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Cr : 1.0 mg/dl Tl
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X-14 FE FIF—& LEREBY F

X 4F HD FFEA

[#1 % = B #] CyA (Cyclosporine A) 125
mg/day, MMF (Mycophenolate mofetil) 500 mg/day.,
PSL (Prednisolone) 5 mg/day

<FF—>665%, &M (FE) ARRL (+)
[BEFEEE] 2 FREfRIp, fkNER
[HEERE] 3 M (F_THrEYR)
[EmEE] &0 (3 8 H o5r EOIREE)

<M A A > (BT
[7azx~vF]
CDC-T cell : negative, B cell : negative
FCXM-T cell: negative, B cell : positive (45.6, cut-off
<2.0)

[HLA $ifimts]
Flow PRA-class I: negative, class II: positive
Single antigen—class I: positive, class II: positive
DSA: DQ7 (nMFI: normalized Mean Fluorescence
Intensity = 23,230)
CREG (Cross-reactive Group) : —
Non-DSA : A43(5858), Cw17(3340), A29(1174), DQ2
(21035) , DQ4(20674)

<R EE > (B1)
IVIG #4% 5% 140 g (%93 g/kg:30g x 410, 20g X 1

E))

)Y & <7 500mg (300 mg, 200mg @ 2 [al)
MAE%SHE x 4 (DFPP : Double filtration plasmapheresis
x 3[al, PEX x 1[al)

MORIERIHIEEE, Rt 6 AL D Ay =2 - Yl
EEAT 7O ARY Y CyA» Sy rual) A TAC
(Tacrolimus)-ER (Extended Release) 128, I 37 =
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PSL % 10 mg (2¥ig, NV ) F I~ 7idfirh H, ik 4
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(BN %)
[HLA fuffii]
Flow PRA-class I: negative, class II : positive
Single antigen—class I: positive, class II: positive
DSA : DQ7 (nMFI = 20,785)
CREG : —
Non-DSA : A43(4601), Cwl17(3738), A29(1488), DQ2
(18093), DQ4 (15845), DR4(869), DP23(862), DP19
(828), DP13(792)
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512 TP, PODI8 IZaBBE & % o 720 & D%, MHEMRE
TEDBMER BRI S 2 b D0 (HEEFZY A X
22 cc, FHIFGHHFRIR 100 ml |2 THOERIEES 2

1000 mg
TAC o
target trough | (HA#%) \\ 3 i K
2000 mg
vvr @R £ 500 mg |
—
[ 0 500-60
PSL (R%%) ) ) 5mg | m9 mg
Rituximab Rituximab
300mg/body 200mg/body Basiliximab
20mg/body

TIT

ﬂ

|

day-42 day-21

IVIG #83% 5=

140 g (= 3 g/kg) |

VG 30g/B] |

| IvVIG 209 |

Bt Bl e GES 1)
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MMF

PSL 10 mg 7.5 mg

<KFF—=>725%, B () AB® Rh (+)
[BEARE] wSIEhE, FEE R AE
[ EE] 7 L

<M AR > (BRI
[7azx~vF]
CDC-T cell: negative, B cell : negative
FCXM-T cell: negative (false negative ® W HE:), B
cell : positive

(HLA Fufstit]
Flow PRA-class I: negative, class Il : positive
Single antigen—class I: positive, class II: positive
DSA (nMFD) : Cw4(615), Cwl2(1,501),
DR15(1,746), DR51(4,899), DQS8(747)
CREG: +
Non-DSA: A36, B61, Cw7, DR10, DQY9, DRI6, etc..
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TRHETLR 19 0 THIR & 780, ik, #h 12 CrfHiX
KT L7z0 PODS IZEIE L 724 IRIEE I L CTid 7 v 7
O U VG T, DERoFEIEREZ < PODI8 128
Feo BAE 1% -4 C Cr 1.43mg/dl (nadir 0.94 mg/dl)
FTERL (R4, 5, =¥V — FEAEBRTIE 2018
Banff category 1: nonspecific changes [g0, tl, i0,
i-IFTAO, ti0, v0, ptcO, C4d0, SV40 St (—)],
HLA itk 2 7 1) — = > 784 TI, FlowPRA®- class
I-1I & 412 negative T, S 2 HtfR A O L (DSA)

RO Loz ZDHK, Crflid 1.3 mg/dl §5 THR
LTwa,
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TAC
target trough
MMF
PSL
Rituximab Rituximab
300mg/body 200mg/body Besllidirnels
\ \ 20mg/body
day-42 day-28 day-21 day-14 day-7 ﬁ day0 day4
IVIG #5858
1409 (= 3 g/kg) | ™G 30g/m | | VG 20g |
=3 ArRiblE ERE GER 2)
TAC
target trough
MMF
7
[ 73900l 250 mg/day |
6
5
Cr 4
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2
1 Tx 2 ° . °
3 B
0 iz
1 1 3 5 7 9 11 13 15 17 19 (B)
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(Cwl2-DSA 1,501) T&» b, FCXM-T cell iZAEED
WHEMEDRIE S LT 7228, BUEIE% 1 Flow PRA 12T
classI - II & b IZBEMETHUREAE DT R A2 FBD %o 72,

2018 AF I BRI T IERHRAE L 0 DSA Ptk AR B A Al
D) A7 @R E N B RO 7O b a— v Ty
M AIZOWTOHREDH LT (F1),
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CDCXM-T cell BpEA% 2 61, FCXM-T cell Byt 3 61,
FCXM-B cell B2 10 Bl FF 15 61¢, nMFI 20,000
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1 i T
0 -
Tx 1 2 3 4 5 6 7 flie
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b LT 2H
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Eculizumab'® % Bortezomib'” @ H 2D T DA
bH Do

F 72, BRERIZEA S NLAPUA de novo DSA JEFI O
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DSA-POSITIVE HIGH RISK KIDNEY TRANSPLANTATION

SHINGO NISHIMURA, MOTOO ARAKI, TAKANORI SEKITO, ICHIRO TSUBO],
KASUMI YOSHINAGA, SHOGO WATARI, YUKI MARUYAMA, YOSUKE MITSUI,
RISA KUBOTA, TAKUYA SADAHIRA, TAKEHIRO IWATA, ATSUSHI TAKAMOTO,
TOMOKO SAKO, KOHETI EDAMURA, KOICHIRO WADA, YASUYUKI KOBAY ASHI,
TOYOHIKO WATANABE ano YASUTOMO NASU

Department of Urology, Okayama University Graduate School of Medicine,
Dentistry and Pharmaceutical Sciences, Okayama, Japan

Abstract :

Kidney transplantation is the ideal treatment for end-stage renal disease as renal replacement therapy.
Graft survival rate at 5 years is about 97% for living donor kidney transplantation and about 93% for
deceased donor kidney transplantation, and high-risk transplantations positive for donor—specific antibody
(DSA) are being actively performed. Since December 2019, high-dose intravenous immunoglobulin
therapy (Intravenous Immunoglobulins : IVIG) has been covered by insurance as preoperative desensitiza-
tion in cases of DSA-positive kidney transplantation. There have been many reports on the effectiveness
of IVIG therapy overseas and it can be a game changer in Japan too.

We herein bibliographically examine the usefulness of IVIG for DSA-positive patients who underwent
preoperative IVIG therapy in our department.

Case 1 is a 69-year—-old man with a tertiary transplant. Due to renal failure of unknown primary disease,
deceased donor transplantation was performed in a foreign country, but hyperacute rejection was observed
during the operation, and the transplanted kidney was immediately removed, and a second kidney was then
transplanted. Approximately 12 years after the transplant, the patient was introduced to our department.
Approximately 20 years after transplantation, graft loss was diagnosed, and blood group ABO-minor
mismatch living donor kidney transplantation of type A (Rh +) to AB (Rh +) was considered, with his wife as
the donor. CDCXM was negative for both T and B cells, FCXM was T cell (—), B cell (+), and anti HLA-DQ
antibody was strongly positive for Single antigen Flow PRA (nMFI = 23,230). In addition to TAC and PSL,
MMF was resumed 6 weeks prior to surgery, and a total of 500 mg of rituximab was administered 3 weeks
and 1 week before surgery. Plasma exchange was performed 3 times with DFPP and 1 time with PEX. A
total of 5 times, starting from 16 days prior to surgery, a total of 140 g of IVIG was administered and
transplantation was performed.

Case 2 is a 71-year-old woman. Due to renal failure caused by IgA nephropathy, the patient consulted
our department before induction of HD. ABO blood group-compatible living—donor kidney transplantation
of type AB (Rh +) to AB (Rh +) was considered, with her husband as the donor. Her reproductive history
entailed three pregnancies and births. CDCXM was negative for both T and B cells, FCXM was T cell (—),
B cell (+), and anti HLA-C, DR, and DQ antibody was strongly positive for Single antigen Flow PRA (MFI ="~
5,000). For immunosuppressive therapy, TAC, MMF and PSL were administered. For preoperative
desensitization, a total 500 mg of rituximab was administered 3 weeks and 1 week before surgery Plasma
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exchange was performed 3 times with DFPP and 1 time with PEX. A total of 5 times, starting from 16 days
prior to surgery, a total of 140 g of IVIG was administered and transplantation was performed.

Both cases have progressed well with good renal function without experiencing rejection even once after

the surgery. (Nishinihon J. Urol. 83 : 152-160, 2021)

key words : donor-specific antibody (DSA)-positive kidney transplantation, preoperative desensitization,
high-dose intravenous immunoglobulin therapy IVIG




