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Abstract

Nowadays, heart transplantation is the best way to treat end-stage heart failure, and the major
cause of graft failure is rejection. The humoral and cellular immunity caused by the interaction
between antigens presented on the endothelial cells of the graft and the immune system are the core
mechanisms of rejection. Antigens expressed on the endothelial cells can be regarded as an important

indicator predicting the outcome of the transplantation, and research on treatments targeting the graft

endothelium holds great promise.
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(human leukocyte antigen, HLA ) Fil 3= % 41 41 A 25 %
1 285 7 1 X 4% A (major histocompatibility com-
plex class~ I related A,M I CA) &% . % T XHio
JE RS HE HE e B2 B ) B M KN B2 &R 48 5 HE T RO
KUK BT iS22, R I B 2R e AE O IR A HE
J& BN H B FFEAE — 2Rk

1 Huk 9 SR 2K T2 48 M 5 48 B By
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1.1 ABOMEHJE ABO i B4 5 — i 15 b
AR R 45 A oK A W, 2 R S R (G
BEAE 2 MR AR, 76 8 B 40 i R TR Rk D
B, i T IS R S B R A R EUR SRR
N7 P DRSS, A1 O A o A6 A 32 44 22 ] ot 0 A A 25 1
D NEFEAE o HAR ABO I 24 1 R ) 78 O E S A A
kg AR T AT TR N A G A E S SRR A
(0 H8 8] BOR 22 5 3 3055 17 B8 A 14 1 2 1 [
DL K5 Z A A R MBE TR m . W, b T
OO0 3k — S R O8G0 T T AR A Y A,
PLAE I AE W 58 4% Fh J7 5, AL 45 ABO 1L AL A 25 0
ER A . W5 R B, #E L. IERS A ABO AN AH
ARG RS ABO MABME G 45 KA,
FERIAAE TG R 07 PR 22 5, B 5 0 Bk [ i
SR LA AR ) R AR R AR N X 5 LR
Pl S Br iR R Y WAA ¢, A M 1985 4F Alex-
andre fff [} ABO Ifil U AH 25 4 B B 48 19 T B v AR
PLSR X R A% A ) O 2830 o 78 38 K 1Y e g% 0 o Jr 28
SRVIPNIIIE &k 1] i87)] o NS R S 1

1.2 ANZEBRHEEME WHRELHALMHMENELES
¥ Pt Ji (major histocompatibility complex, MHC) ,
MHC 7] 73 24 MHC- 1 264y 7 fl MHC-1I 2673 ¥,
HLA T 2830 578 K 2 800 #% 40 il 3R T 3R 35, IR 4%
i i N B P R E#E T CDS8T T 4l iy, 1 43 1k ok 4
JfLBE PR T 4 A, DA T A P S A A L, & A B AR
I s HLA- 1 265050 2 AE B bk UL 20 i A% 400 i Al
B 5 4t if v ek i A B R R 0 40 R A T A IR
W, HLA-T 288l 1T 287 [ Rl S5 0 8% A8 i & N B2
SR by Ik AT DU REAE 1 28k 1T 2 e s 5 1k
L& (donor-specific antibody, DSA) 77 7£ F & 4 Y
HEF R . 5 HLA-I 284 FAH L HLA- T 2640 F
TR BTz ABA PR RY, B HLA- 1 2640
Ji 38 H AN 2 7R A 0 I TP 2R3k (R AT DU 3 4
P& ORI A7 18 B2 v 5] Y 58 0E R ) g B 1 0K 5 &

FRS L AE RO NER LAY B T RE 2 B AR X
HLA PR o T BT 13X 4> 8 R AR R SO
HOHOR A T A2 B AR A B RS A 0 % B
B H MY TCE o 7E 20V A I HE S B (acute cellular
rejection, ACR) ¥ ] , 32 {4 G0 #i 52 ¢ i i & 4 Al fi]
FALHAE A RS 0 B & fE B A it
PR P JE 5L 8 40 i (antibody presenting cell, APC) M
B L 9 1T 7% B 7 Mok 0 2 20, O K IR HLA 4> 1
S8 45 2 AR T 20 M ; A 18] 422 [ AR b, 2 1k APC
Kk HLA fr B 23845 2R T4 e . 5 ABO Ifi
RIS T HE R 2R, > AR $E 52 (6] b S AR 45 B B8 AR
BF, 0 R AR AT A BE IE B A R, RS R A
58 20 114 2 v B R v HE R RO, OF BLFE R AR HETR
SIS 5 AN R B I B2 57 S g A T L 2 3 3k
(PR NN s % e = @ i e N N
HAMAEME . 2B B, &5 4Bk T HLA
PRS2 (AR 25 P 0 B2 B2 v B A 225 1k P 3G in B8 AL )
FEE 2, SR, AEO BERS Al v, B T i ot Fsf 1] 4t
KA R, A FTRE % 8 HLA M & 1ED . SR, — 26 [A]
Jsi A 5 R B HILA DG e B - 23 5 i O I 8 AT A
S5 RAA A TG . S MENIG YT 5 S K
YERF 2350 B A 45 S oI5 3 6 P A AR S M BT AR
S S R A LG I N /N [ i 3 e L] 2
R At 51 dn RS Sk e i B 2o Ry
o 25 B 1 AU 6 HLA B J5 0 2 58 AR 2
1.3 FEHALAEBTE ]I XS FHXEA MICA
ST MHC SE B X 55 e ok ) 248
P [N 4 8 19 R OB 2R B, T 1994 4F th BAHRAM
N R AGE o HLA 2[R Fh 5 0B A8 HE w1y 32 22
B RN BEAEOF 2 R W1, JFAE BT A 12 B R B Ak
5 89 HE J& X W (antibody-mediated rejection,
AMR) 8.0 IERS A8 52 5 B 2 77 AR DU IR HLA 7044
IX 3 BH X RS A ) ¢ K Y BT TR A A TR B 9 R N AN A
M7 40 HLA $u ik, b A7 & 22 09 4 HLA 450 J5 1)
M1 CA. M | CA [RIFh 4014 5 2 & B R AE i) 2
PRV PR 1 4 HE A O, O BEAEAMAEE B LT
AIREXT ECs 7= A= 40 M 7 M o 3 S 470 J5 7 g 41 4k 4
A1 AN 8 O ST S B R =S v i 7 N
FE IR B A0 A g 3k 5 R U, R O L 40 AR Sk B A
1) A% A AT 38 XCHC A K TS AR I B M T CA 1Y)
DSAM 0 JE A R 4T It BE % HE 1T 5T IR A ML 5
BVE 23 X80 JUE B8 A DY Ak S B8 A IS IR 9T TR B
BAEH
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A R 3K Z A HAL B LA T g HE R R N 4R
B ECs B E 0 AE HLA PR 2k 2% B B ki vh
HATAHFAER 285 08 N i ECs 2 [ Fh 7 7k 5%
R HE R W 1) R R R A H bs o il il
2001 4F 2 2005 4F 168 {5 .0x JIE [7) Fh S AR B 4 37 5 iF
F1 0007 78 A R R 1 fB 3 R A U H T ECs
ik, AN FEZCEEMITNEITRER S
PR, P 400, B i TR 0 s R SR 1) ECs
P05 1T E S 2 ECs F5 S Ve B R 00 B, 30 S 80 4k
BTk SO P R A BUAAR . XTI — 2B, v DL PR
EHTASRE FEBGEIE A 5 G kR,
BRI 7k 5 SRR A S 0 5% A fir 25
S, BRI ATY 5 2 S5 S 98 R 1 LR A AL

2 RS SHIX M R A A R AR Y
" R R

BE A0 58 AR, HE R RO 3 A8 2 T APC A 7,
4 APC iR 218 E R B L8 B B, 28 S5 R B I
B T A . SR, R Y Rz 40 i Bl E B fE 6%
EEROE T AN, gk R A R N . 5 A R D
BIL BN N EN N AP P E S NS
F1 20 BT 53 7 R ) 2 /0 I R R A I A DY R 4
ik HLA- T 284 TR HLA-TT 28> 7, L ok 48
HE T 20 M35 AL 0“5 — 1557 AR N B 4 i 3 vl
b TR AT BP0 G R BRI
TAREUY L X R, PN M 4R R BT T 4
Sh RS (A B BT S 0 A0 R RE 4 W S 1A] A HE
RGN e A5 P 2 20 L A A7 3% 232 5 ] b S AR B A
[ AE T R A O, B n] BETE B AR 5 M AT AT i 1] 51 & &
PEHER RN . B, TR N A T 40 2 R] Y
A AR AR S, 60 E RS A HE R N 2 — 2B A
I8, 0 BB X P Bz J G O B AT AN TRIA T O A
2.1 WEMS CDS TR N K40 AR TG
G IV ) Bk 3h A T L R 9 S 40 A TS R Y
Feh 25, BEAEA SCRIESC, R 4 n] R Bk
iR 4. o CDS™ T 40 i 5 P9 e 40 g 2 1%
F%,CD8" T 4 i ] 3% 78 I A1 A5 — Fh ko g & AU, ok
fiE 2 2R ZE L& 7= 4 40 A 3 (interleukin,
IL)2 B TH K v, dh A i N B 40 i 235 HLA- T 28
B M1 2555 38 2k 18 FH BH U 2R s B B AR, 76 N
MR A HLA- [ 2855 Frh R80T T 40 i 32 4R
i Bh 52 4 CD8, DL K P K 48 i 2 1 iy 2 o) 34y

CD8O 1 T 41 ifg 2 i i CD28, 1x B T 41 g 1% 1k 1Y
BEARGESY AN UESE 2B T WSk
CL 8 B A [] b S A0 JUE B AR /N R A, CD8 T
2 i AB 0% Bl BB OIS BE T R AR RS A ) HE R RN
G TR OS2 F RN & IR B A R A S
FC I CD8Y T 4 i 6 WY, # A 41 Jifd S 17 7T fig A T
Xt [ A S R PTE  HB A B s

2.2 HWEMEMS CD4 TH Hoks £ uEdE %
B B I R R 1 N PN 2 4 L RT E E RE CD4
T 40 M . AR PR 20 B AT 45 22 % 38 HLA- 11 2543
TS5 HLA- T 8 FH e, RGBT, X
S HLA-T 264 T AT 7E CD4 SE 32 AR i 55 B F 4 T 48
L 32 AU I 25 A Lo $2 48 CDA ™ T 41 Jifd 8 7
(58 — A5 57 s AR N Rz 40 M 8 T B A i i 58
AR HL A B B 4T 1 I 4 A T BE A G
PET A 376 T 20 M 2% 187 55 96k 0 48 A 2 i AH DG M B i
107k B 40 i o R A e e PR 2 45 A1 0 X A
SIS IS, CD4A" T 40 ) 4f 46 58 44k, AT
Bk HLA KB40 F 09 3k o MR8 R F I A 55 1
ANTR], CDA™ T 4H B T 434k 0 AS [ A 200 Ji S, B T
P B A S HE R RO Thl A1 Th2 WA, 5iF £
FI B 2 MW A Y Th7 40 i o 7T 78 P Bz 40 i
A S B, BF5E SR Th17 408 AL AE% 5
[vi) ol S5 A A HE v S 0z, OF FLRE W8 5 98 19 P T 41 i
(regulatory T cell, Treg 4 it ) A EL 40 1>, 1fif Treg
240 602 928 R ) S B A

2.3 WREMAMS Treg Ml Treg 40 i 2 i X
SR A Sk T 3L M ROk E X —A4~CD4" T
UM RS o AT R N ) EE B R T T R
R Treg 40 M n] 0B F 5 G e Mg | A0 75 =
) Treg 2 i mT AR U8 15 S BE it 3212 . Treg 40 f 76
LUK TR AE B8 6% 52 P s 2 5 40 A K P s
SR 2 H T A MY RE T i 22 Rk 3 SRR Ok A Y A
JfL o H1 T Treg 40 i 76 S 2 0 b 9 RRSRAE T, 6 T
BRI Ok %, B AT E M 2 R . H s
AL 32 EAR I AE 54 )5 1 O Treg 40 i 1k J5 BE
% 300 1) H BT 40 B 35 £k 5 9 5 5 © Treg 00 il 20007
T 40 2 2K TL-2 K H Al 40 i B 7, DA 2% 4 S s
il VE F 5 @ Treg X #0410 Mo 54 30 i /1 FH 2 2 fk 4 st P
(1, AH B8 95 43 Wb 40 I ME 40 B B F 4 110 A
TGF-B4 ;@ Treg R % L) UKL i B 5 28 FL 28 4K 11
75 A SO T 40 mk APC 9 22 fige , WA i 41 1 4 928
N © Treg ¥ AT LL3E 1 Ja 55 35 f 4 M5 5 KB HE e
JE 4R S AR 45 07 ot APC JEA7 ) 981 . ZR3IESE,
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THCR v RA N B A0 AE 5 R b S iR CD4 T T 41
Jif 3 5 35 B R 515 5 Treg 40 M AR WU 0 N B 40 i
5 1Y Treg 4 Mg HA DI RET 4 , B8 95 A 2 il H i
RIPA CD8 ™ T AN A4 5 5 5 — 7 ThT, Treg 4/
AR R N B2 20 M, Treg 40 M B TGE-R, T I N B¢
20 Mo b RGBT B T 40 1 64 1T #% OF:
i /D JRy HR S RE S L

3 BRESRE

EI T JUE B AR HE 7 RN SR 5% WA A7 5 K A A
i EEE AT Ik 2R R R L FAE R . B A X
HE R 52 11 BIF 5 32 7 38 2 0 R A% A HE I i R 1Y) AF
FEHAR T B KFEE o A SC R W e 328 140 i 4 928
W7 T RO T B AR G O R S R HE SR R R
WEIE e, {HL0 I B8 AR HE R S 14 47 75 75 76 1 22 0
T2 T S B N R 3R G A Sl AN T 5T [ e S A
SRR B RS HE R RN LA T A A S, B T
BN PR AT IR A BIWESE o Ak, S A R
5 2R A 42 I 32 U Bl iE 55, G 2o IS D B 4
I 1 8 P R A 3 R 1 R IR T e HE R R
72T Gy — Tl G g U ) R DL R VS R mT R G A B
il P9 Bz 40 38CTE T 40 Y fiE 0 ok By Lk RS A 4 HE TR
S, 3 Bk 5 RSy CD80 A CD86 45 45 3k FHL
Wi s HATC st e TR B RZ % . 5%
R At 2 —FE, DU P4 8 2 15 G 2 40 ol G 7T ik
U B A 57 3 (0 WS, 1E Ak T 5T B B
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