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Application of minor histocompatibility antigens in allogeneic hematopoietic stem cell transplantation: an update
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[H ZE] RIEFEBEM MM allogeneic hematopoietic stem cell transplantation, allo-HSCT )& H R4 & ML & & G5 % M
AT T B, TR EH LB MESTE( minor histocompatibility antigens, mHags )AS B FREE: S A8 245800 , 76 allo-HSCT
J5 AL I 1E £ ( graft versus host disease, GVHD VAL AE BT 1 1955 %8 7 ( graft versus leukemia effect, GVL YA AIE T
HEAEH . WA, —2E mHags 73132 , 745 MR A 235, a0 HA-3 \HA-4 25 53 Ah—SE 0 R A P43 08 16 365 1 40
VAN, 40 HA-1 VHA2 %5, H B IE 7 BF 58 R A mHags 430 9 22 5 8 FH T allo-HSCT H, LK S 38 GVL A 2>
GVHD H H B9,
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S 3 DR 3 1M T 40 iR #% 4 ( allogeneic hematopoietic
stem cell transplantation , allo-HSCT ) J& FIL{A& 3= 22 3@ 44 it
ARG 20 LA 3 0 FS A W B 11 0958 80 ( graft versus
leukemia effect, GVL )M BRFRAF I M 400, 5 GVL
FHOGH e 2 A T 40 A NK 20/, b CTLs & 4%
THEZ/EM. 15 HLA F15 /Y allo-HSCT H1, A CTLs
20 i 2 S RN R A2 3 2 () ] A R 2 LR 2
Pt 5 ( minor histocompatibility antigens, mHags )k KI5
GVL 2 BE, 1 /£ HLA AN A 45 9 allo-HSCT *f, fit £
CTLs 20 3558 31 5] HLA 4> F-mHags 2 &Yk Kk
% GVL N . —28 mHags REVE )" 42 GVL 2L, 1111 7
— B 5 R A Y B R ( graft versus host disease,
GVHD )MIK. i EZRE I HES GVL A4ML .GVHD A
F ) mHags TE—&5ik

1 mHags /ST R ERBZHN

mHAgs FFR PN 3 2 22 25 1 L DR g 1), 2 ] A
MHC 7342 M E A Z K, Hf—22 mHags & K
HL i HA-3 \HA4 \HA-6 HA-7 }2 H-Y, B4 )2 18
R4 I 2 A #23K 5 T HA-1 . HA-2 \HA-5 Fll ACC-6
D) 7 i o 200 A VR 1% 200 L 5 1 I A EL i A 4
J )T F K5 L ANE & B HB-1 76 B 40 0 1 1k
g ALHE ALL IR LI ) b s 2238, T 76 1 & 4140
ﬂi&ﬂ(qz%ii’ﬂo X B 1 2 2R BR il M 22 35 A mHags 1]
fiE 15 allo -HSCT J5 (4 GVL 34W A XK. b A5 i
N AEE M B8 40 Y 13 11975 chronic myelogenous leukemia,
CML )Y 3 v g 1Y CD34 ™ 20 i IV 3 26 35 ARl 7K OF
) mHags HA1 Fil SMCY , & 75 51 XFiX 2 > mHags AY#
AT AT BEA BT GVL 3 . Holloway %8 % $L AT L
¥ CD4 " CTLs iR %% mHags 3ABI11, FEFKIA7EH EB
FREEFALI) B AR B RS AR UM LUK FAZ 4

Ji, AR ZRIKAE T M, W ASFEAE T CDAOL Hil 3 i
SRR B 4 B A IE B A MR . 1 & K O HLA- T FR
il 3ABLL BLJ5AT L A8 w8 1 2R 38 3 DA K W i 7 3 I
ZH A RR P, T AT DAAE S 40 BIR 97 i — A R .
i PANE1 JER 4% HLA-A * 0301 PR mHags 1V
PEFIRTE CD19 * B A L S 12 M B bk L 40 b4 1 i
( B-chronic lymphocytic leukemia , B-CLL )4 fifd , T 7F 1E
H B 2L AR SRR, $E 7R PANEL JE[H 4R 65
(¥) mHags 7T LAVE HYAYT B-CLL 7RI 4r 77, It
HMA K BL— 28 mHags, {1 HA-8 .SMCY &5 T b 240
J, UGT2B17 K3k T Il AT IE ™, 475 ix
mHags A EE5 GVHD #H36. LA X LEefsr i ,mHags
FEAS [V ALZ 43 A AN 5], e ) IR 6 5 365 it 20 40 % 1)
FHIC B mHags AT LL#E R FH >k 34 GVL &% 0 | ik 2>
GVHD %A= VU K kit dk vk G E 1A 97 1Y H AR BTE

2 mHags BI4F MR E 7 allo-HSCT HE/E AL

PRl A B PR Y 22 257, mHags 7 452 3% 2 18] J& A [A]
B, AT RABEHE R T MR . 7E allo-HSCT J& , /R4 i
FH T 2 301 750 Sk BEL Wy ) b S5 A B2 1, (L T 40 475 4%
BE/™ = GVHD M1 GVL %L, 156 Bl mHags 19 /=5 f2 32 it
P HK, 7E allo-HSCT J& 8% 73 &5 ok 19 K 2 5y
mHags £ 51 T 4008 L e #8 A % m s f ol i 1
EATIRBIIRLEAR /K 3235 MHC 83 540 5 fith 78
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AN Y AT REYE , /R mHags 76 T 40EIR B 5 B s 40
ffo ] ek — o YER . CD8 " CTL @&t T 4 g 32
f&( TCR )/CD3 R 51 4 J5 42 2 41 2 ( antigen-presenting
cells, APC)SHEANME 5 T 255 F45 G5 1) mHags, A
1M 2h 125 A S M HT EIR S0 BIL ] 38 2 43 006 1) 2
FLZE /UK it 2 e S 200 6, R 98 400 B A = A
A t5 T 20N 40 i ) 4 5E B F. CD4" Th 41 Jifg 38 &
TCR/CD3 4] APC E5 11 K40 F 454 1Y mHags, i if
Fas/FasL A BAF FH i fif S 40 i, 38 i CD40/CD40L i
FRFFEL APC, 7 A5 3 HL 3 06 240 i PR 41 1 B 328 0

3 mHags 7E REEE I TR EFHI N A

A5 R, 1E HLA 1419 allo-HSCT a2 %
F3K HA-L ML AR HA-1 H i3z 35 #% 18 HA-1
A BRI IR & % %, T GVHD 1Y & A= R B A W 8
Fhi L $E8 HA-1L AT RIESRHE GVL 208 N GVHD 143
BIHLIR . B AN BRSE IS, TE RS ARG A % 1 AR
B2 IE M AR S 00 5 ~ 7 A e AN E i A
R X HA-1 3% HA-2 R 5%/ CD8 " T 4l i, 7rix L
CTLs H B ) A Rl b R B4 56 A 2 it Al 100% 13t
B IRTE  IR AN I Bt S, 3 28 CTLs 7] LUIR i %
HF I 20 6 R0 0 o AN A Y L, R R
HA-1 5 HA-2 #5509 CTLs 2400 7T LA T B g 2k 4k
G PEIRTT RGN GVL &N . RS AT A B 7 J& 1) %
BRI HA-L 7E GVHD g — & RFE T, S5 AT fig
JEAE— S JR R 4 S AE S H T 4 X 32 54 2 AR 41
A HA-L R R AR T 4R I N 75 5 0 A S
TR H AT A RN . HLA-B44 FR (9 HB-1 2 i
mHags F5 5 19 T 4l 7] LATE allo-HSCT J& i85 40 Al il
HRORES R, I FLR BRT LA A A b B 40 A F s
Aif Y HERTE HLA B44 BHYERG ALL J% f HB-1 &
AT AEAE 3 1L T 40 A% AR S S 16 97 i — AN #0 B B
—MEVERFE R T HAM A HIAR allo-HSCT J5 , #
AR A B CD8 T CTL v B, v L3R 51— 4~ 37 A9 H
DDX3Y %ifih i) HLA-B = 2705 BR (9 H-Y Hi ). 78
HLA-B #2705 1955 1 8 55 v, bk 22 FE 28 19 141 109 20
MiZ= 1R A DDX3Y Zwtsh i) H-Y $il . 1 HAEsh )58
Borh, DDX3Y FE5 Y T 408 AT DL RH 1 A28 1 il s 44 A
HA A 8 B B /N B 7o ok e s B 49 SR 43 1
DDX3Y #fH (1) H-Y Hi S50 mT LASRIEAE [ 10905 40 i , X
DDX3Y $E5 19 CD8 “ T 4 id vl g 47 B F L il 55 119 allo-
HSCT J5 1/ GVL fEH .

mHags TEVFZ 2 21338, AN K AT 58 1 il 20 2 4%
51 mHags KAE R HE5>FIRYT ITA 32 365 1T 240 i B8
TR RE . AR 1 s 40 Mt 7F b R 40 i 3R 3k 1
mHags 1E N0 53F 0l 3958 GVL VER, (HJ2 A vl RE &1

Bi— 5 8 B GVHD. %) 25 %ok W b He 40 Jfl 1Y
mHags 357K e E GVHD & 2 i KUK . 635 HA-8
152 #4552 HA-8 BIPEHE R R8 48 7 4= 2Pk GVHD 1 1t
8 T2 7 MIVCEL A RS R " LA, O B AFAFTE
JFREFIZIE GVHD 1Y £ 55 44 4 53 85 i oxF UGT2B17 4§
ST AR e A P S I T A A AR
M GVHD #y55 Ph 32 35 R A I Hh K 2l SMCY( —A4>
FFRIAT R AMR) Y G EAREE ) 4% Y mHags Ff
ST 4, T Y 3 2 PR AR GVHD ', L
W W, T 40X HA-8 \.UGT2B17 .SMCY [ J2 i AT
REflRf A GVHD,

IRLEAE | K 20 EARIK -2 3K 19 mHags 7E8% T 40
HO TR B AT LAS R R BE (9 GVHD, A I ) 1 i se iy
T GVLAERK & A e iy . 280 U, Y 4L (8 {4
FEH UTY 46519 mHags, i &3 HLA B8 43 F#{ CD8 " T
YIRS i CDS T 40 %F UTY & [ b I A bl %5
Ifi R Y GVHD . TEMRSMNT B8/UTY $¢5% 19 CTL i f
TS i i I 200 L2 AN e 8 T 2 A L, 3 8 3%
5 UTY By mRNA [ £IAH &, UTY mRNA 7E & (i 20
2 1 AR T AR AR A 1 2 AL R TR BT 24 40 i A1 7K S
FikU L WRIEEW, UTY Hi R 2, 76 3 i Fn A 1 i
P[] )k 22 5 IS R2 I CTL 41 i 38 31 , 3 o i
FEIXAPURAE 8 43> F T fe kB s GVL 1E .
PRI, 75 52 35 5 PR B 2o Pk o il T 20 B R A
UTY AIREAE R —AT 12 A HE 2 F R/ F1 I 19 2 &
K GVHD W&

B & D55 TR AR BT A 87 19 mHags 8% & 81, Forp
— LR HETE allo-HSCT H & 4% 5 29 /E 1. BCL2AL
JEPUAN MU 1o 3 N BCL2 RE I — B, g 2 A4
mHags ACC-1 fl ACC-2, REEE MAL P Rk,
I PRYERE ™ R, Bt 2 A ACC-1 IR [H] AT LI
ARSI LS 0 5 &, T AN 238 GVHD 9 & A=
% Kloosterboer %‘f?[m?’ifm BCL2A1 7E 8] 76 i + 4 ffy
( Mesenchymal stem cells,MSCs ) I+ ) Fik 52 TNF- o FlI
IFN-y FIE ST . BCL2A1 $¢ 50 T 41 AN I Bk 4
ARG YR H 280t TFN-y Ab B MSCs , {H 2 AT LURE 5
PER SN IF H A 15 2 1 TNF-y F1 IFN-o A0 B ) MSCs.,
HEWT7EAG S FREE rh X BCL2AT H5: 519 T 40 Afg 7T BE AR T
T — b AR T 36 il 20 20, 02 S AT 50 Hh R s ]
e R M LN B W . R, BCL2AT %55 T 2
Muxt T GVL A1 GVHD 22 7175 5 1 G & & 4= GVHD
B 75 B Bl 280 SO0 . FH B % 818 HLA-DQBI =
0603 PRl mHags LB-PI4K2B-1S 7E—-> CML ¥
B &I, 7E DLI J5 43 &5t B9 %) LB-PI4K2B-1S F§ 5 1
CD4 T 4L n] LA FLA f# CD34 * CML 21 it I Ath
FH 10975 200 0 L % 25 26 35 HLA-DQ FY IE 5 & 1 40 i , i
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3K HLA-DQ A EEES 1M 3 20 5 A9 1 5 4 i 0 AN T
AU B O HE BT, LB-PI4K2B-1S £ 519 CD4* T
AN AR o 2 A g 40 B T L AT AR A o 3
CD8 " T £l fits G 2 1) %l Bl 200 Jfa ok A S B g L e o 7
—XF HLA &G 125 Z 8], H TRIM22-442C %if5
HLA-0201 PR mHags 56 38 35 76 32 & 1 11~ 40 iy
U, LR A0 A RS A A A2 T R AN R Il R
AR AR B, 2 X TRIM22-442C RS T 40 i
KIWA7 A T 3 100 T 20 M RS A5 AR 5 ik ™, 4R h
TRIM22-442C % i 1Y) mHags 1] LA S HR4E09 GVL 1
Fo BEAh, HEUE A B H 6 E A FUK T 2Rk,

fit'5 GVHD Fl GVL &G B F . SR Torikai 2 'K
PR 2L 3E (1 H 43 65 19 HLA-A * 3101 F1 HLA-A =
3303 BRI 2 NIREH SR MU, KRR 551 CTLs
T2 AR A I 200 L VR T A B, B P A SRR
H 2t i mHags 7 LIAE A GVL AE R I+

4 % F

mHags 7E allo-HSCT "2 % = 22 /9 /E ), i i xf
mHags AW 5T, A AT BESE I GVL 200 Al GVHD 1Y
438 o [ X mHags 47519 CTLs 40 00 B M v
A AT REHS N GVL U A allo-HSCT J5 &2 & 34 1Y
i‘ﬁF R S e PR 3 1AL A0 B RS ATL TT B 23 k5 I AR
BSR4 A T 4R, A R BT
élﬂﬂ@Mﬁ%tP%l@ GVHD 11 T 20 L W7 %Y VR A 0 B2 1Y)
mHags 5 [ 1ML 995 FH O BT A 5 19 T 48 Jif >k 14 Jim GVL
BN o
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