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8 ABKURZUNGEN

ADCC antibody-dependent cell-mediated cytotoxicity

Ag Antigen

AIDS acquired immunodeficiency syndrome

APC Antigen-pradsentierende Zelle (antigen-presenting cell)

Aqua dest. destilliertes Wasser (Aqua destillata)

ART Antiretrovirale Therapie

AS Aminosaure

BZR B-Zell-Rezeptor

C- Carboxy-

CCR5 Chemokinrezeptor, Korezeptor fiir HIV-1

CcD Differenzierungscluster (cluster of differentiation)

CDC complement-dependent cellular cytotoxicity

cDNA komplementare Desoxyribonukleinsdure

CEF Cytomegalievirus, Epstein-Barr-Virus, Influenzavirus

CFSE Carboxyfluorescein succinimidyl ester

CHR C-terminale Heptadwiederholung (C-terminal heptad repeat)
cMV Cytomegalievirus

CTL Zytotoxische CD8" T-Zelle (cytotoxic CD8+ T cell)

CXCR4 Chemokinrezeptor, Korezeptor fiir HIV-1

DMEM Dulbeccos Modified Eagles Medium

DMSO Dimethylsulfoxid

DNA Desoxyribonukleinsaure (deoxyribonucleic acid)

E.coli Escherichia coli

EBV Epstein-Barr-Virus

ECL Enhanced chemoluminescence

EGFP Enhanced green fluorescent protein

ELISpot Enzyme-linked immunospot

Env Envelope, Hiillprotein

Fab-Teil Bindungsstelle im Antikorper fir ein Antigen (fragment antigen binding)
FACS fluoreszenzaktivierte Zellsortierung (fluorescence activated cell sorting)
FCS Fotales Kalberserum (Fetal calf serum)

Fc-Teil Konstanter Teil im Antikorper (fragment crystallizable)

FITC Fluoresceinisothiocyanat

FSC Vorwartsstreulicht (forward scatter)

gp Glykoprotein

HIV Humanes Immundefizienz Virus (human immunodeficiency virus)
HLA Human leukocyte antigen

HR Heptadwiederholung (heptad repeat)

HRP Meerrettich-Peroxidase (horseradish peroxidase)

ICso Konzentration fiir eine 50%ige Eintrittshemmung (inhibitory concentration)
IFN-y Interferon gamma

Ig Immunglobulin
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kDa Kilodalton

LTR lange terminale Sequenzwiederholung (long terminal repeat)
ma Membranstandig (membrane-anchored)

mAk Monoklonaler Antikérper

MHC Haupthistokompatibilitatskomplex (major histocompatibility complex)
MPER Membran-nahe externe Region (membrane-proximale external region)
mRNA Messenger RNA

Mw Molare Masse (molecular weight)

N- Amino-

NHR N-terminale Heptadwiederholung (N-terminal heptad repeat)
NK-Zellen Natirliche Killerzellen

PBMC Periphere mononukledre Blutzellen (peripheral blood mononuclear cells)
PBS Phosphat-gepufferte Kochsalzlésung (phosphat buffered saline)
PMA Phorbol 12-Myristat 13-Acetat

RNA Ribonukleinsdure (ribonucleic acid)

rpm Umdrehung pro Minute (rotations per minute)

RPMI Rosewell Park Memorial Institute Medium

RT Raumtemperatur

RTX Rituximab, mAk gegen CD20

SD Standardabweichung

SEM Standardfehler des Mittelwertes (standard error of mean)

SFU Spot-forming units

SIvV Affenimmundefizienzvirus (simian immunodeficiency virus)

SSC Seitwartsstreulicht (side scatter)

T:E Verhaltnis Targetzellen zu Effektorzellen

™ Transmembrane Region (transmembrane region)

TZR T-Zell-Rezeptor

UKE Universitatsklinikum Eppendorf in Hamburg

uv Ultraviolettstrahlung

v/v Verhdltnisangabe Volumen zu Volumen (volume per volume)
w/v Verhaltnisangabe Gewicht zu Volumen (weight per volume)

Buchstabencode fiir Aminosauren

A Ala Alanin M Met Methionin
C Cys Cystein N Asn Asparagin
D Asp Aspartat P Pro Prolin

E Glu Glutamat Q GIn Glutamin

F Phe Phenylalanin R Arg Arginin

G Gly Glycin S Ser Serin

H His Histidin T Thr Threonin

I lle Isoleucin v Val Valin

K Lys Lysin W Trp Tryptophan
L Leu Leucin Y Tyr Tyrosin
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9 ANHANG

Folgende Abkiirzungen wurden im Anhang verwendet: NA = nicht analysiert; ART, antiretrovirale Therapie; LTNP, long-term non-progressor; k.A.,

keine Angabe. Fiir ausgegraute Felder bei den in silico Vorhersagen wurden keine MHC-I-Epitope vorhergesagt.

9.1 ICso-Werte der antiviralen C-Peptide

Tabelle 9.1.1 IC5,-Werte der antiviralen C-Peptide. Die ICso-Werte (in nM) geben den Mittelwert mit der Standardabweichung von mindestens zwei Experimenten an.

T-20
C46
C46-EHO
T-1249
SC35EK
V1

V2

V3

V4

V2o

9.2 Seroreaktivitadt der antiviralen C-Peptide

HXB2
2,7+1,6
6,1+2,9
2,1+0,5
4,1+3,5
3,7+1,8
1,0+£0,3
1,2+0,3
1,9+0,5
1,6+0,4

0,42+0,15

HIV-1 (X4-trop)
T-20-R(SIM)

>100
7,0+£1,3
1,3+04

NA

NA
1,0£04
1,4+0,3
15,4 +£10,8
1,4+0,0
0,26+ 0,12

T-20-R(DTV)

>100
6,0+1,4
1,5+0,3

NA

NA
2,0+£1,0
2,2+0,8
15,8+3,3
1,5+0,9
0,26 +0,13

HIV-1 (R5-trop)

BalL
25+0,8
8,2+1,7
2,7+0,9
1,3+0,8
8,0t5,9
1,104
1,5+0,3
25+0,4
1,804

0,51+0,11

C46-R
19,1+8,9
27,7+6,8
4,5+0,5
NA
NA
3,7£0,8
33104
129+2,3
6,7%+2,5
1,1+0,2

SIVmac251

>100

>100
13,1+6,7
22,6+15,4

>100
10,9+0,6
10,7+1,4
30,3+23,9
11,6 £3,0
50%3,2

VSV-G

>100
>100
>100
>100
>100
>100
>100
>100
>100
>100
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Tabelle 9.2.1 Seroreaktivitat der antiviralen C-Peptide. Die Seroreaktivitat ist angegeben als absolute Anzahl sowie prozentualer Anteil der Patientenseren, die mit dem
Peptid im Dot Blot reagierten.

T-20

C46
C46-EHO
T-1249
SC35EK
V1

V2

V3

V4

V20

ART
(n=35)

3 (8.6%)
21 (60.0%)
3 (8.6%)
2 (5.7%)
1(2.9%)
NA
NA
NA
NA
NA

keine ART
(n=34)

7 (20.6%)
30 (88.2%)
4 (11.8%)
6 (17.6%)
5 (14.7%)

NA

NA

NA

NA

NA

HIV-1

LTNP
(n=10)

1 (10.0%)
8 (80.0%)
1 (10.0%)
1 (10.0%)
0 (0.0%)
NA
NA
NA
NA
NA

anti-C46-EHO+

(n=7)

NA
NA
7 (100.0%)
NA
NA
6 (85.7%)
4 (57.1%)
7 (100.0%)
7 (100.0%)
0 (0.0%)

anti-C46-EHO-
(n=15, *n=20)

NA
NA

0 (0.0%)
NA
NA

5 (33.3%)

1 (5.0%)*

1(6.7%)

4 (26.7%)

0 (0.0%)

HIV-2
(n=10)

0 (0.0%)
0 (0.0%)
8 (80.0%)
9 (90.0%)
0 (0.0%)
10 (100.0%)
10 (100.0%)
8 (80.0%)
10 (100.0%)
10 (100.0%)

SIVmac251

(n=9)

NA

0 (0.0%)

7 (77.8%)
NA
NA
NA

7 (77.8%)
NA
NA

8 (88.9%)
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9.3 Insilico Vorhersagen
Tabelle 9.3.1 C46 (SYFPEITHI)

HLA-Allel ‘ Phénotyp in Europa [%] ‘ Ifd. Nr.

Punktwert ‘ Ifd. Nr.

Punktwert ‘ Ifd. Nr.

‘ 8mer ‘ | 9mer ‘ ‘ 10mer | Punktwert ‘
A*0201 27,2 ‘ ‘ ‘ 13 | SLIHSLIEE ‘ 20 ‘ 33 ‘ LLELDKWASL | 25 ‘
34 LELDKWASL 20 13 SLIHSLIEES 20
| | | | | | | | |
A*2402 ‘ 8,2 ‘ ‘ ‘ 10 | NYTSLIHSL ‘ 21 ‘ 10 ‘ NYTSLIHSLI | 23 ‘
A*26 ‘ 2,7 ‘ ‘ ‘ 3 | EWDREINNY ‘ 24 ‘ 27 ‘ EKNEQELLEL | 25 ‘
B*08 12,0 26 ‘ QEKNEQEL ‘ 20 ‘ 26 | QEKNEQELL ‘ 20 ‘ ‘ | ‘
‘ ‘ ‘ 34 | LELDKWASL ‘ 20 ‘ ‘ | ‘
B*18 ‘ 4.4 29 ‘ NEQELLEL ‘ 24 ‘ 34 | LELDKWASL ‘ 20 ‘ ‘ | ‘
B*37 1,6 11 ‘ YTSLIHSL ‘ 23 ‘ 34 | LELDKWASL ‘ 30 ‘ ‘ | ‘
26 ‘ QEKNEQEL ‘ 21 ‘ 6 | REINNYTSL ‘ 23 ‘ ‘ | ‘
29 ‘ NEQELLEL ‘ 21 ‘ | ‘ ‘ ‘ | ‘
B*4001 49 ‘ ‘ ‘ 26 | QEKNEQELL ‘ 22 ‘ ‘ | ‘
‘ ‘ ‘ 6 | REINNYTSL ‘ 21 ‘ ‘ | ‘
‘ ‘ ‘ 34 | LELDKWASL ‘ 21 ‘ ‘ | ‘
B*4402 10,6 ‘ ‘ ‘ 6 | REINNYTSL ‘ 25 ‘ 2 ‘ MEWDREINNY | 25 ‘
‘ ‘ ‘ 31 | QELLELDKW ‘ 24 ‘ 6 ‘ REINNYTSLI | 24 ‘
26 QEKNEQELL 22 34 LELDKWASLW 24
| | | | | | | | |
‘ ‘ ‘ 34 | LELDKWASL ‘ 22 ‘ ‘ | ‘
B*4901 1,2 ‘ ‘ ‘ 6 | REINNYTSL ‘ 20 ‘ ‘ | ‘
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Tabelle 9.3.2 T-20 (SYFPEITHI)

HLA-Allel ‘ Phanotyp in Europa [%]

Punktwert ‘ Ifd. Nr.

Punktwert ‘ Ifd. Nr.

Ifd. Nr. ‘ 8mer ‘ | 9mer ‘ ‘ 10mer | Punktwert ‘

A*0201 27,2 ‘ ‘ ‘ 3 | SLIHSLIEE ‘ 20 ‘ 23 ‘ LLELDKWASL | 25 ‘
‘ ‘ ‘ 24 | LELDKWASL ‘ 20 ‘ 3 ‘ SLIHSLIEES | 20 ‘

A*26 2,7 ‘ ‘ ‘ | ‘ ‘ 17 ‘ EKNEQELLEL | 25 ‘
B*08 12,0 26 ‘ QEKNEQEL ‘ 20 ‘ 16 | QEKNEQELL ‘ 20 ‘ ‘ | ‘

‘ ‘ ‘ 24 | LELDKWASL ‘ 20 ‘ ‘ | ‘

B*18 4.4 19 ‘ NEQELLEL ‘ 24 ‘ 24 | LELDKWASL ‘ 20 ‘ ‘ | ‘
B*37 1,6 1 ‘ YTSLIHSL ‘ 23 ‘ 24 | LELDKWASL ‘ 30 ‘ ‘ | ‘
16 ‘ QEKNEQEL ‘ 21 ‘ | ‘ ‘ ‘ | ‘

19 ‘ NEQELLEL ‘ 21 ‘ | ‘ ‘ ‘ | ‘

B*4001 4,9 ‘ ‘ ‘ 16 | QEKNEQELL ‘ 22 ‘ ‘ | ‘
‘ ‘ ‘ 24 | LELDKWASL ‘ 21 ‘ ‘ | ‘

B*4402 10,6 ‘ ‘ ‘ 21 | QELLELDKW ‘ 24 ‘ 24 ‘ LELDKWASLW | 24 ‘
‘ ‘ ‘ 16 | QEKNEQELL ‘ 22 ‘ ‘ | ‘

‘ ‘ ‘ 24 | LELDKWASL ‘ 22 ‘ ‘ | ‘




ANHANG | 146

Tabelle 9.3.3 T-1249 (SYFPEITHI)

HLA-Allel | Phanotyp in Europa [%]

Punktwert ‘ Ifd. Nr.

Punktwert | Ifd. Nr.

Ifd. Nr. | 8mer ‘ ‘ 9mer ‘ ‘ 10mer | Punktwert ‘

A*03 | 14,4 | ‘ ‘ ‘ ‘ | 19 ‘ QEKNEYELQK | 20 ‘
A*26 | 27 | ‘ ‘ 3 ‘ EWEQKITAL ‘ 24 | 20 ‘ EKNEYELQKL | 25 ‘
B*08 12,0 5 | EQKITALL ‘ 22 ‘ 3 ‘ EWEQKITAL ‘ 24 | ‘ | ‘
19 | QEKNEYEL ‘ 20 ‘ 27 ‘ QKLDKWASL ‘ 20 | ‘ | ‘

B*1501 | 4,8 | ‘ ‘ ‘ ‘ | 15 ‘ AQIQQEKNEY | 22 ‘
B*18 4.4 4 | WEQKITAL ‘ 22 ‘ ‘ ‘ | ‘ | ‘
22 | NEYELQKL ‘ 22 ‘ ‘ ‘ | ‘ | ‘

B*37 1,6 22 | NEYELQKL ‘ 23 ‘ 4 ‘ WEQKITALL ‘ 20 | ‘ | ‘
4 | WEQKITAL ‘ 26 ‘ 27 ‘ QKLDKWASL ‘ 20 | ‘ | ‘

19 | QEKNEYEL ‘ 21 ‘ ‘ ‘ | ‘ | ‘

B*3902 | <0,1 | ‘ ‘ 27 ‘ QKLDKWASL ‘ 23 | ‘ | ‘
B*4001 | 4,9 | ‘ ‘ 4 ‘ WEQKITALL ‘ 22 | ‘ | ‘
B*4101 | 06 | ‘ ‘ 2 ‘ QEWEQKITA ‘ 26 | ‘ | ‘
B*4402 10,6 | ‘ ‘ 4 ‘ WEQKITALL ‘ 23 | 2 ‘ QEWEQKITAL | 25 ‘
| ‘ ‘ 24 ‘ YELQKLDKW ‘ 23 | ‘ | ‘

B*4501 | 05 | ‘ ‘ 2 ‘ QEWEQKITA ‘ 21 | ‘ | ‘
B*5001 1,2 | ‘ ‘ 2 ‘ QEWEQKITA ‘ 21 | ‘ | ‘
| ‘ ‘ 9 ‘ TALLEQAQI ‘ 23 | ‘ | ‘
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Tabelle 9.3.4 SC35EK (SYFPEITHI)

HLA-Allel ‘ Phénotyp in Europa [%] ‘ Ifd. Nr.

Punktwert ‘ Ifd. Nr.

Punktwert ‘ Ifd. Nr.

| 8mer ‘ | 9mer ‘ ‘ 10mer | Punktwert ‘

A*01 ‘ 16,4 ‘ | ‘ ‘ 3 | EWDKKIEEY ‘ 26 ‘ ‘ | ‘
A*0201 272 | ‘ ‘ 7 | KIEEYTKKI ‘ 22 ‘ ‘ | ‘
| | | | | | | | |

A*03 ‘ 14,4 ‘ | ‘ ‘ | ‘ ‘ 18 ‘ LIKKSEEQQK | 22 ‘
A*1101 ‘ 7.1 ‘ | ‘ ‘ | ‘ ‘ 11 ‘ YTKKIEELIK | 24 ‘
A*2402 ‘ 8,2 ‘ | ‘ ‘ 10 | EYTKKIEEL ‘ 24 ‘ 10 ‘ EYTKKIEELI | 24 ‘
A*26 2,7 | ‘ ‘ 3 | EWDKKIEEY ‘ 25 ‘ 2 ‘ EEWDKKIEEY | 25 ‘

| ‘ ‘ 10 | EYTKKIEEL ‘ 24 ‘ 9 ‘ EEYTKKIEEL | 22 ‘

| ‘ ‘ 31 | EELKKEQKL ‘ 20 ‘ ‘ | ‘

B*08 12,0 32 | ELKKEQKL ‘ 28 ‘ 32 | ELKKEQKLI ‘ 25 ‘ ‘ | ‘
11 | YTKKIEEL ‘ 20 ‘ 10 | EYTKKIEEL ‘ 24 ‘ ‘ | ‘

26 | QKKNEEEL ‘ 20 ‘ 31 | EELKKEQKL ‘ 22 ‘ ‘ | ‘

| | 25 | QakknEEeL | 21 | | |

B*18 ‘ 4,4 ‘ | ‘ ‘ 31 | EELKKEQKL ‘ 20 ‘ ‘ | ‘
B*2705 2,8 | ‘ ‘ 6 | KKIEEYTKK ‘ 20 ‘ ‘ | ‘
| ‘ ‘ 13 | KKIEELIKK ‘ 20 ‘ ‘ | ‘

B*37 ‘ 1,6 ‘ 15 | IEELIKKS ‘ 21 ‘ 31 | EELKKEQKL ‘ 27 ‘ ‘ | ‘
B*3902 ‘ <0,1 ‘ | ‘ ‘ 37 | QKLISEEDL ‘ 21 ‘ ‘ | ‘
B*4001 ‘ 4,9 ‘ | ‘ ‘ 31 | EELKKEQKL ‘ 23 ‘ ‘ | ‘
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B*4402 ‘ 10,6 ‘ | ‘ ‘ 31 | EELKKEQKL ‘ 24 ‘ 2 ‘ EEWDKKIEEY | 26
‘ ‘ | ‘ ‘ | ‘ ‘ 9 ‘ EEYTKKIEEL | 26
| ‘ ‘ | ‘ ‘ 30 ‘ EEELKKEQKL | 24
| ‘ ‘ | ‘ ‘ 31 ‘ EELKKEQKLI | 24
B*4901 ‘ 1,2 ‘ | ‘ ‘ 31 | EELKKEQKL ‘ 21 ‘ ‘ |
Tabelle 9.3.5 C46-EHO (SYFPEITHI)
HLA-Allel ‘ Phinotyp in Europa [%] | Ifd. Nr. ‘ 8mer | Punktwert | Ifd. Nr. | 9mer | Punktwert | Ifd. Nr. ‘ 10mer ‘ Punktwert
A*0201 ‘ 272 | ‘ | | 10 | FLDANITKL | 27 | 10 ‘ FLDANITKLL ‘ 20
A*03 ‘ 14,4 | ‘ | | 9 | RFLDANITK | 21 | ‘ ‘
A*1101 ‘ 7.1 | ‘ | | | | | 29 ‘ NMYELQELDK ‘ 20
A*2402 ‘ 8,2 | ‘ | | | | | 9 ‘ RFLDANITKL ‘ 22
A*26 ‘ 2,7 | ‘ | | | | | 27 ‘ EKNMYELQEL ‘ 22
B*08 ‘ 12,0 | 26 ‘ QEKNMYEL | 20 | 34 | QELDKWASL | 20 | ‘ ‘
B*1402 ‘ 3.1 | 8 ‘ VRFLDANI | 23 | | | | ‘ ‘
B*1501 4,8 ‘ | | | | | 22 ‘ AQIQQEKNMY ‘ 22
‘ | | | | | 1 ‘ WQQWERQVRF ‘ 21
B*18 ‘ 4,4 | 4 ‘ WERQVRFL | 21 | 34 | QELDKWASL | 20 | ‘ ‘
B*37 1,6 11 ‘ LDANITKL | 26 | 34 | QELDKWASL | 30 | ‘ ‘
4 ‘ WERQVRFL | 24 | 11 | LDANITKLL | 20 | ‘ ‘
26 ‘ QEKNMYEL | 21 | | | | ‘ ‘
B*4001 4,9 | ‘ | | 34 | QELDKWASL | 21 | ‘ ‘
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YELQELDKW | 23

B*4402 10,6 | | 31 | | 34 ‘ QELDKWASLW ‘ 24 ‘

| | 34 | QELDKWASL | 22 | ‘ ‘ ‘

B*4701 ‘ 03 | | 11 | LDANITKLL | 21 | ‘ | |
B*5101 ‘ 5,2 12 DANITKLL | 20 | | | | ‘ ‘ ‘

Tabelle 9.3.6 V2 (SYFPEITHI)

HLA-Allel | Phinotyp in Europa [%] | Ifd. Nr. | 8mer ‘ Punktwert | Ifd. Nr. | 9mer | Punktwert ‘ Ifd. Nr. ‘ 10mer ‘ Punktwert ‘
A*03 | 14,4 | | ‘ | 35 | KLDKWASAW | 20 ‘ ‘ ‘ ‘
A*1101 | 7.1 | | ‘ | | | ‘ 29 ‘ NMYELQKLDK ‘ 20 ‘
A*26 | 2,7 | | | | | | ‘ 27 ‘ EKNMYELQKL ‘ 23 ‘
B*08 | 12 | 26 | NEKNMYEL ‘ 20 | | | ‘ ‘ ‘ |
B*1501 4,8 | | | | | ‘ 22 ‘ AQIQNEKNMY ‘ 22 ‘

| | | | | 4+ watwerawr | 21|
B*18 | 4.4 | 26 | NEKNMYEL ‘ 20 | | | ‘ ‘ ‘ ‘
B*37 1,6 26 | NEKNMYEL ‘ 21 | | | ‘ ‘ ‘ ‘
| ‘ | 11 | WDANITKAL | 20 ‘ ‘ ‘ ‘

B*4402 | 10,6 | | ‘ | 31 | YELQKLDKW | 23 ‘ ‘ ‘ ‘
B*4701 | 03 | | ‘ | 11 | WDANITKAL | 21 ‘ ‘ ‘ ‘
B*5101 5,2 17 | KALEEAQI ‘ 21 | | | ‘ ‘ ‘ ‘

12 | DANITKAL ‘ 20 | | | ‘ ‘ ‘ ‘
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Tabelle 9.3.7 V2o (SYFPEITHI)

HLA-Allel ‘ Phénotyp in Europa [%] Punktwert| Ifd. Nr. Punktwert| Ifd. Nr.

Ifd. Nr. ‘ 8mer ‘ ‘ 9mer ‘ | 10mer | Punktwert
A*26 ‘ 2,7 | ‘ ‘ | ‘ ‘ | 27 | EKNMYELQKL | 23
B*08 ‘ 12 | 26 ‘ NEKNMYEL ‘ 20 | ‘ ‘ | | |
B*1501 ‘ 4,8 | ‘ ‘ | ‘ ‘ | 22 | AQIQNEKNMY | 22
B*18 ‘ 4,4 | 26 ‘ NEKNMYEL ‘ 20 | ‘ ‘ | | |
B*37 1,6 26 ‘ NEKNMYEL ‘ 21 | ‘ ‘ | | |
39 ‘ WDIFSNWF ‘ 20 | ‘ ‘ | | |
B*4402 ‘ 10,6 | ‘ ‘ | 31 ‘ YELQKLNQW ‘ 24 | | |
B*5101 ‘ 5.2 | 17 ‘ KALEEAQI ‘ 21 | ‘ ‘ | | |
Tabelle 9.3.8 C46 (BIMAS)
HLA-Allel | Phénotyp in Europa [%] ‘ Ifd. Nr. ‘ 9mer ‘ Punktwert | Ifd. Nr. ‘ 10mer | Punktwert
A*0201 | 27,2 ‘ 32 ‘ ELLELDKWA ‘ 31,09 | ‘ |
| ‘ 34 ‘ LELDKWASL ‘ 18,2 | ‘ |
A*0205 | 1,1 ‘ 34 ‘ LELDKWASL ‘ 30 | 24 ‘ NQQEKNEQEL | 16,8
A*01 | 16,4 ‘ 30 ‘ EQELLELDK ‘ 13,5 | ‘ |
A*24 8,3 10 ‘ NYTSLIHSL ‘ 240 | 10 ‘ NYTSLIHSLI | 70
28 ‘ KNEQELLEL ‘ 13,2 | ‘ |
A*6801 | 2,9 ‘ 30 ‘ EQELLELDK ‘ 13,5 | ‘ |
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B*14 45 ‘ ‘ | 5 ‘ DREINNYTSL | 18 ‘
‘ ‘ | 9 ‘ NNYTSLIHSL | 15 ‘

B*2702 05 ‘ ‘ | 5 ‘ DREINNYTSL | 18 ‘
‘ ‘ | 2 ‘ MEWDREINNY | 15 ‘

B*2705 2,8 25 ‘ QQEKNEQEL ‘ 200 | 25 ‘ QQEKNEQELL | 200 ‘
6 ‘ REINNYTSL ‘ 90 | 24 ‘ NQQEKNEQEL | 200 ‘

28 ‘ KNEQELLEL ‘ 60 | 5 ‘ DREINNYTSL | 200 ‘

34 ‘ LELDKWASL ‘ 30 | 9 ‘ NNYTSLIHSL | 100 ‘

26 ‘ QEKNEQELL ‘ 30 | 2 ‘ MEWDREINNY | 75 ‘

30 ‘ EQELLELDK ‘ 20 | 33 ‘ LLELDKWASL | 30 ‘

5 ‘ DREINNYTS ‘ 20 | 29 ‘ NEQELLELDK | 30 ‘

2 ‘ MEWDREINN ‘ 15 | 19 ‘ IEESQNQQEK | 30 ‘

9 ‘ NNYTSLIHS ‘ 10 | 6 ‘ REINNYTSLI | 27 ‘

B*3701 1,6 26 ‘ QEKNEQELL ‘ 50 | 6 ‘ REINNYTSLI | 50 ‘
34 ‘ LELDKWASL ‘ 10 | ‘ | ‘

6 ‘ REINNYTSL ‘ 10 | ‘ | ‘

B*3901 1 28 ‘ KNEQELLEL ‘ 13,5 | 5 ‘ DREINNYTSL | 45 ‘
B*3902 <0,1 25 ‘ QQEKNEQEL ‘ 20 | 27 ‘ EKNEQELLEL | 20 ‘
‘ ‘ | 25 ‘ QQEKNEQELL | 20 ‘

‘ ‘ | 24 ‘ NQQEKNEQEL | 20 ‘
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B*40 59 6 ‘ REINNYTSL ‘ 80 | 34 ‘ LELDKWASLW | 40 ‘
34 ‘ LELDKWASL ‘ 40 | 31 ‘ QELLELDKWA | 40 ‘

31 ‘ QELLELDKW ‘ 40 | 6 ‘ REINNYTSLI | 16 ‘

26 ‘ QEKNEQELL ‘ 10 | ‘ | ‘

B*4403 4,9 31 ‘ QELLELDKW ‘ 54 | 2 ‘ MEWDREINNY | 120 ‘
6 ‘ REINNYTSL ‘ 30 | 34 ‘ LELDKWASLW | 36 ‘

34 ‘ LELDKWASL ‘ 12 | 6 ‘ REINNYTSLI | 30 ‘

‘ ‘ | 31 ‘ QELLELDKWA | 12 ‘

B*60 KA. 34 ‘ LELDKWASL ‘ 320 | 6 ‘ REINNYTSLI | 16 ‘

6 ‘ REINNYTSL ‘ 320 | ‘ | ‘

26 ‘ QEKNEQELL ‘ 160 | ‘ | ‘

B*61 KA. 6 ‘ REINNYTSL ‘ 17,6 | 31 ‘ QELLELDKWA | 40 ‘
34 ‘ LELDKWASL ‘ 16 | 6 ‘ REINNYTSLI | 17,6 ‘

Cw*0301 KA. 6 ‘ REINNYTSL ‘ 120 | 5 ‘ DREINNYTSL | 24 ‘
34 ‘ LELDKWASL ‘ 20 | 9 ‘ NNYTSLIHSL | 20 ‘

Cw*0401 10,1 10 ‘ NYTSLIHSL ‘ 440 | 10 ‘ NYTSLIHSLI | 25 ‘
38 ‘ KWASLWNWF ‘ 20 | ‘ | ‘

3 ‘ EWDREINNY ‘ 15 | ‘ | ‘

Cw*0602 9,1 10 ‘ NYTSLIHSL ‘ 12 | 9 ‘ NNYTSLIHSL | 12 ‘
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Tabelle 9.3.9 C46-EHO (BIMAS)

HLA-Allel ‘ Phéanotyp in Europa [%)]

| Ifd. Nr. ‘ 9mer ‘ Punktwert | Ifd. Nr. | 10mer ‘ Punktwert

A*0201 ‘ 27,2 | 10 ‘ FLDANITKL ‘ 90 | 2 | QQWERQVRFL ‘ 187

‘ | 34 ‘ QELDKWASL ‘ 11 | 10 | FLDANITKLL ‘ 39

‘ | ‘ ‘ | 24 | IQQEKNMYEL ‘ 35

A*0205 ‘ 1,1 | 34 ‘ QELDKWASL ‘ 18 | 24 | IQQEKNMYEL ‘ 57

A*0205 ‘ 1,1 | 10 ‘ FLDANITKL ‘ 17 | 2 | QQWERQVRFL ‘ 20

A*03 ‘ 14,4 | ‘ ‘ | 29 | NMYELQELDK ‘ 300

A*24 ‘ 8,3 | 28 ‘ KNMYELQEL ‘ 16 | 9 | RFLDANITKL ‘ 79
B*14 ‘ 4,5 | 5 ‘ ERQVRFLDA ‘ 30 | | ‘

B*2702 05 8 ‘ VRFLDANIT ‘ 100 | 8 | VRFLDANITK ‘ 20

2 ‘ QQWERQVRF ‘ 100 | 22 | AQIQQEKNMY ‘ 20

‘ ‘ | 1 | WQQWERQVRF ‘ 20

‘ ‘ | 6 | RQVRFLDANI ‘ 18
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B*2705 28 8 ‘ VRFLDANIT ‘ 1000 | 8 | VRFLDANITK ‘ 10000 ‘
2 ‘ QQWERQVRF ‘ 500 | 2 | QQWERQVRFL ‘ 300 ‘

25 ‘ QQEKNMYEL ‘ 200 | 29 | NMYELQELDK ‘ 250 ‘

1 ‘ WQQWERQVR ‘ 100 | 24 | IQQEKNMYEL ‘ 200 ‘

6 ‘ RQVRFLDAN ‘ 60 | 33 | LQELDKWASL ‘ 200 ‘

28 ‘ KNMYELQEL ‘ 60 | 6 | RQVRFLDANI ‘ 180 ‘

34 ‘ QELDKWASL ‘ 30 | 22 | AQIQQEKNMY ‘ 100 ‘

10 ‘ FLDANITKL ‘ 30 | 1 | WQQWERQVRF ‘ 100 ‘

5 ‘ ERQVRFLDA ‘ 20 | 19 | LEEAQIQQEK ‘ 30 ‘

33 ‘ LQELDKWAS ‘ 20 | 5 | ERQVRFLDAN ‘ 20 ‘

22 ‘ AQIQQEKNM ‘ 18 | | ‘ ‘

B*3701 1,6 11 ‘ LDANITKLL ‘ 300 | | ‘ ‘
34 ‘ QELDKWASL ‘ 10 | | ‘ ‘

B*3901 1 3 ‘ QWERQVRFL ‘ 14 | 9 | RFLDANITKL ‘ 18 ‘
10 ‘ FLDANITKL ‘ 14 | 2 | QQWERQVRFL ‘ 18 ‘

25 ‘ QQEKNMYEL ‘ 14 | | ‘ ‘

B*3902 <0,1 25 ‘ QQEKNMYEL ‘ 20 | 24 | IQQEKNMYEL ‘ 20 ‘
22 ‘ AQIQQEKNM ‘ 10 | 27 | EKNMYELQEL ‘ 20 ‘

‘ ‘ | 2 | QQWERQVRFL ‘ 20 ‘

‘ ‘ | 33 | LQELDKWASL ‘ 20 ‘
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B*40 59 34 ‘ QELDKWASL ‘ 40 | 34 | QELDKWASLW ‘ 40 ‘
31 ‘ YELQELDKW ‘ 40 | 31 | YELQELDKWA ‘ 40 ‘

‘ ‘ | 4 | WERQVRFLDA ‘ 10 ‘

B*4403 4,9 31 ‘ YELQELDKW ‘ 54 | 34 | QELDKWASLW ‘ 36 ‘
34 ‘ QELDKWASL ‘ 12 | 22 | AQIQQEKNMY ‘ 15 ‘

‘ ‘ | 31 | YELQELDKWA ‘ 12 ‘

B*5101 5,2 ‘ ‘ | 21 | EAQIQQEKNM ‘ 36 ‘
B*5102 0.1 ‘ ‘ | 21 | EAQIQQEKNM ‘ 18 ‘
‘ ‘ | 6 | RQVRFLDANI ‘ 13 ‘

B*5103 KA. ‘ ‘ | 21 | EAQIQQEKNM ‘ 11 ‘
B*5201 06 2 ‘ QQWERQVRF ‘ 30 | 2 | QQWERQVRFL ‘ 36 ‘
‘ ‘ | 6 | RQVRFLDANI ‘ 20 ‘

B*60 KA. 34 ‘ QELDKWASL ‘ 320 | | ‘ ‘
11 ‘ LDANITKLL ‘ 44 | | ‘ ‘

B*61 KA. 34 ‘ QELDKWASL ‘ 16 | 31 | YELQELDKWA ‘ 40 ‘

‘ ‘ | 4 | WERQVRFLDA ‘ 20 ‘

B*62 KA. 2 ‘ QQWERQVRF ‘ 106 | 1 | WQQWERQVRF ‘ 9% ‘

‘ ‘ | 22 | AQIQQEKNMY ‘ 40 ‘

B*07 1,1 7 ‘ QVRFLDANI ‘ 20 | | ‘ ‘
28 ‘ KNMYELQEL ‘ 12 | | ‘ ‘
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Cw*0301 KA. 28 ‘ KNMYELQEL ‘ 24 | 9 | RFLDANITKL ‘ 24
34 ‘ QELDKWASL ‘ 20 | | ‘
Cw*0401 10,1 3 ‘ QWERQVRFL ‘ 80 | 9 | RFLDANITKL ‘ 528
8 ‘ VRFLDANIT ‘ 20 | 30 | MYELQELDKW ‘ 11
10 ‘ FLDANITKL ‘ 13 | | ‘
Tabelle 9.3.10 V2 (BIMAS)

HLA-Allel ‘ Phinotyp in Europa [%] ‘ Ifd. Nr. ‘ 9mer | Punktwert ‘ Ifd. Nr. ‘ 10mer | Punktwert
A*0201 ‘ 27,2 ‘ ‘ | ‘ 24 ‘ IQNEKNMYEL | 35
A*0205 ‘ 1,1 ‘ ‘ | ‘ 24 ‘ IQNEKNMYEL | 57

A*03 ‘ 14,4 ‘ ‘ | ‘ 29 ‘ NMYELQKLDK | 300
A*24 ‘ 8,3 ‘ 28 ‘ KNMYELQKL | 16 ‘ ‘ |

B*2702 05 ‘ | ‘ 22 ‘ AQIQNEKNMY | 20

‘ | ‘ 1 ‘ WQTWERQVNF | 20

‘ | ‘ 6 ‘ RQVNFWDANI | 18
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B*2705 2,8 1 ‘ WQTWERQVN | 20 ‘ 29 ‘ NMYELQKLDK | 250 ‘
2 ‘ QTWERQVNF | 25 ‘ 24 ‘ IQNEKNMYEL | 200 ‘

5 ‘ ERQVNFWDA | 20 ‘ 6 ‘ RQVNFWDANI | 180 ‘

6 ‘ RQVNFWDAN | 60 ‘ 8 ‘ VNFWDANIT | 100 ‘

8 ‘ VNFWDANIT | 10 ‘ 22 ‘ AQIQNEKNMY | 100 ‘

22 ‘ AQIQNEKNM | 18 ‘ 1 ‘ WQTWERQVNF | 100 ‘

25 ‘ QNEKNMYEL | 20 ‘ 19 ‘ LEEAQIQNEK | 30 ‘

28 ‘ KNMYELQKL | 60 ‘ 26 ‘ NEKNMYELQK | 30 ‘

33 ‘ LQKLDKWAS | 20 ‘ 5 ‘ ERQVNFWDA | 20 ‘

‘ | ‘ 33 ‘ LQKLDKWAS | 20 ‘

B*3701 1,6 11 ‘ WDANITKAL | 60 ‘ ‘ | ‘
B*3901 1 25 ‘ QNEKNMYEL | 14 ‘ ‘ | ‘
B*3902 <0,1 22 ‘ AQIQNEKNM | 10 ‘ 24 ‘ IQNEKNMYEL | 20 ‘
‘ | ‘ 27 ‘ EKNMYELQEL | 20 ‘

B*40 59 31 ‘ YELQKLDKW | 40 ‘ 31 ‘ YELQKLDKWA | 40 ‘

‘ | ‘ 4 ‘ WERQVNFWDA | 10 ‘

B*4403 4,9 31 ‘ YELQKLDKW | 81 ‘ 22 ‘ AQIQNEKNMY | 15 ‘
‘ | ‘ 31 ‘ YELQKLDKWA | 12 ‘

B*5101 5.2 ‘ | ‘ 21 ‘ EAQIQNEKNM | 36 ‘
B*5102 0.1 ‘ | ‘ 21 ‘ EAQIQNEKNM | 18 ‘
‘ | ‘ 6 ‘ RQVNFWDANI | 13 ‘
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B*5103 ‘ KA. ‘ ‘ | ‘ 21 ‘ EAQIQNEKNM | 11 ‘
B*5201 ‘ 06 ‘ ‘ | ‘ 6 ‘ RQVNFWDANI | 10 ‘
B*5801 ‘ 02 ‘ 2 ‘ QTWERQVNF | 88 ‘ 2 ‘ QTWERQVNFW | 211 ‘
B*60 ‘ KA. ‘ 11 ‘ WDANITKAL | 44 ‘ | | |
B*61 KA. | | | 31 ‘ YELQKLDKWA | 40 ‘

‘ | ‘ 4 ‘ WERQVNFWDA | 20 ‘

B*62 KA. ‘ | ‘ 1 ‘ WQTWERQVNF | 9% ‘

‘ | ‘ 22 ‘ AQIQNEKNMY | 40 ‘

‘ | ‘ 33 ‘ LQKLDKWAS | 12 ‘

B*07 ‘ 1,1 ‘ 28 ‘ KNMYELQKL | 12 ‘ ‘ | ‘
Cw*0301 ‘ KA. ‘ 28 ‘ KNMYELQKL | 24 ‘ ‘ | ‘
Cw*0401 10,1 38 ‘ KWASAWNWF | 22 ‘ 10 ‘ FWDANITKAL | 60 ‘
‘ | ‘ 9 ‘ NFWDANITKA | 13 ‘

‘ | ‘ 30 ‘ MYELQKLDKW | 11 ‘
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Tabelle 9.3.11 V2o (BIMAS)

HLA-Allel ‘ Phinotyp in Europa [%] | Ifd. Nr. | 9mer ‘ Punktwert | Ifd. Nr. | 10mer ‘ Punktwert
A*0201 ‘ 272 | | ‘ | 24 | IQNEKNMYEL ‘ 34,7
A*0205 ‘ 1,1 | | ‘ | 24 | IQNEKNMYEL ‘ 57,1

B*07 ‘ 1,1 | 28 | KNMYELQKL ‘ 12 | | ‘
B*14 ‘ 4,5 | | ‘ | 5 | ERQVDNITQT ‘ 13,5
B*2702 05 37 | NQWDIFSNW ‘ 50 | 6 | RQVDNITQTI ‘ 18
| ‘ | 22 | AQIQNEKNMY ‘ 20
| ‘ | 33 | LQKLNQWDIF ‘ 20
| ‘ | 37 | NQWDIFSNWF ‘ 100
B*2705 2,8 6 | RQVDNITQT ‘ 60 | 1 | WQTWERQVDN ‘ 20
22 | AQIQNEKNM ‘ 18 | 2 | QTWERQVDNI ‘ 15
25 | QNEKNMYEL ‘ 20 | 5 | ERQVDNITQT ‘ 20
28 | KNMYELQKL ‘ 60 | 6 | RQVDNITQTI ‘ 180
33 | LQKLNQWDI ‘ 60 | 19 | LEEAQIQNEK ‘ 30
37 | NQWDIFSNW ‘ 100 | 22 | AQIQNEKNMY ‘ 100
| ‘ | 24 | IQNEKNMYEL ‘ 200
| ‘ | 26 | NEKNMYELQK ‘ 30
| ‘ | 33 | LQKLNQWDIF ‘ 100
| ‘ | 37 | NQWDIFSNWF ‘ 500
B*3901 1 25 | QNEKNMYEL ‘ 13,5 | | ‘
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B*3902 <0,1 22 | AQIQNEKNM ‘ 10 | 24 | IQNEKNMYEL ‘ 20 ‘

| ‘ | 27 | EKNMYELQKL ‘ 20 ‘

B*40 ‘ 59 | 31 | YELQKLNQW ‘ 40 | | ‘ ‘
B*4403 ‘ 4,9 | 31 | YELQKLNQW ‘ 54 | 22 | AQIQNEKNMY ‘ 15 ‘
B*5101 ‘ 5.2 | | ‘ | 21 | EAQIQNEKNM ‘ 36,3 ‘
B*5102 0.1 | ‘ | 2 | QTWERQVDNI ‘ 242 ‘

| ‘ | 6 | RQVDNITQTI ‘ 15,97 ‘

| ‘ | 21 | EAQIQNEKNM ‘ 18,15 ‘

B*5103 KA. | ‘ | 21 | EAQIQNEKNM ‘ 11 ‘
B*5201 06 33 | LQKLNQWDI ‘ 18 | 6 | RQVDNITQTI ‘ 24,2 ‘
37 | NQWDIFSNW ‘ 10 | 33 | LQKLNQWDIF ‘ 2 ‘

| ‘ | 37 | NQWDIFSNWF ‘ 41,2 ‘

B*62 ‘ KA. | 33 | LQKLNQWDI ‘ 12 | 22 | AQIQNEKNMY ‘ 40 ‘
37 | NQWDIFSNW ‘ 26,4 | 33 | LQKLNQWDIF ‘ 240 ‘

| ‘ | 37 | NQWDIFSNWF ‘ 176 ‘

Cw*0301 ‘ KA. | 28 | KNMYELQKL ‘ 24 | | ‘ ‘
Cw*0401 10,1 3 | TWERQVDNI ‘ 10 | 30 | MYELQKLNQW ‘ 10 ‘
8 | aworsswr | 30 | | | |
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