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[ Abstract] A large quantity of studies related to renal transplantation were reviewed to extract and summarize
the international frontier hot spots and difficulties, new transplantation technologies, new methods, new visions and new
progress on renal transplantation in 2020. The main contents included rejection, optimization application and regulation of
immunosuppression, transplant infection, malignancy after transplantation, non-invasive detection and biomarkers, donor
organ preservation, repair and utilization, recurrence of renal disease after renal transplantation, multi-factors affecting
long-term survival of transplant kidney, computer and artificial intelligence, etc. Strengthening the reading and thinking
of literatures in the field of renal transplantation and broadening horizons in higher starting piont, combined with clinical
practice of renal transplantation in China, help to promote the long-term efficacy of renal transplantation.
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REMVE SN R . B3k 25% M2 E1EARIG 10 N
M DSA (de novo DSA, dnDSA) , i 60% H3%
Ho I AMR, SR HA G IR Y D RE kAT
A DSA I A —E S8 AMR, I JR i I 52 4% 19 DSA

I AMR MRS, 788 R 42 2 % 5
TR B I 0,

1.1 AMR

1.1.1 T FAR K

PIK AMR #IA N2 2 SR A S Ui R, (1
LA MR 53T HLH LA S DSA B BT AT 28
Louis 25 7 SR BFSE T B AT BIYE T 4000 ( follicular
helper T cell, Tth) 7EE#AIE IR AMR i/ FHHL
i, 255 BI/R1EER Tth (circulating Tth, cTth) 51
[0 1Y) B4t 2 07 2 B RS A Y AMR R AR Y SRR
cTth i 42 PE B 4z it DSA, ic4Z4E B 40wk
B I A A PURSAiEL (antibody-secreting cell,
ASC) , TERPEABE GG R & BN AMR, ZWF 5
1E DSA (+) AMR (+) SZ& WM A 1 HGEAY
cTth FIFAIE Y B 40, MARIXEE cTth HA 7t
A, AHEfFZEHRERRERE (ICOSPD-17) FHEY
TR (CCRT'CDI27") %, IHedEft5H
T IRF4 Fl c-Maf, 165 BTN 7™ A K H
s & (interleukin, IL) -21, F£i5F B 401k
A ASC 77 DSA. XFUCECHY cTth FILIE 19 B 4 i
HEAT RNA P 3 BG40 B & 3, AMR 524 ¢Tth
B 2 B EME 5 S R T 5 DSA (- ) 5 AMR (=)
()52 ZE AN FFE cToh FE 10 B 40 (04" 4 it
B 5 iy DSA AT, BN TUR & 1gG3
DSA 7=, DA ™ 55 (14 AR B 45 40 R0 B v 1 A%
TR D)%, AR F A I Tth SahfEfk, A8
TREA AMR 1% 4, ¥ DSA (+) AMR (-)
5 DSA (+) AMR (+) I TEZH X3Pk, Rl
Tth AJVEHBIE AMR A R0 T TR A5

1.12 DSA 114 RUSS: Tt X
TRAEY I TS JEH EH2E ORI R,
PR AZE I 4 a4t )i (human leukocyte antigen,
HLA ) il 8 79 £ B B0 6 1 0 M 24 B B8 A 2
AR J5 dnDSA Y KUK, © %1 HLA 77 7£ 20 000 £ 4
AR, I HiRFEFRrEesm, HEE 285
FIFH HLA 29053 N o R It 5238 DC e e LATE
I RSEPRI . HLA F2f (eplet) J&487F HLA 43
2 T EL A 8 SR 9 4 (] 2B 05 R B R

HEFRGRIE, GEBRE N A A . Sakamoto %5 ¥ R
B — I RFEA A SR SE, ST g A 691 i3 (A1t
B k2%, Wit HLA Matchaker 3575 (ver 2.1) #ff
7€ HLA-A, HLA-B, HLA-DRB fl1 HLA-DQB 55t %%
L} PIRCHE- T % ¥ %} HLA-A. HLA-B, HLA-DR
F HLA-DQ By VC L7 s i AT P4, S5 BoR, eplet
Fi e 0 S PIRCHE ¥ 73 /& 15 dnDSA 11 7 £ #H K
HLA-DRB., HLA-DQB %5 Bt %% 0~13 4~ il 14~67 4~ %F
N dnDSA &A= 2R3 51K 3.4% F120.29%( P<0.000 1),
PIRCHE ¥ 43 1~175 43 Fll 176~763 43 % I/ (1) dnDSA
RN R 8.2% F119.8% (P<0.000 1) , HAESH
R PIRCHE W43 23 FEARAS A B 7 AF HUBIAAE 52
RFFESE T s, Gl HLA 07 5920 M b ok sk
il 2 A A Ak G 2 4 ) 58 LA BT HE SR R B A
A

1.13 DSA RO AR AT R 1
HLA #i/& [ #iff DSA (pre-exiting DSA, preDSA) |
T B0 B R K T B M Fi U7 Senev 45 ) 4t
924 ' B 2 # B KRR 5E, Hit 4 260 Bk
ML TRk (TR ) Rt T F B IG R R LY
PR . X 52 A PR o AL
I3t 107 4132 H AL AR FIAFELE preDSA (3 500 i1k
B AE B I R ) L Bl A WU RN K 0 B U7 & O h
56 1) (52.3% ) 241 preDSA 7ERH ARG 3 AN A
RIHIB , 51151(47.7% )32 A ARG preDSA FFLEAFAE
preDSA iR 41 [t preDSA FFLE/77E 41T HLA 1 241
WHZ (50.0% It 21.6%, P=0.002) , HEptEHE %
9 Pt HLA-B (32.1% It 9.8%, P=0.005) ; preDSA
RS A7 A4 H preDSA iR 41 HLA-DR/DQ $T Ji 4 Fic
B L [ 22+ 26) AN (1.3 2.1 4, P=0.05],
DSA B %t B £ (1.8+09 [ 1.5+£0.7, P=0.03) ,
o 5 PE T £ R Hi HLA-DQ (43.1% I 12.5%,
P=0.000 4), H °F ¥ % ¢ 5% B (mean fluorescence
intensity, MFI) T (6143 +4 565 [ 2 874 +2 391,
P<0.000 1), 278 &80 00 00 Won, s Wk
DSA i) MFI f13it DQ #5537 J& preDSA 5 22 47 75 1Y
MSE TR 2, MFI= 3 780 2H5E preDSA FREL(FEAE
By A FUE, MFI<1 400 RHUAG 4 4 (3.7% ) %%
preDSA FFEAFTE. HIRE M AT preDSA HATIH
IR FNRFEAFAE N2 E ARG 3 4 H WA ML AMR
PRI, (HFFEA71E preDSA 952 % 5 preDSA
MBS . JCDSA ZF ML, R 10 FEFAHEF
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715 % TR (43.9% Lt 81.2%. 87.4%, P<0.001)
Cox [HH 53 M7 7R, preDSA FFLEAA1E B % & A S
Rl K, SBAEARE 3 HNA A AMR
HAFRITLK (P=0.62) . HIL, HFRHENN
preDSA TERAEA JG RFE A7 TR X BAR W A1 AT BT
S B AR BT PUAREE R T RS BT, IR MFI
F14E HLA-DQ 1) preDSA H # TER A A J5 - HIH 2%,

NI RS AR ZE A
1.2 AMR

FIRSEE RS20 B R (Food and Drug

Administration, FDA) %4 JCit#EH T° AMR 697
W), (HEETRAE RN . PT B A0 4 i &
BURPUAIA ST IIG R SC AR, B RTTE B RS AR I R
BARIT I AMRIBITA TR Z S Miess, JHRAE T
W27 TS RS E FoAE B DI RE A G R AR

1.2.1 IgG 1gG kEE A VI immunoglobulin
G-degrading enzyme of streptococcus pyogenes, IdeS )
Je— PR IEE N DB, ORI TR MR EEERE, WA
X 1gG 47 f% A F (ab) 2 Fll Fe f B, 0 i &b A R
#5114 40 il 7 P ( complement dependent cytotoxicity,
CDC) FHHUARM A A3 A9 40 Me 35 /E ] (antibody-
dependent cell-mediated cytotoxicity, ADCC) , Ef
VB AE B R HE TR ROBE RO PRI 1 TdeS S EUAAY L
PRIEATRS R A UIH], Al 1gG PR E, (W] AT
PLEEAE PR B 40 Jf 32 100 52 1T 98, AT i B 41 i
MICAZ ;TR AR 2 H BR 5T HLA-DSA, [l
T AMR AT I PRI b A8 H AT =
IdeS 377 AMR A9 &H, {H2 IdeS 7B HUE# T Y
IO P A UE S 2 42 A . AR H] 1deS J5, R BURUR
B UL R T 432 T A TR . 1deS HAL
TET I 28 LR AR AS Wfar, B #R AT LATE 6 h Pyl
foe 1 #7  ,  E T ARAS RS AR Bl 2 (HIRYT e
P DSA S #UR 7 A 4T TdeS B A T 5 30O 9k 4k 4
25 I TdeS AN K AT B B I 3k
18 P16 S AMR 193577, T R RRIK & HARIG Y T
Be LUK A% DSA. ff 1] IdeS 5, B RAMAR
4 d IS BR BT, 7 d Al K O A S R
M (intravenous immunoglobulin, IVIG) 2 g/kg. 14 d
it ] 2 340 375 mg/m® AT AR, & H AT IR
DSA SRS o

12.2 AR R 1)K B 22 I R R BT
55 % 7S R A ] 74 BR BT (eculizumab,

Ecu) 7EIGYT 2 Mo TE s 4MAZ 511 AMR HH HA
T E A . Marks 28 " 4RI T Ecu T B A R
BORYT TG AR B A 32 5 AMR 128 2RI 3501 o
WFFE AN A 102 G5 AL B BR324, 4532 T o
JriZz MG, 51 B2 H 2 brlEisyy (K E
e +IVIG ) , 51 64552 Beu iG97 . EELEREBHA
JE55 9 ENRIT R WOR, AIEERIET R 2% AMR
BAEY) EK . LT8R Ui, 4558 BoR, Bew IRYT
ZW R, " EANRRN. EcuiGIT FisHEIRYT
PRI, ZRTGEIFE L (9.8% 11 13.7%,
P=0.760) ; PFAEAA T 2L AMR B, Ecu FIFREIGTT
B 4 TR 43 1 A 11.8% A1 29.4% (P=0.048 ) . HF5T
FW, SFRUEVRITAIEL, Eeu 7EFR; I At B B A 2L
% # 2tk AMR 7 i A B E R 254k, Glotz % ™
38 T Ecu Ty ity B BLEIHYT I R R AR A7
# AMR B9 % etEfARE. 858 BoR, Beulfird
TR R IR T hr o S e il 22367 41 (8.8% Lt
40%, P<0.001) . Ftiii36 AW, BAMEE RN
83.4%, ZHEAFHR N 91.5%, Ecu G732 BT,
T EAR RN, BF5EE AR, Ecu BA Wb 2t
AMR 556499 1. Tan 25 " 4538 T R Beu 109715
FEMIA G 30 2t AMR 9 [l B AR5 . 15 3%
HHEBAAGE 10 (7~11) d I H % 3P AMR,
JEHEAZ Ecu #1 (8 ) MK EHIRIT. HEIHEZIRIT
A1 RN, A58 E/NEREE R (estimated glomerular
filtration rate, eGFR ) M 21 mL/min 7} % 34 mL/min
(P=0.001) ; 4~6 1 H N 12 #1532 H h JA 2 4
HIRFLLIE B AMR. e Ja — R BEVITI [ A7 B[]
13 (12~19) 1 H 1, eGFR [ F+% 52 (46~60 ) mL/min,
TRAES . I F NI T BB ARG R )
£ AMR 5% DSA 28T+ (TERTCIEI2 ) %24,
KB 45T Ecu JRYT = Z AR
123 IL-6 IL-6 IL-6 Z R4 PT
FIFEER B4 (tocilizumab, TCZ) JGY7 181 AMR B
AR ERM B IRE, EEBA B R AER " . Shin
2 U513k TCZ YRS IE AMR BIBLHIEI TR R K
P, 1gG W #E  1gG1 1 1gG3 . 2% & CDC. ADCC
BRSO, J AMR [OCHEA . BRR K Ar
T TCZiR¥7 18 PE AMR X} & 1gG. 1gGl~4 W2 At
HLA-IgG ( SR ) BysZm, X 12 fi 28 IVIG+
FZE PIRYTICRL . B A IO FH i 3 40 g e e
AMR Z#, 1 TCZIGJTHIE (8 mgkg, 11K,
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6o W) RAETFRY I K, BB S % It g
( enzyme-linked immune absorbent assay, ELISA ) K
Pt HLA & 1gG. 1gG3 1 1gG4, Jil Luminex % ¥
M DSA. #5535, TCZ FEILT & 1gG Fl 1gG1~3 K
Pt HLA & 1gG AT 1gG3 K, i X BE 413697 5 LA
BT T B TR, 8 TCZ JE4r S 4
B 20 15 A S5 B0y 1gG A= e, nI BE i i i IL-6
IS0 B A UAUCR A0S S AR, A B T g
AMR B 55 —IWF SR IE T BT IL-6 B4t
( clazakizumab ) 577 18Pk AMR & I 42 15 B /N BR
AR Z A, H DSA AHXEEEEES (relative intensity
score, RIS) g3t " ZWi I ~ M. B, JF
bR 1 I R BIETE, 8 A 10 95 B2 Wy AMR
DSA BT, Jf4#52 clazakizumab VG397 1932 # . Fr A
SZHIRITIE C- R P TR 1097 12 M5,
-1 DSA RIS $54E R, V1 eGFR (145, 02
PRE A BN RSOV s IR 18 N H A B DI RERRE
DSA RIS fi fireics . P, clazakizumab £ 7 2Bl
18 AMR BRI 8, H R KM RCR T itk — 20
Bk,
1.2.4 KT AP (daratumumab ) J&E—
FTI AN G TT BB 2y, T 1gGl AN RAL B e B 4t
Pk, AT EBVEHF CD38, CD38 & —Fl IT A5 fik
HH, S 5MMEEN . FRBEE SRR, A
SR A M5 (natural killer, NK) 4ff75fk . B 40 ™4
IgG1 J T 4ififs S S5 f "7, k% ANy
it L) Fe ARBIMEROM LT ({245 ADCC. FLifdk
i M 240 L A VR A CDC ) B CD38" 4 fifl. T
IR AR BB BB ST FE A= DSA R, BRI AT RE L
P A K A W R P, T BB Al R S H
REAAR SRR AR DGR AS RSN . B4 S h RS AR R i 1
KB FEHALHHAENME G1K (major histocompatibility
complex, MHC ) ANVCFe HE{AR Je Jik Sy 8 iRk,
Hor 4 B IR ER A BT I BB A 5 A B P
ML, DSA KRR (13% H. 57.9%, P<0.05) , #
FE AR RIAE R (28.0 d b 5.2 d, P<0.01) . Ak
TE AR 35 78 AR BB 75 S A eyt g7 IS AT LI 7
B, Biih DSA S AL
1.2.5 WL 3h Py 7R e R A
# H (mammalian target of rapamycin, mTOR ) I
SR PT REHG AINHE R B A 2B B XU , 38 AN T 2
OBz & . JLF T A WF5E mTOR 1) il 771 5 45 4

i FR B 157 ( calcineurin inhibitor, CNI) 3¢ & AYiR;
B HRRs 1 BB B HEBRTEMF SN G 2 Ak . A WF5 [l i
PEHT T 2013 4E 6 H 2 2016 4F 12 A 71 FI# IEREA
SOV ( calculated panel reactive antibody, cPRA )
=50% B R AE 2 Y s D7 %o CNIT (b
VeBE] ) + MR IR + PR (mycophenolic acid,
MPA ) (38 fi] ) #{ CNI+mTOR I ] 7| ( # 4 51 w]
PP EE] ) (33 41]) o P ZE AN 2EFfe s
fal AL, 29 90% W32 8 He 32 T itk L 240 U FE vt 711
¥R Cox [MH 73BT 7R 78 TCHE R B A A3 L 3
oz 1iE SE ) S PEHE R OB 5 T, mTOR #0657 b MPA
R (RE R, P=0.031; £ K E5Hr,
P=0.040) o PHZHARJG 1 45 Dge A vw 52 &) 1 25 4
W . 3 H N1 ARAY Banff 1845525 PE 4> & dnDSA
KA LR, ZRBHRgiFE L. R R AR
X F e S B2 &, CNI 5 mTOR # il 57 B¢ &
AR —Fh A N FH AR T e EE
12.6 AMR [ PRt B Pr2s (The
Transplantation Society, TTS) 2019 4F£1 41 | 4= £k
KL FZHHT, TR T CAMRIRITHERE L KAL)
(DUFRFRAEl) | IGIRPTHR ErE, XS R p R
IiEA EEMIEES SN ", YU T AMR I
IRFFIIME S, B AMR $2 BB REAE AR S5 & A B 1] LA
K2 DSA J& preDSA Y, dnDSA 43 K2, BN &
P AMR ( BAT A S5 & A0 A] <30 d ) FTHE 3 3% 3
AMR ( BBHEA G ZARH >30 d) o RS2 AMR
F %5 preDSA #5¢, CI4ME B 4N %, DSA i
B R (MFL) ZE8R3 58, FEAH AT 38 XFCAY PH ML
L IRFRI R A T Difekils, ZHEBMEAG
7~10d B, HZ02E Cad 2N, FFA A T
UM AR, WERBEIRA . IR A AT EoA Y, B
B R s R Ty, TR R B . TVIG FBE R
R EBCE N RVER “PfEIRYT” , DARBRTEIS DSA
A (B Wi DSA ARG, I B ks DSA Brifksm
e HERRE H 1k, 36 Uk IVIG 7845 U I ¢ B
JG 2457 100 mg/kg Bk SHE#b 7, S & #ein
JPAERE R (2 g/kg) 5 TR &M B TR wh s
IRIT . FERMERAEY R RS BRI O T, e
HIENRYT, EAERIZ AT (P CD20 HT ) | 4R
AMAIIHRIF (Ecu ) FBIEVIRR . w175 2l AMR (42
fHE TGS AMR ) KRS, BAHE RNZER
FARGEEA ZHAEH B, % DSA 4 preDSA, HHiff
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SN TS A G, WG R BT D RE R A ak
B, BHATEE XA K& Clq-DSA MR, 4T
T MFIT 5, AR AL B i +IVIGH B R s =1k
PRAEIRYT, SO E R Z E Y, #7 DSA i dnDSA,
GPEMHR AN | 2K 22 2 B Z5, DSA
Z Pt HLA 112850k, JUHOE HLA-DQ, IGREM
SRR RS HREREAT . IR BT 523 R ARG
IT T AN S AHER SO (T cell-mediated rejection,
TCMR) . Ak MsiaYT ks Z &M E,
FEE bR ( HARIM 2R >5 ng/mL ) FI4EHF
P R B EE, T e PR EG A IO a3 46 +TVIGH
FlZ 5 eady

2

2.1 HLA

LG K HLA LB 25 R0 iy S e i il 07 %8
FF T AR Z BB 2P, HLA BCHY LIS G g
PRI 2[RI AT RESZ M B AR B IS, B A G
Ossman % P X} 2002 4E 2 2012 4F 12 5 [ 5 1% b
28 R OB AT B PR 3R 22 PR 2R [ml i 43
DA HLA 2 AHC AL J8 15 A B A A 52 35 2B i
Jr RS FE R R R . ADFIERY ST 27 218 Bl'E %
T2 # , Ho 163 1 HLA 4 AHBC Y Ja TE AL B RS A
FEGPEMENIATT 1, 2 60% ()% % fifi Fi £ v e nl 2
s BEPURTE SIRYT, 28% A $E3Z CNIRYT, 36% 1E
HERFIR AW B FOERIGY T o IR RLIESE 21 41525
KA LEHER RN (12.9%) , &4 TREAEARE T
24, 28.5% W28 AR PR AR/ MU R &
Ao SHERR ROVAHDCH) R R A Z & % (P=0.003) |
HEE AR T 38 %0 ( body mass index, BMI) ( P=0.01)
FG IR R 2 B/ ME (P<0.001) o fF5E I
S HLA S8R, (BAEm > e msia Ty m, wl
REL: FECAMEHR R SO, JUHR TR B A 2
I
2.2

i F1 40 it 1 3 (cell-based medicinal product,
CBMP ) JE:a% T RS A A0 4 By Sl i ) (9 B 5
Ao WEFEHE TR B B R L T 249
T PE CBMP, DA & 24 e e 30 16 9 7 Ik S AT
BF, P CBMP (e 4tk B %30 T ~ 11 a Wil
RIS, JEmEE, EmE ERR . e EMSEE
8 KR BE HEAT Iy SV I (BT 60 J ) o WFFEXTS

FAEW =18 & G IRL B AEZ 3, X RAL T
FE PRI + A Kz T8 2% +MPA+ il 5 54 /] B FRAEVR Y 7
T TR EIZ AV T 40 (regulatory
Tcell, Treg) . MERANMLELE WELNHEA 6 Fff CBMP
TR TR, FREATEBAEAR S 60 JE N TG A UESE 1Y
SVEHER RO SO R, 3t 104 652 #4224
FANASIHr, Hh X RE4L 66 1], 16T 4H 38 il AR
ZHANAYT 40 32 35 1) 2R HE R ROV & AR R 53 51 h 12%
M 16%. 15 4] (39% ) 4;T CBMP HY3Z # i bR
MPA, JEZERH e 53 R B2 IR TT . 55 A R A
SUEHER ROVER I o, X IR LR, WRIT TR
SR, HIRYE R R E DR R
Bz T, CBMP IGYT /AT AL 20y, Jf HIBge
PEIFRAER D, W T E A2 H R — AT E . A A
MIARERTT T, AT DA KPR B 4 B G2 il
NS e

1% [ #f1 R Charite K 2% E5 [t Roemhild 55 * 4%
B T Treg 76 "B B8 AH b fe /> A B 32 410 ) 1 FH 0 92 7
I ~ 1T a SIS IRIRES:, DAEIPAL 6 AR AL B B AT A2
ARIGHEA FARKSIR Treg ( natural Treg, nTreg ) J&75 AJ
IR, BRMAS 7 d, CD4" CD25" Foxp3'
nTreg il 7 & ik 14 9 (0.5, 1.0, 2.5~3.0x 10%g) ,
Wi f 32 Ak b = R S e 4 o R PR At s 5w FRL 2R
J7 RN 48 JH . FEMIGIRFIE 22 RIS 60 AR
YU, BV 3. SRRVITAEZE USRS
2 JERTHC A ARSNE I 40~50 mL, nTreg A WA=
. 4EERIIAENE . nTreg 3 /N5 &k 1 40 2 % & PR
AR BREIFEYE, nTreg 4LFNXS BRAL 3 AE AR Y716 %
B0 100%, Wi RANZE PR IAAL, nTreg 41 11 4
2B WARERE B B — SRR (73% ) , xR
PR RS B NGy ] 4 i 7 Qe 1 7 A Lo LG5 B | RS D G 2
H nTreg i6¥7 )5, #HL T 43/, Z5fE T 40
JiL 2 25 Sl B v R T A AZ AR . AR E I, BR
nTreg W T B BAEZ H %2017, W2 ke, Ak
AP TR, SRR IR e SR A R ) 1
L H 2T 325 8 AR e R . R —4R
Treg H¢ A TT L0 I T RE RS P FNARe S DAt e g2s
e Bl EF A1 NG =D I T VAR 5% 5 OV i o N1
SR . W58 AN T Ze it — AR R e A nTreg
. HEIEMER nTreg 245 5 A 7= i A HLLYE ( good
manufacturing practice, GMP ) 4= 7= T. 7, J& R AR,
SHAEAESEA TR R B S 0 N — AR DA ™ i (i
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BPURZIRN nTreg) 48 @it A4 LAY 7T A5
SE T R
2.3

VB PE T 37 S B AT S ) S ZE AR H b
Lee %5 P Xl PR S iid 32 (1) W4k 2 )5 b AT T
MR, PLES MHC #8580 - S B8 A B A 2 &
(R SRR A2 0 8 1 MHC 4 i £ 5 1552 1 - B sk
BABHIRIT. WA TR (R 1) R IHEmE
Jiie + FIZ 5 BT + BUMAR 20 Ma Bk 25 11 (antithymocyte
globulin, ATG) + fiig Jig FEGF . fth 5 B8 5] + HH K BTk
ZH TR RPN HNAT . 1 BRI Lk e ilig
T 1440 H, HBH—id M2 S /i1 (acute kidney
injury, AKI) o 3818 9 /0 F0 B Fk i 75 o S in ik
PLEEXT WALy Rk Bk (7 2) o EJaIH
RPN ATG & (J7583) o A IR AR A
P Z & YR IR A A A, FR8E 3~20 JA.
FEHEZ TR 20970 3 B2 B, 1 B2 R s
FHT I 35 A H By e misliasy, B0 2 flEA
FUH Y BKOWREEAROCHE B . 205 % 3IRYT Y 3
A2 e R, IF B 45 F e e il a7 e ik
4~41 4 Ho seah, TERE VTR, BT 22 E
dnDSA /B BFRE N, IRRE AL AL BT 5
W - B A B E IR A A A, TRIER
P I A BT B 1005 11 TG T 4 15 S MR T o

3

3.1

HERBERMEZE LR, BEERHEZENZ
PEHEFT SO & A AL, (IR I B 1Y kA 8
o ANRUARTE SIRYT IR YL RS A TC X 507 AR
FL AR T A 325 ATG AR R B0is iR
I7 I B I & i (1 e A A L B, 146 B4R =65 2
1) A2 AW, #5652 ATG s A E RhTiss
IRIT . HEAIE P Z A LA, ATG H 2511
SRR RET (56% L 77%, P=0.01) , ffG4NHE
TR (39% I 54%, P=0.08) HI Y (35% L
51%, P=0.05) , HE#MpEE ( cytomegalovirus,
CMV ) JBY R H (6% H 32%, P<0.001) . £
ROWEE R BN, ATG 1553167 2 B XU 38 i %)
ME— 0 ST fE 6 BRI 2R [ E S B9 AU EE (‘hazard ratio,
HR) 1.71, 95% nl{5 X[ ( confidence interval, CI)
1.04~2.83, P=0.04].

3.2 CMV

CMV Tiif 25 40 & fig S i B S b 3, o ™ 5%
Wl B AE TS, EL RS2 A A A WF ST X 18 4l
CMV [lIL4E 32 # AR A7 B I RARAS #E 4T —ARIUJF (next-
generation sequencing, NGS) &, 4 {4 H BT 4E %
CMV [fiLE, JEPEA UL97/ULS4 25578 . 1 45 3
UL97 A594V 5875 (X B M 25 RS fin 5~10 4% )
14510 % e 0 T) P9 A (] B ] sk A7 7 0 R ) 28 4k
Tie L AE VAT AT AT B X PR 3R 7 R RS A T R
1491 B 9 B T 257 CMV &, Sanger ¥ 3F:
KB BT 25 %48, {H NGS {78 UL54 E756K %€
A (HHEERFMAZEBM ) 5 1 Bl
TR S P PR IA T A (R R A PR AIK
- CMV L E, Sanger I 73 = £ I 2 if 245 28 4%, {H
NGS {78 UL97 H520Q 5278 (5 B % 3 i 245 1 34
T s~10 52 ) B0 LA R, MR RLIG R
PR T CMV YL, f£4511) Sanger My v BEJCTE
For I 25 B R 2848, AT R NGS #2304, LA
TRTT AW
3.3 -

% Uk W M - 8 /R W # (Epstein-Barr virus,
EBV ) JERAH o Wk EL AL U4 A PP ( posttransplant
lymphoproliferative disease, PTLD ) AY& G &, W
f 3300 e B0 v A ABE T/ E %2, Maloney 45 P BiF 5%
EBV #H5GVE PTLD 2% EBV 41748 F iy il H 2
EBV 2L K4 402 B s, 7€ PTLD 52 & i) EBV
SEHEATEIT AR (AL SR, AT s
WEANTFIEATIRAE S ), IR LA
5 TC PTLD 22 4y B SE AR L, PTLD 3234 1
FEH4H b EBNA3C K& KA 7R B 2 R R U2 &,
154 L AE 5% (435 EBNASC I8 1) 5
PTLD ()& EA . BFE4s R BR, Xy E B2
HOUHIE PTLD oA E A LB B B2 &, Xt
EBV 25 H 7 Hr P A1 Fl T PTLD AR BIBI A -
3.4

BRI T (SARS-CoV-2) &L i) B B AE 2
B Y D S A ) R N i SR EE 2 1)
i, HEERATAE, ST IR NP0 Al g I
5 4E ], Rodriguez-Cubillo 25 P {38 T # 4 K IG )7
B A2 T H SARS-CoV-2 JEYLIMERT . %R T
2020 43 H 15 HZE 4 J1 24 HA9A 29 {]/8 Yt SARS-
CoV-2 BB AEZ#, WIHAITHEE SR CNI M
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IBITA (6 1) FIMERIGIFH (23 41) , oA
15 {91] 2 Hh At 5e 5 ) VR T R o M ZR IR . A %2
4 H MPA Al (50 ) mTOR M, 475 &
AEVRYT, HIEPUREEZYPIGYT . CNI /IMEIRYTA
34 (50% ) BT, 141 (17% ) TEHMEES; HE
RT3 6 (13%) FE1-, RARAFIREELR, H
AMEE BN HE R SO R, 5N, 4T SARS-
Co V-2 JE YA Al 15 %G A A AE 1of 72 > 2B B,
AFEF B AN FE I AT E . HIL, e
IR BT R BN AIRYT T R EA R E L. 725
BAZE T, R RGRIEMEIR A, 45 h g
FHER SO Z RIS 2k . 25 TR ZR e
Tl RE S AERF RS A B DR AR HE I S 555 TH
MIVEF , HAE SARS-CoV-2 JEYi A U2 S A 5L
AR R AR AR T RO R4 — 3L
3.5

CRERBEARIEZINT TR A T e
FOCHEE, R AZ R B WS N, TR R
AL, BRSSP S S
PE N B ARG RE R A ORI 47 IR R R (18
PR 8 B A B B i e A S AR R . B aE T EUE A
Wz ) (LUTRiFRER ) 424t T EESHE#IL ™,
TERATRIA, B RS S A B AR KU, ]
X ARSI HEA T TR o Rt B AT JS SR i il 3R] i
WY, 230 RE B ) SO 2, R, AERS
AT SR 5EBE M. b, HIER'ERMZH
IR PE RV REATG , TR S BE LB . 8 D) ko A T
AR R T AR WA, R RS [ e e i 22
514> ( Advisory Committee on Immunization Practices,
ACIP) fERHEME R, FRRE R T ERE (0
) PERIHEERD . AR A S AN i B AR [ 7
TAUEHEFE, REZBBHE T LA T BEARE 3~6 4
A, BORITHERR RN G 4552 B R . WRAEAT
R T (i) , BMEERMEA)S 3 1~ H
W, N5 RS2 H R . REBOKIE LT ] %
SRR, WA W HE R BN AR o R T g
5B A Bt HLA HUIRR) & AT O¢, {H 5 X Lo iR
AJEDSA, —MEARE)RICK, HEHMEA G E T
AHERA Y TG RER , QRRE - AR AR - W2 =00
( measles-mumps-rubella vaccine, MMR ) | 7KJGHETH |
RGBT 45, DR TE S ol 15
O N AR BRI A KRS o X T B AR AR R A

oo MR LE, AJRHER MMR 8K 22 8 Y
IRZFATBR . FRAEAS N MMR MBS, RS
1 AR 1Y LT 27 S L Ry 419%0~62% , - 1¥ TG K J 1l i
PRBIRHIESE o B R A J5 N /K 28 B R IS v
HHINNBHIEE] (81 H 2 6 4F ) X %4,
SZE RN B RAK AL AE , B % AT AT
G ABPCHRE 1 RS2 E 1M E e s B A
ROKSZHFE PRI TE, Horp 1 BPRE M MR i
Wi, LMK, (HEBRAS RS
PEvE — AR T TR

4

ARSETNER: 2 B NERA e AR TR VT S
W 22, O RSN AR RS R A HE R OB, B
25| B v, Krishnamoorthy 28 P 38 1 4%
BPURZ R T 41 ( chimeric antigen receptor T-cell,
CAR-T) IBY7 3 ISR EHReA CLONERSAE 1 41, '
AE 1], REBCERAE 1 10]) J5IF MG YE PTLD,
WA R BoR, 3 B2 # BB T E A RO,
AR A T REIER B AE SR80 A0 M AH DAl 22
ZEAIELL K AKL (RRZ B IERAIRYTY ) o AFRFEIA
N, HET CAR-T i&I7 PTLD %% & Ay Gy 41 il 70 ¢
T IeEl, I, Ak BT SR E
CAR-T FHOCHEEVERY BB T 32 YT AL

5

5.1 DNA

At 2 ke VPR 4T 9 i BS DNA ( donor-derived cell-
free DNA, dd-cfDNA ) J&—Fh I VIR AT B 451473
FHEF SN A WhRaEd . Stites 55 PO A58 451
L], EKEAY dd-cfDNA mJ#75 & 2 TCMR 1A Fi
i S VL 1) 52 5 AEAE RS AR A0 05 1 1o XU, o 12230
WFFEIEAL TR H LR 11 ATy 79 B2k TCMR
1A 5% B HE R RN 32 3 0 I R 45 5L, 42 i 32 %
dd-cfDNA Tt 7K, 37 BIFE{K. dd-cfDNA /KT
TR BLIGPRZS 5L, dd-cfDNA K F-THE# 5 dd-cfDNA
HOFREARA tedg, Bfivs 6 1~ H F-3 eGFR T B L7 3
% (8.5% It 0, P=0.004) ; dnDSA &% T+ (40.0%
6 2.7%, P<0.001) ; A KEUHRFELHEF RN & A He
Jin (21.4% b 0, P=0.003) . 7&K, dd-cfDNA
HfE W E Sl Banff 20 28R #h7E,  FF XIS K rhoifh e 1Y)
TCMR 1A Sl AR RN 132 & TR v 2, B



- 162-

12

B RFIMIE, Oellerich 25 BV BFFE 575 1L 2K Hh Y
dd-cfDNA & 5 #¢ dd-cfDNA BH Pk F A3 52 b & X,
5T 189 Bl BAE AT 1 4E L A2 F A TRl U
FETE AR SE A HER SO 32 # T, dd-cfDNA € it [y
MBS TEEZ H 1Y 3.3 4%, dd-ofDNA FHPER K
HOT BN AR SFRE Z B 1) 2.0 fi5 . Ak B /INEIRSE

(‘acute tubular necrosis, ATN ) S51GKESZATHEF
R AEE SR . BFFT I dd-cfDNA RIS 7840 1
G ZE A B WG RS AE 45405 dd-cfDNA 2 it
[t dd-cfDNA FHM R TR X R RN 32 %, JFA I
TrBE AN B (G G
5.2 B

U AR, (R R PRI B A S S

THE HLA URIERIE . 78 W58 0 fosr Jr i ik
FE A 2 R ET L FE 544 HLA $ifk (DSA) |
HEE R EIC I B 45 HLA $iik (DSA-M)
KI5 AMR B9 6 & P R Luminex #4T JFUER 1
R, e 3 ANEFRLE (CBBAARRT, BHARS 6. 124
A ) RAE M ASNE M AAZ AN . AT R B,
20 % H B ATA 35 AR DSA, Hr o 4l
ZF(45% K F] DSA-M, 35 X DSA H4 10 ( 29% )
¥ 1) 1) DSA-M., DSA 4 7 DSA-M 4H [ MFI H {i}
Bm T A 4G I DSA-M 4 (5877 1L 1476) , 6 1
AMR FIK MFI (<3 000) /i) DSA sZ# A 3 i3
DSA-M. G&Ii 5, BB A AT DSA A Jf DSA-M
R (W) K AMR &4 R E, HMiE R
hEAR B . TR 17 03238 B RS AE AR S DSA Zr#frth,
DSA FFEEA71E 52 H ARG DSA-M 1Y % 4= %5 T DSA
eFrgititesz# (50% b 13% ) . L, WEEih
DSA-M ] 732 H RATER 732, V5 DSA 73 Hr kb

FERYHT TR
53 HLA

DSA X AMR MR A E KIS REBHES, H
IE HLA HTARRVE ARG . AWFEGE 1T 13 FhE
FRATAE HLA $i b H5 AMR HE 2R IR
BRI R B MU 2017 4F Banff FRifEsrS, AT
FOMA AMR AR B B3z (203 41) Al
PERCHYJC AMR ZHEU# R LAY E A2 (219 1))
R Z H AL Bk il 22 FlE HLA fifk. 7RfE
A AR, (BT Rho &1 ZBERA A 254 551
2 (‘anti-Rho guanosine diphosphate dissociation inhibitor
2, ARHGDIB) #it & ( 4 % i MFI=1000) /2 5

B LM R B LM B E 51 (HR 2.7,
95% CI1.3~5.4, P=0.007) . DSA it ARHGDIB $it
I BHEE (5% MFI=1 000 ) 114952 % B AH 2 UK
& 14N 19.5 1% (95%CI 6.0~63.9, P<0.000 1) , fY
DSA BHM: 1) 32 35 4 2% WO S 38 4.4 4% (95%CI
2.4~8.2, P<0.0001) , {{#i ARHGDIB HiikFHM: (4
FEH) MFI=2 000 ) 11432 5 5% A8 % TOXURS: 385 4.1 4%
(95%CI 1.4~11.7, P=0.009) . AMR Z42E M5
ARHGDIB A B P &35 8 i AH 3¢, B A8 2K W5 bt
ARHGDIB & TCAH G . BAEARTHT ARHGDIB it
TRFETEXS DSA £ AMR 2041 £ 32 H ALY
Ry KA S0, IS b i oAl AR HLA Hidk,
ISP SRR T 1 BZIRWPiE, ~AS5ER0
2, WARREMRETC DSA B AMR ZHZ122 3R 8
5.4

PRSI TCAN . il A, IFResh &2
PEHER RV, fERS MG R LA B R X, Yang % Y
BT 6 PR DNA . 3 1 BRI A= D ds 59 [ 21
Jits 7% % DNA (cell-free DNA, c¢fDNA) . H 3 1k
cfDNA, REREN . SEH. RILEF CXC ik
P Ffitf& 10 ( CXC chemokine ligand 10, CXCL10) ]
HATIRIREE G VEST o PRIREE G VRIS I S EHE T b
By 3Z i # TAEFRMIE (receiver operating characteristic,
ROC ) HiZknyzk N fY (area under curve, AUC)
9099, FRAEEFIRE S B 3 A 0.952 F10.959, H
PR ER A V43 T 2P HE e B g & A 7E il i LI o+
TR
55

40 2R 9% 5 (torque teno virus, TTV ) & —Fhfig
[7] B TP A SRR R R s I XU 9 2E b s, X
A HA R S AR BUR R R A TR
TTV 59K B AEZ 5 1 e i 2 B A OC —
TG B MR I 90K TTV a2 20 01 T R A HE
o7 IR G () AR 20 J2 B, 386 ' B A2 R R
12 H Wz 3K TTV & W, TTV e AR
JE3 M HARKRENEE, 2B TRE. RF1AE,
FE T K12 W B HE R RO R A ST, AT
ARG 3NHIEH TTV ik, TTV 8 56 5o K
1R, HEJF O & AR 22%[ HE G (odds ratio,
OR) 0.78, P=0.027], {H/EYR [T+ 11% (OR 1.11,
P<0.001) . TTV &7 B2 Wi w ROV AT 14 d
YL R AT 27 d AR R EARRTIN . AT EE K TTV 2
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1 x 10°~1 x 10° copies/mL 5& X Ay i KPR B sy HE T+
J 7 FHRR G AU 1) e & Y e . ISy, T Ja 8l—
A AR ES, A TTV 2k T8 5 oy 41 il 8 48 Xt
TR B A 2 0 RS AHE R SO A 3

6

6.1

K B NE R & A 5 F5 %0 (kidney donor profile
index, KDPI) A B REAH NS 53k %5, A 5 THLAF
HAEMASFH ., —IRAGE YR, 7E3EESEE
it —2F KDPI>85% it 5 # & 5, (HixX At vl ek
e PRBEAE (B AR A7 B 5 KDPL B B A 1Y
TEAE AU B 132 5 A A R L, Rt vt
A2 B UIREIRASHEATIEAL o 2T T 4B i BAF
FL45 2005 45 2 2014 4452 32 35 A 19 N R B
FEES, AR Kamofsky PEREIE /3 ( Karnofsky
performance score, KPS) (10~40 43, 50~70 43 Al
80~100 43 ) [ ot it i) i AT A RS A A5 2R . Y
KDPI 4 0~99% I, KPS 10~40 435 #H1 % # o fr
AT ) =438 4R, 11135 B B8 3 () LA AE B ]
3.21 4F; KPS=50 43 iF, 8 i 835 i o0 A= A7 1F ] oy
5.824F, BRAEZE N 6.60 4F; FE KDPI<100% i,
B A AP TR =7.83 4, KU 38 Bir
W], KDPI N 81%~99% i, 3 5 # A L& M4k 25
Ko Motter &5 PP 43 HiAs 52 B R E M R 5 (Registry
of Transplant Recipients, SRTR ) 2009 4 % 2018 4F
149 976 1|43 =5 KDPI it 5 B B Hl 52 2 e kL, 45
R, Y BERE S KDPI AL AT LL46 i RS AE A5 157 o) 1]
IR H R, 45 KDPLEE 5, 45% iy
HILARAFREM, 21% FET-, 20% W bRGRE40 5L,
14% J9RIESERE . =5 KDPI LB B BAA A VR E I BE T
RS, HAE A7 3R 45 B F KDPI 93 fl . #:3% KDPI
809%~95% WIML'E , A A7 3l 4 $2 & 27%, $%32 KDPI
96%~100% HIHEF, AAFaktidm 17%.
6.2 AKI

AKI {5 J& 75 52 W 7 # B /57 Sonnenberg
25 OV FH 2% B AR BUR B8 41 M 4% ( Organ Procurement
and Transplantation Network, OPTN ) it ' % 4i /2 %
B, B 7 660 Bl KA AKT LR (AKIT 3 114
332%) o WERAER IR, SIEFALE, AKIAEE
BB E ARG 3 FNBHE S R LA CRIAR
KBS ) HEARTE (15.5% 6 15.1%, P=02) . 253K

B, AKI LB B RS AR A7 5 RS A B R D) R A 2
A7 Ft v (HR 1.05, 95%CI 1.01~1.09) ; AKI it
BB Z A 12 4 H 173 eGFR (HEAR, H2E5TC
Giiterm X, RSS2 AR . PR 25 R
G A AKI LB A7 B T 45 B R FEE R A SRR T RS
LY IE]
6.3

¥ 52 & 4 0 IR FE T %% B 48 #k (donation after
cardiac death, DCD ) fIL'5 /2 70 53R AL | g it
J ) EERAR . Yu 55 B 4T SRTR £/ 2010 4F
2 2018 4 92 081 4] 5 B A 25 17 & 6 52 A4 4 4F
=50 % 1)£4 DCD il 10 e Filfm . 45 R R,
PEA A2 AR RS 1. 20 5 ARAARR 5N
94% . 95% . 87% [t 92% . 70% Lt 82% ( P<0.001 )
TEAE 4 % 4F DCD it 5 (1) 88 464 (il %5 F v, HA
28% T34 3.7 4R J5 A% R 2 4F DCD 15 . 78
i 4 DCD U 6 4F )5, 8% MR H AT 51T,
23% WSS CAAET . B2 24 DCD HE ik 5t
KT 41%.
6.4

% & & A& ML A 1 (hypothermic oxygenated
machine perfusion, HOMP ) J& 75 2 3% S R FE T J5 7
A BF 5T 3 B AR I AL M 7 (hypothermic machine
perfusion, HMP ) W] 23 i JET- %% #8 #k ( donation
after brain death, DBD ) It ' #4810 KB A AT
1, (B DCD B MIBA BGE N, HMP 1254047
FEE—SE48 . Jochmans 25 " HRAEAE R 19 A FEHH
DT RERIRENL . BUE . VCHECAY TG RIS, 43#r
HOMP & 75 if LI B BAR A2 # 1T o HEEORIET
fEW =50 % 19 DCD it ¥, 2 AN s S 2 A
2 # o, 3947 HOMP {#£4F (HOMP 41 ) Al
HMP 77 (HMP 41 ) . 455 /R, 5 HMP 4iH#,
HOMP 4132 # A J5 /I KAE & B R TR (16% L
11%, P=0.032) , WAHABMY R RAEFIE, 2
SAGIFE X (P=0.028) . W5 &EINN, HEER
JH HOMP R #7J2& % 4=, 5 HMP A [k, HOMP 7]
Wl DA S5 I AR FIRS A R DI 2 AU
6.5

BTG T 6 7 A AR AR L R R A S
BABEREENME, (05875 38 2o 7 7 s s A
B A I - P AR 0 TE A . 2 iR LA 20

( multipotent adult progenitor cell, MAPC ) H A 5%
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RO IZEVE TR, AT e R PR b s/ B . - PR
Wit A B FEHE 5 X5 Ik B [R] s A R TR AL A
7 h )5, BEHLSNEZE MAPC JAYT A AT IR 2, B
FEVR . RIS R REAS AT LA ¥, 255
/N, MAPCIRTHBE ARG RIS 2 (P=0.009) ,
B 5 473 A 5 2B b i v PR 4 B S A G g T
iz # i F (neutrophil gelatinase-associated lipocalin,
NGAL) # ik F [ (P=0.012) , IL-1p % i5 N #
(P=0.050 ), TL-10 &35 L3R ( P<0.047 ), M5[EfE -2,3- XL
Jin% & (indoleamine-2,3-dioxygenase, IDO) ik I
P& (P=0.050) ; 87 3 5% 7 B Jo R0 SO ok ol 75
W (P=0.019 F1 P=0.001) ; H{LBIRIZE R BIR,
MAPC &7 20 PR 20 i S5 45 8/ (P<0.001) 5
PEPENCAE R R, TR UABIRE 32 Ao VB U a5 0 961 ] i
APmcit i MAPC, IZAT5E 8 ORI IR LAGHE T
RS A B A T A IYAYT . MAPC RIS I RS,
JRy, IR A AT T AR AR R g E B T
N AT NS

7

7.1

B B A R S JR kT B /N BR A 4L (focal
segmental glomerulosclerosis, FSGS ) & & /& & . #
P B BB R, (R . I AR+
B DA B IR T B A AT AN T 4 . Uffing 45 ™ il T
—IOEE . 2l EFRBAIIRRSGE, XF 2005 4F &
2015 AFE M B AR 32 5 64T T A, IS W HRR &
FSGS, JFicA kM. RS m . A7 ikt
fhfER N & FFEAE R R, 11 742 BB A2 E T,
176 il i % ¥ FSGS 52 H M A5 57 41 (32% )
FSGS B %, Hr39% W28 11 5 AE N R Ok
1. Cox [MIA5#r /s, FSGS B k2 HBIE K%
FRAE I B XS (HR 4.80, 95%CI 2.85~12.16,
P<0.001) ; Cox [lHAHT 7, J5 A A AR I 1Y 4F
6 % N A a e = R A I R s
B WARIT L (81%) |, 57% K932 & 4 uk
TGN, I BB BTGB A TG . I A4S
REW, 32% 1) FSGS BHESTETBAAARERE &, I
HESERAE ZRABEHIN 5 5%, 1697 R 5K
SRR, AR P28 2 AT R .
7.2

JEE B G ( membranous nephropathy, MN) 25

ARG — P D UL IE R AE, 1T 53 R 52 &R
KMEMN, BAHART MN BIGR  5 ELA G g i 14 27
FEAE LR & AN K M MIN 22 )l 22 53 1 R T 28
Batal % " it T MN #3# HLA 43 801 [l Fp 2022 5
BAEA G MN B 5. BRI AR A 6 R 5 A4
B2y 77 BB BAE ARG MN 3238 (27 6l k1,
50 BiI5E k), [FIEHEBCR H 3 MN &2 & 1) 'S Rl
ZENERNIE LS EA (436)) . 458 8R, 58
KM MN HE, B & TE MN %8 AMR & A4 RE05,
YA % 4%, HLA-DQ2 1 HLA-DR17 154 &k
PE MN 52 & P8 & Pk MN Z 5 5 5% 0L, H5K
SRRl 1E 93 Bl MN BRI Z &, 24
AR . HLA-A3. JOWE R TR e e il Jy 58 A
B R HE MN 2 R a2 . il
RN M MN AT REAR SRR Rl e, & 1
MN 55 (A [FIBh G e FIAR AP PR 25 J A G, B R PE MN
AAE 5% EFWBA . HLA-A3 B, TobE R i
GBI 7 S AL B RS A G AR R A K

8

BRI H bR R 32 35 A 00 e M 5%
BRI . SPEMEI ORI R AR & 2
H A Hiramitsu 25 " % 648 7% AL 5 A 52 4 1 %%
BIEAT 00T, 455 8%, 84 47747 dnDSA, FAN
o M2 N E oM R, CNIER & dnDSA 7=
RGN % (HR 6.374, P<0.001) , i dnDSA &
KA AMR SGE A B IHAATE B2 N R . s
TR e IMESRIRYT e B AT 52 3 A5 B i w3
W, H R B S S A S . AR T T
B RS 2 R 5 e A 5 e /M D 38X U 5%
M Y51 BRI g A 341 B B BRI 2 &, 4 R b i s
i1 B 2 N AP & ek R B Vo s | E [ PR 5
GRS R BN, ShRUESEID 4
PoAsE, TR B e I SR el e 2 52 35 TC T AR A A
AL, PRERVI GRS TARE 1 4R
ANRRNEAR, T B FoR B 28, B
TSGR, TR UM

BB BB R MR RE A T A 2 KRR, i
AR T Z R R e S . A BFIOR 105 BRI G
ol . R A . Foaefee . Rg 3 H
HBELAY R R R ARy Sl M, SR R,
SR R Z A W, R 2 R R S
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24 A WIS, HEIRER 22, MBI g
PERAE L Z o (8B RARZ & KRR BRI P 3R
ortreh, 2RI TR R . A FSERIE,
FEAH B 2 AN 2 [ b S AR e e R R 7 A6 B
ARHLEAER, MARIEFRR | OIEDoR . 10
KL G BTSSR B RN R,
A RE B A AR R R e B PR S B
TR, b B /N (8] B 475 (4 g it
JEFN AR R R U R B R . VS 2R
V8] BT AE AL AN /D ERREAL A 1 B B R AR, 2
UE S FAR e ML A 2 N Bl e . B/ IMEZE A
V1B 21 A AR P G P AR S P B2 B, ]
P NEIE Y FTpuR ik a2 S T b e e g VR AL IR S
BOLARIIRE W AR g R Nk R, 8k
ML T . RAERLFLElL, AURELEE /MR, Wk
AR/ NVE TR, AR F R — 2. %
B RGN R T X HEE R . ZEHER,
AR, X8R 2 AT LU AR Gl 2 RN e 11

9
B e S A BAR FL bR, TS AT
REIEFEM PR AL Rl 248 B R AESUR. Denic

5 USRS AL B S AR A B TR S T ok
TN RS A ) R DR AE b e . DRI, B
HI 1Y Banff ¥ R G0 AGE TN Y RS,
AE T B SR AT R A I R . WP
fift H— & 22 WAL BE S0 ( computer-
assisted morphometric, CAM ) R %t, X570
I A A SR R R A T PE o TR AR ) e 1) WIS
XA SZ A WE TR IR, JEEARSS 5 AEHE T
MG Z54 7R, Banff Fl CAM AR LB T 5HAEY)
TRACHEMERAE (VB INERYN . /INBlikiZs W]
AR R R Y 3 ) o (HEET CAM B SR RS 4l
Yy 2R BCR LT Banff 3753 (¢ 75 %2 0.754 1t 0.705,
P<0.001) , TEFMENEE/NRBRHITERLH, CAM A
RUBE TN B8 Z R AW 5 0¢ (L6648 I 78 TN R IR
) (c 38 %L 0.738 Lk 0.661, P<0.001) . #f 5% &Ik
. A5G S AERSAE T TR ARG, T CAM AUREAY L
Banff P¥-7 BT RE TN AL AR 19 22k, JF Al RE & JE N
F R AR IR I 1 A AR B . Reeve 5 U I LT
TR 2] 118 35 DR 3 35 8 DA B AL B 0% A e B g Y
48, W1 RMBI2K R4 ( molecular microscope

diagnostic system, MMDx ) , &1 A [E 43888 ik
5 BB —BL AR > 73 2 g R AL fk MMDx 12
PERPERRR S R, JFIFY B st 5B R s R
M —Etk, ZREKY], G E RIS R i
YRR 28 48 SRR ELIARERSE . S HLas 7~ SOk
TN — 2, AL REZFMRAN—2E (F
BEAERAREE ) 2970 93%, HHET “HEALARAR” 1A Bh
BB, TERZENENT, Kb LRKZIE, b
LR G HNEBREZ IR 2E R, #HEE TR W
1L

10

10.1

% A8 ¥ Dy Re 4t 3R YK &2 ( delayed graft function,
DGF ) 1) [ 33 2 B A% Ml AR % 7o it o 0 0, H
HIT 1 Gk = 7 1F B B R AR J5 DGF & A 14 800
Danobeitia 25 " 7£ R sHRIT 30 T AMARH
HEAE H TR DGF 2k 35 B M ) A7 16 s R . 9 LS
B s 235 SINAET: 20 h )5, FRBUE BEIE 20 578 4=
PRERKTEF W . C1 BaBEIIHIFR ( C1 esterase inhibitor,
CUINH ) + i 2 8l 78 W AT 28 90 3 v h 2 DR A7
43~48 h, J5HF 15 DERES RS ALY 15 Nz ik, 45
SRR I 2 R K HE T L 32 IR 1Y) DGF &%
67% (4/6 ) , $3Z 2 PR AL 2R 1) DGF A&
FH100% (3/3) , HZ CUINH+ JFE a0t 2
B DGE & 4% 50 (0/6) (P=0.008) ., CIINH+
JF R Z R DIRE R4, C5b-9. NGAL. IL-6
FEEIRSE 7 (tumor necrosis factor, TNF) -a 7K
SRR IZIF A A AR RS A R
10.2

ENJE Ganpule %5 PY GH T LR A4l BB B4 1)
ol 285 /TS PEICEE 2014 4F 12 A & 2019 4R
2 F 26 BIMLER NGl Bl B oAt 2 5 O GERE, IFaE TRt
HRz Bt R ] 2.8 4F, et S5 AN H . R 1d.3d.7d.
30d. 64 H . 1 AR AR 1 I VE LB AKSF 2300 R
301, 212, 159, 124, 106, 106, 150 pmol/L. &K J5
K& DGF, BAHYIAEEIFE 1.8~55.0 ™ . BHA
Ji Ldy VA AR ARRE B/ ekt % ( glomerular
filtration rate, GFR) & 24, 53. 64 mL/min, 2 i &
TR R REALEG | BIRSAR B i, R E RS S
ZHRIRE S, | BGIVE G R R AE 5 3R
Wil 3 BIARJEIFAEMR | fIBAY F R TR, R
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