR 2 S SO AN R FRK AT A 260 o] U 0PIt A 45 AR . DALk, B Rek
)38 AT ART A7 A IR SN B S R BRI 5878, ARG M 0 e, IRl ) TR AR AR R DR 2. (R
SEMPCR-SSCPURM NI Z IR %2, HHFZ 7 MDNA F BER/MIRHIZE2007400 bp 2 [M][15], MHLA-T2RE5EAT
FER R T dE s 2. SRR &1, FAIK 800 bp, KPCR-SSCPHEIAM T IR M2 #48 X
B2, F S bR LR, A REVE S SR o Y

1.2.5  PCR-DNAMIFF  DNAWNF v fTHLA 2> R 0A Bl e iy 1 20 R 6. W4 3G =) 5 o b TML3WR BRI, 73
AT P 51 0 Ay BCE A B 24 I LR A RN O 3R IHLA S A JE PR Bk A HTHLAZE R 2851 . Pera®$[16]
P —Fh e B PR LA P 4 58 v (Sequence—based typing, SBT), ZeH—ANPCR MNP Ha4hE 1 R4 G T
5217 H, FeA—A2 kb DNAK B, i AN S B Herb i 7 S 72 RIBHEAT I, St e t K 22 20k
AHLASEALFE R o Luo [35] 556 H I3 e 2 HoAS: HHLA-DQA 1 4640 FE X (DQA1*0106) 7K T~ LA S HLA-DQA 1 5547 &
K445 001 2280, FEiE DA LS4 JE K (DQAL*01021/2) »

1.3 I35 BORIDNA 2 28 5 3k v] SE 0k b 4

KPR, LAY I 2% 7 0 8 IHLAFH & AR 52 %, SR FHHLA-DNA 73 B 5 BA [R) R B2 1R AN W)
Fo RE (EZERERMG TR B ER2 486trA, KIMEFEE /A, K390 (15. 7%) HLA-AJy &Y
GERA 3, Hrh2384 FHPCR-SSPLL A PCR-SSOP/r UK, RIMIB4HI NG 1, b4l hzliG v, SHILiEE
A22NRE S E . LEEA220K35E T, PCR-SSPHIPCR-SSOP/ &4 3, Mif 2% 4 B4 15 A1 35% (147 /422)
[17]. ZE40WIHLA-B4y T L+, PCR-SSPAIPCR-SSOP4E R —2L, IfiLig2: o0 T4k %22, 5% [ 18], {HAEHLA-
B15HMIHLA-B40K} st 73 #frh, PCR-SSPRAA L &40 # )y, ‘e REA € T HLA-B15 (HLA-B1524, 1525, 1526,
1528, 1529) Prg M Rs sedk o fE i 27 20 14 %858 AHLA-BAZ si 4l &1 405 kA, 4 FHPCR-SSP 43 L J¢



DNA WP ub BHILH 10% 4 2% 51, TR 700 B4 e 25% (10/40) . HARTERG L I FE UK e B 420 ik 5K,
PCR-SSP45 R W 4E[19] . Nathalang 5 [20]HRIE(EZ E M, %570 AT 1% 0 18/120 (15%) « Peras
[16] FHSBTHLI T 3644 kil . 5844 A% & i BERL A I ik F158 44 5238 Sk 36 MM HLA [ 4H My bk FRTHLA-A R I 55
117 27 53 BUFIPCR-SSP oy B 4 I HEAT T LU,  SBTREMIA T A 83 MNHLA-ASEALFE DN, AL4E R A% WL [1JA34
A66. ATAEEA80, FHARIL—ANFIIHLA-ATEALREDN, iy WHLA-A*2608. 241t/ #r, IG5 R AR AR T 224
e O XX N BOK BB IEA TG E J& TAIMATIME AL, fiA2, A23. A24. A25, A26. A30. A31. A33.
A34. A36. A66. A68. A69. AT4. A80; B35. B46. B48. B50. B54. B55. B57. B58. B61. B63. B67.
B70. B73. B75. B76. B77LLKARMERAGAH DA e MEPUIMIE BT B72, B78. B81, XUUkEREhii 244
Y4 (Cross—reactive epitope group, CREG) N, =i &%Er Pl (Broad antigen) HIZLE " 4); @K
REAS HHWHO iy 44 4B L IR @aliG 4oy, AA/eMBirtE )Y @5 st (i $i A HLA-B41, B40, B52,
B14, B46, B82, B56HIB4A7. KIMALIK, AMTHEZHLA-CREN: FAFLE KR “A4F 17 PSS, KD B N
BT I AT 4. HLA-C “2¥ 1”7 BRI ] =ik 50% A 47« DNAZM U E R EFI 203G T RTHLAZ 25
Py R, CMECIRAL L) “ 1”7 ANEAFLE.

2 HLA-DNAZ} U H]

2.1 FEAMAEC AL A v N

. CHREEA A L IAHLARC A R BEAE 0 [F A e AR A 5 HE R S N 35 V) QIR e B R R, A9 211L
W D AR REDPUE E (GVHD) FINLEE, BR B8R R AR HLA DTS A Al R [21] [22] .
AdornofF (2315 T I E BRI G, A8 R ek Boad = A FR 5 P HE 7 IPHLA-DRB1 2 S IR ik 3 2 5 T il
PIVER, W50 R I SBTIN e DRBLAE A B DR (1) s 73 HE R, A TH L0 iz, 45K Won, DRBIGRAELM)
AR SR SRR A SRR RAIDS, M — AN AR 22 5 A A 5 2 HE R IR A3 A — 3.
Fleischhauer®§[24 ] 415 1] I3 2% VL BC R FE 556 8 152 8 Ko th THLA-B44 W RIANR], 74— ADNEEIRZ K
AGVHD, SHUEE LT, PCR-SSOP/M UKL DIAL#H EB44. 18, TMS2HEB44. 27, FA k] — & =5
TR195™ 19747 KA : B44. 1P FIIECTG (Jifdse 2 K) , B44. 2/FFIEGAC (G R[4 & IR) » X PP &
HER T 156 05 a2 TR 1 — AN EIER K Ao . [RIE, 20 (JHLA-DNA 23 R A2 A A 1l 3 “#HLAKH & (1)
T2 TE T DARES SRR (K 4D 76, SHIF 5T IR B HL A 25 07 5 DRIAS A 45 2 7T T 52 1) ELAT I PR i X

2.2 FHT 86 2R GE IM0ZE (FJHLA 43 7

HREBA AL, EE R MBS E Pk, WSS, PRS2 HLATY ), 7 A B A
RS A M TE L o S E e R B ARHEA AT R, AR EAGEBEHLA-A SHLA-BHURAH ] . DR
I35 2% 53 BOFIDRB 1 PR 43 RABAR [F] A1 o n A2 28 A BRIDRYLURJE TR — NS X A, A A A
COCEVRETL” , BARICAFEEEANWCERC, (HAN e HZ . e B K aE gt 41 2R 36 755 N, itz
A. B. DRZiAHIE]; /NT36 RN, VA A BEDRBANEG . %A 41 IRFoT A B3 % H 40 2% (T HLA -
DNAZF BIFG AR T KL 30055 B SR ML 32 4 IHLA-T T8I R K 524 B 1o L3 2% SHLA-DNAZY AN 45
> DRB17DQB1/720.1%[25] . Hurley%¥[26] %) [l fri#E o OCHEF B0 AL 164N SE80 %, RATHLA-SSOP %y
B, FHEL2A T S5 5400, 11 S4B AEASHLA-ARILL 428 FEASHLA-BI A 1R 224> 5 k1. 1%F1. 9%,
TIE BHHLA-DNAFE AL i 20 R 5 0L 26 110 D0 S AR ) e 20 A 3

2.3 HLA-DNARIARH T AFRIER Z M P50 S ALY R I T PR

NEBEARB AL 1) Fhs (S B E R AN ZHLAX G DA . i DAEDNAZ 2K 24748 T st
FEAZAYFE N AP I H176 bp A BT R HES s IDNANR T, TR I 1009k, SRR AR R EEE
JIiifF (Short tandem repeats, STR) . ‘EAEN—FHiZ&M RO ZNH T NEERA ZFEE T .
T AL 2 #F: 1 (HGD) BF5EH IHLA X 55— NSTRAZTINFGI LRI . 19934F, Grouau® [27 1565 PU K i
NBEIHGDREAT T INFI B Z &M 25 XA ANRTROCR BT T AU 23 M. Dib%5[28] 7 765
264/NSTRIEAM I NI ) — AN S s AL s o, 65 4ok A 31 IANCAT Y, e A7 #EHLA



PR30 1

BEAHLAX STRIGA W B A LA /32K R GiA, HLATE A AR iC FEHLAE B BCHL A S I ¥ 555 55 AT 7 AL R A
PO B . Zamani & [29 100 JRIp -T2 S B N HEAN [F] AN RHLA- T TS84 ik DRF 28 6 1R 2 A 1k o
PEMAT TIPS, UESE T 185 20O AL JR 9% (IDDM) S5 HLA-DQA RS 20 FR52 FIDQB 1 R A2 FR5 7 S i K
W, R sl JURNGEM AR ZE 5, WIDRB U IRT 1 S5 JE R fE I R EOW m I TDDMER %, S LEARI AL FF
N AN TEANAR, SN R AR R &R NTCE, A YR FRT /R A& R ADRB1*0401
AR G AR R T L AR A . AR NIl R FHPCR-RFLPXF90 44 Tk R J L3 M1 136 44 1E 7 NIEAT T
HLA-DRB1*020143 2!, RINSERE ZE A2, 290301, HLA-DR XI5 28 (RA) IR CIERF 9T AR BIESE, IR
KELI54%IIRA I FRIADRA (R HEZH26%) , JRAT 053 i 2~DRAFIDRL W 35 # A e i1k [31] [32] o e A THLA-
TT2KERT T T2EIX IR IS TRAEAT BEAR T EE 0T LU AT R I, TNFAk T2 2547 KL DR 43 A 76 MR s i s N5 6 B4 2 AV A7 A
#5331 Conchaf§ [34]HFT 1 121443t 95 TR &5 i 98 s 27544 1E 5 AN WHLA-DRB1. DRB3, 1iESEAN[RJHLA-
DRBIZEA7 KL DH (Pt M 46 W 8 5 HOGTRAN A ik, S5 R W, HLA-DR2EEA7 BEPR HDRB1*15 5 155 G
ANGEDRBLI*16, [FJFf, {EHLA-DRIZHr, X8 AANAHDRBLIFO1033G 0. dE— W50 I, Wil 45 ¢ SHLA
SIS B BIDRBAE =A% X P B i (R s S ek e, JUHEDRBT1BHE e o HLAR B DA ARCIE v /E 28 E . e
T R R N AR B HR A A () DAk DL A 5% B 1 40 LA I PRI o o

3 4EiE

HLA-DNAF AR & B A 5, N AW R . S X —BORIAB R A 5e 3, 185 IBR 4 1
BEANIR RN C o AN o HLAZEA, B PRIKV EIAGREE S8 BRI HE 5 5¢ 3 S S 5 52 35 45 28001
FBARN o HLATH LA FRICAE R TG AL A [a) RS A IO B8 7 vk ST A s HLA-DNAZR R 58 0] — 18 1 £ 4
FeME I Iw b A ) e fe AHE, TRl BHL i A e K I R S HL A SSUS ) 55— B Ui
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