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2017 412 A5 2020 4 12 A £ T2 18 Mgk & 0 136 BlAsEER S 7z, &I daratumumab (DARA) 3¢ 5-&
M, isatuximab (ISA) #5613 A7z 116 1 (85%) THHIIZHL CD38 Pkt 5 D1 HASER AN 2> & B ifiL 5 ]
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B L C b RO BUS 258 S CTw 57, Bt CD38 difk
W2 X BPLEES 2R X5 HEO—D2E LT, ¥V
F4 bl A b=V (DTT) % M7z RIMERLEL2SE %)
& &N, ARIBCIEH AN - HfgiE#FEFS LD Pt CD
38 YL GHIC BT HARIMERD DTT LB 70 b a2 —
VTR ENTWABY. Chapuy H71% 25 figk 2Pt CD
38 PufkPe GBI OB R % B LG L& 25, 24
Jitiak CARIMERASED DTT WL X ) $T CD38 Hifkic &
BABBIPUERR 7 1) — = > 7 OPLEE UGS L7
—75, Vooght Y04 Tid, DTT MLBEIC X 0 JRIfER
AEML L7260, @A MOHEMmIC T HEL R L6, Bt
CD38 #4512 2 THMDIREA K, FOFHI25Hh
&Nz ARFBT DL CD38 Pk GBI I3\ Chii) 7
AR A % 173 % R C, BUEOBREFIHOME M %
WL, HTLILEEETHS.

EINT b Pt CD38 Hifhix 5 o< RBC Ofit
ARENCBE T 213D 575, DEBIRHE %D 5
DIEMFLT, LNV DLk 2L FAT 58 0 5
FHE I Twiwvw, F22T, AIFI2BIT 5L CD3S
U 5490 0 A TRYZEN 2 i A A TFNE % V23 %
72O DGR VERS 5 720, $L CD3S Hitkfe 5Bz B 1)
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DIEWILA I L CE s L mMpse 2 i L, AFIZ
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B &

L FE MR 12 B\ T, 2017 4F 12 H A5 2020 4E 12
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Table 1 Characteristics of patients.
Sex Male 61
Female 75
Age Mean =SD 67+10
Median (range) 68 (39-88)
History of blood transfusion Yes 97
No 34
Unknown 5
Staging of Multiple Myeloma
Durie-Salmon staging system I 17
I 35
IIT 74
Unknown 10
International staging system I 32
11 63
I 37
Unknown 4
Type of M-protein IgG 65
IgA 39
BJP 26
IgG+BJP 3
IgA +BJP 2
IgG+1IgE 1
Treatment phase Initial 9
Relapse, refractory 127
Type of anti-CD38 Daratumumab 136
Isatuximab 0

I MM (23t LTt CD38 Btk & 4% 5- L 7= 136 Bl AvE Fk
BNz 20D BLIBFNIMMICHT A WEIDEETDARA
A G- & N7z 127 BNEALHE i A A 55 D 1
#4719 bFMETHBEEDO MM L 3B, DARA
MG &SNz S OFAETIE ISA 235 L2637k
oz, BEOUR, i, WIE, MM o558,
M EH DR % Table 1 12K,

1. ERERMID 5 BMERPIN DIERITE

BRI 20> & BT P R O Pt CD38 Pk 5- 125
LIEMEAET 5T L LT, "kl 5 87 B (64%)
A b % L, F M, BN A — VI X B3 9 B1(7%),
B D@ X B EHIA 5 9B1(7%), iR 4 —
¥ =129t CD3B P dx 51235 a3 X &~ M2 FCi#K : 5
B (3%), WIMEEFA & v 7 & O CREHtA : 3
Bl (2%) Thotz. 206 (15%) T, HElHRAE
HIZHT CD38 Hifk D4 512 B3 2 T Hidset S e dr o
7z (Fig. 1). FHi O HIRMA R h - 724T T, AHHI
PEA 2 ) —= v okttt 2 ), iM% v 7
BN T OWERR EIRENOE I L Z 1T, f)
B THL CD38 HifkAs 4 G- S M7z AV L 72,

2. FRIMERDMIES &

Pt CD38 Hifh % $¢5- L 72 136 Bilrh 94 TR M ERGAZE
REFIMERD DTT WA T b7z FKinEkE DTT
DL, 3~5% ARMERIFHEE 400u! : DTT 50ul” ; 88
Bl (94%), 3~5% ARIMLERIFHERL 400u! : DTT 20ul ;
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Comments are attached by
ordering system 5 (3%)

Using an original form
9 (7%)

By e-mail 9 (7%)

No information from
clinicians 20 (15%)
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Face-to-face conversation
3(2%)

Information was
announced from clinicians
to transfusion units while
details are unknown 3 (2%)

e 87 (64%)

(n=136)

Fig. 1 Ways to communicate from clinicians to transfusion unit on anti-CD38

treatment.

(A) Amount of RBC and DTT (B) Incubation time
(n=94) (n=94)
60 minutes
3-5%RBC400pul : DTT20pl  3-5%RBC100ul : DTT400ul 4 (4%)
5 (5%) 1(1%) 45 minutes 20 minutes
3 (3%)

7 (8%)

Fig. 2 Details of DTT treatment of RBCs. (a) Amount of RBC and DTT reagent. (b) Incubation time of

RBC and DTT reagent.

5%1(5%), 3~5% ARIMLERIF R 100u] © DTT 400u”
1B (1%) THo7z. HKiiske DTT O KRR,
2055 5 780 (8%). 30745 : 80 Bl (85%), 4574 : 341
(3%), 60744861 (4%) TH-7 (Fig.2).

3. $i CD38 AR GHIZICH T 2MmMmiEE

Pt CD38 Pufkft G- A 212 F2hti S A= ASHHBUA 2 7
) == 7 ) DAT Of##% Fig 3 1IR3 . A#HIbT
RAZ ) —= v 7FoAREERD: (B Tk, #i
CD38 Hufkfe 5-milc 11 9, $£ 512 17 PloMAE A E it
SNz Pt CD38 Bk 512t & 22 5 72D 1% 4 BT,
95 1HNCHLE e S N7z, ANEAPUKR2SEE Sh
Zedr o 72 360, 1 BE P CD38 Hufkik 5-1i o L 0
REREEYE, 2 PIIRAERE-TH - 72,

REHPE R 7 ) —= ¥ ZF OgE#EB: T, Hi CD38
PP -1 99 1, $25-#12 68 BIOMAATENE S 1L
7z. Pi CD38 Hifkfe 512tk & 7 o 72 D1 11 BT,
95 3FNCHLE, 1 BIIPL C ASFE S 7z, AHHIBUA
ASEE S i h o 72 70, 6 BBt CD38 ikt 5-Hi

DEFFEORRITENE, 1 FHIIRERERTDH - 72.

ABHPURZ 7 ) — = v Z o7 v 7)) ¥k
(IAT) Ti&, Bt CD38 Hutksx5-HilZ 126 B, #2512
90 Bl DMRAEAIFEN S 7z, HiL CD38 Huikdx 5-1% 12 btk
o 2DIXBHIT, 5 HLIBIIHE, 1HIZHC
A E & M7z ABIBUAA A 5E & iz 2o 72 81 By,
77 B P CD3B Pifk £ -1l O TAT D #5 K Lk, 4
BUIRRA RGN T D - 72. P CD38 ik G-Itk &
o720 51T, 9B 1HNIEPT CD3B Hrfksx -, 2
BlAFG# T 6 71 U, 2 BlI3HG# T 12 6 71 7 L
R\ ARAT IR S 7z

DAT T3, #t CD38 Huffix5-iic 69 B, 512
52 BIDOIRATAYFEN M S M7z, P CD38 Pk G- 1Ptk
L o7zDIE 14 61T, 5 B 3PN CD38 Hufkde 5-1i
DRERIFE, 4 BUIRETE, 7 BIIBARFER- TH - 72

Pt CD38 Hufksi5-#%, ARIMERD DTT ALFLHT & OHE R
RHEL72E 2AH, AREIIBWT DTT WHEICE%
L o7zDIX10BIT, 5B 1HINIHLE AE S h7z.
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(A) Antibody screening (saline method)
(n=136)

(cases) O Not tested

150

Positive @ Negative

100

50

0
F e ] r FE
Before receiving anti-CD38 After receiving anti-CD38  After receiving anti-CD38
DTT-untreated RBCs DTT-treated RBCs

© Antibody screening (indirect antiglobulin test)

(cases) (n=136)
150 Positive @ Negative O Not tested

85 89

50

0 — — &ml I

Before receiving anti-CD38 After receiving anti-CD38  After receiving anti-CD38
DTT-untreated RBCs DTT-treated RBCs

443
(B) Antibody screening (enzyme method)
(cases) » . (n=136)
Positive @ Negative O Not tested
150

127

Before receiving anti-CD38  After receiving anti-CD38  After receiving anti-CD38
DTT-untreated RBCs DTT-treated RBCs

o)) Direct antiglobulin test
(cases) (n=136)
150 @ Positive @ Negative 0O Not tested

Before receiving anti-CD38  After receiving anti-CD38  After receiving anti-CD38

DTT-untreated RBCs DTT-treated RBCs

Fig. 3 Results of antibody screening and DAT before and after the receipt of anti-CD38 antibody. (a) Results of antibody

screening by the saline method. (b) Results of antibody screening by the enzyme method. (c) Results of antibody screen-

ing by TAT. (d) Results of DAT.

Table 2 Results of phenotyping of patients who re-
ceived anti-CD38 antibody.

Results
No. Before receiving After receiving
anti-CD38 anti-CD38

K antigen 4 0 w+
5 0 w+
13 0 w+
16 0 3+
17 0 3+
21 0 1+
22 0 1+
Di? antigen 2 0 w+
3 0 w+
4 0 w+
9 0 1+
21 0 w+
FyP antigen 3 0 w+
5 0 w+
13 0 1+
21 0 1+

ABAYE DR E SN2 o 7296, 260113 DTT
BLBLEG DA FIE DK RGN, 3 BN, 4 B3k
KRIEMT D > 72, BERIEIIBWT DTT BRI &
oleDIX4BIT, 5B 2HNIHE, 1 BIHT C A E
sz ABAPUEDFEE SN h - 72 1Bl DTT
BB OBERLEDOFRERIIEETH o 72, IAT IZBWT
DTT BRI E %5 72DI1E 3BT, 55 2 BIICHT
E, 1 BICHL C HSME &7z DAT I W T DTT L

BB E 22 o 7201 2 61T, WD DTT LR O
DAT OFERIZHEETH - 7.

Pi CD38 ¥kt 5-1%, Afri:, BRI, IAT Wi
PO N FETABNGUERDT E S NizD it 4 #1(3%) T,
PLE 23360, JLC AT 1 HITH - 7. FRIMMERAIED DTT
BB % 4T - 7212 220 S FAMHIPUEDIE L < [ E
ENLpol2HHNE o 7.

YU CD38 Hifk 2 5. L 72 B o M BT FR AT 1% 24
BICHNG S M7z, Pt CD38 Puikde G-t D R % Hi 3
%L, KPuEIZ 760, DitPilsid 561, Fy ikl 4 6
2B T, Fit CD38 Hufht 5-15i DHUE AT D A5 F i3 ek
THo2h, #H5HICHE{L L7 (Table2).

4. XTEBFARREBMBIRE

Pi CD38 Ptk 5%, 65 FlARIMEREA] (RBC) A
544 AL S A7z W ERIAE USRS Sk o
72, 3BITIIEZE O K PUEAZEETH Y, YLK oA
Bk o 72 K HrE BEYE o RBC 2% # R & 7z, RBC
@ DTT WLHFT T2 70 A R AT I it S 7z 410 A,
WAL 155 A (38%), Ailifid 255 A& (62%) TH -
7o, WE Lo 72155 K, 494K (32%) 13Ht CD38
PuRPe G, TR (46%) 135 TH 6 7 H LA,
324 (21%) 3He5-#T 1% 6 A H DIBEIZ 38 25008 A 7l
WHERE S Nz —T5, N#E L %o 7255 A, 129
A (51%) 3Pt CD38 Hufkdt G-, 126 & (49%) (4%
#7146 7 AUNICR ZEE AR ERm S Nz &
5 TH#H 6 7 HLREERICER S 726722 » 7. RBC



(A) Crossmatch test (DTT-untreated RBCs)

(n=544)
Not tested
134 (25%) Compatible

155 (28%)

Incompatible
255 (47%)

(©) Timing of crossmatch test
(cases) (compatible with DTT-untreated RBCs)
80

60

71
49
40 32
20
2
0 e

(n=155)
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(B) Crossmatch test (DTT-treated RBCs)

(n=544)
Not tested
147 (27%)

Incompatible

2 (0%)
) Timing of crossmatch test
(incompatible with DTT-untreated RBCs)
(cases)

150 129 126 (n=255)

100

50

0 0

0

Before anti-CD38 During anti-CD38 Whithin 6 months  After 6 months Unknown

after the last anti- after the last anti-
CD38 dose CD38 dose

therapy therapy

Before anti-CD38 During anti-CD38  Whithin 6 months  After 6 months
therapy therapy after the last anti- after the last anti-

CD38 dose CD38 dose

Fig. 4 Results of crossmatch test. (a) Results of crossmatch test using DTT-untreated RBCs. (b) Results of crossmatch test
using DTT-treated RBCs. (¢c) Timing of crossmatch test in compatible cases using DTT-untreated RBCs. (d) Timing of
crossmatch test in incompatible cases using DT T-untreated RBCs.

24 hours, 1 (1%) 0 minutes, 3 (3%)

0,
6 hours, 1 (1%) 45 minutes, 4 (4%)

5 hours, 1 (1%)

2 hours, 19 (20%)

90 minutes, 8 (9%) 60 mintites

57(61%)

(n=94)

Fig. 5 Clinically relevant delay due to anti-CD38 thera-
py.

@ DTT RLEA I3 200 A BRI S 7z 397 AR,
WAL 395 AR (99%), A#EAIE2AR (1% THhoi:z
(Fig.4).

5. BRERNDEE

Pt CD38 Pk G-H O fits & RBC #1253 %
BIERILIZ DWW Fig. 5 \R 3. Pt CD38 Pk 5112
RIMERE R B FIMER D DTT LB ASFE G S N7z 94
BB T, $L CD38 Bk & %5 L T nisf & g
L7z IR, 45 45 5 4 51(4% ), 60 55 5 57 51 (61%),
9045 881 (9%), 2HFR : 196] (20%), HHEFH ;1
B (1%), 6HER ;16 (1%), 24 W 161 (1%),
BEIEZ: L 3B1(3%) TH o7z 24 FRRELE L 7261,
FROY = 27 IVZHE U CRIMERD DTT M %179 b
PLEESE SOSN8, RIER E DTT O KGHEH % 4

£ L CHERMIMBMAN M THON Iz B h - 72 36
OHHNZ, [DTT MHOEMEZIT-72d 0D, Hlikk
24T o 7285, Bt CD38 HifkIC & 2 B BB A%7R0 5
N7z, THIRM & HEHE L, RBC 2 #iifil 3 % Bk
Bt —5 —%BEwLTW5 |, [z
79 Wi HZ AR 11ERD DTT ¥ % Kl L 72 1 TH - 72.

6. ¥ CD38 MAREHIDEHIMRE & RBC #LICH (1T
ME=

Pt CD38 Pk 5-Bl okt <> RBC il 2479 -
TORMBEERYHEEIIOVT, 7Y —a X ¥ MNER
TT v —bafro7z. 3MEix & D, Kk DTT
WUBR % AT 5 7212 D 227D & FIHEEE SUB YRR L 72 72>
7ol s e 2 iRk & D, Pt CD38 Hitkod I 5.4
W HATRIMERGAIE RPN %2 % ST 5720, a2
DB EDE RN D - 7. T oM, bkl TH CD
B Ptk P L, HREEZLL72H — FARITSNT
WS, BEBE L 2BRICEENOEER Y v 7ITh—F
DR ENAe 2o 2B S X7z (Table 3).

z =

gk S NTAERIH 85% T, AR AE % 47 9 il L2 BR
17> 5 Bt CD38 Pt 512 B L Tl ER M 12 i S 7z
A%, 15% TIEFHNCERR M A & ORI 525 72,
Pt CD38 Hifhse 5-Bl ot 2479 LTl BE ok
B ASEANCE T 2 5 FOIET 5 2 Lo5E
BTH 5. PLCDIS PR ZIZ LD & § 55 THEHIED
B BN T, B & BRI EE T ASHE S\ it A
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Table 3 Comments of pretransfusion test and preparation of RBC units for patients

who received anti-CD38 antibody from the institutes that participated in this research.

Wi aATE

1 DTT I & ) ABLRNTUAM AR RBC OHLG IR A% 5 %
DTT LB Rt I & Btk IS HimiE e 2 v 2720, T 2 b 3%h 2

2 DTTMHIZE Y A7) —= ¥ ZFMEkE Rl Ladiud iz s v
ARIMERD DTT W2 FEhE L7212 BD 53, k PUEIEER L 2 WBlAH - 72
FRIMERD DTT A FERE L7212 b 53, ABHPURR 7 1) —= ¥ 738w
BT ULE S PUG Y785 7z

3 E—ZA# 5 L TOD Liss- IAT & DAT 2B W, JRIMERD DTT WP A B H 55,
DARA #£5-HiI M TH o 7058 5B I PLEE SUS 5780 B 7z

4 REBMARBICBWT, HADOTZ 2 7 IVIZHEWARIMERD DTT WLBE % 920 L 7255,
PUBESEPUG SHR U 2o 72
BB IgGHHEETH o 72720, PegIAT IZBWTIEE SO b7z

5 ABAPUER 7 ) — = ¥ O EBAEEEICB VT, DTT RBANIENE T - 7228

MUPR R PLEESE SIS A3 B 7z
6 DARA OFESEREZ L L7z 7 — RAMlibelc
EHEAR Y v TITRR SN h o7z

THATSN T2, b L 2B B ED» S

TELRGZMEET 5 2 D2 F L. YL CD38 Hifkod
PEBEPHBWICE IV T FICERENDE Y AT A
R 250 H 5", AW TIE, HHOMMERE1E
W UIEH L Cw p gk asiis Sz, —75, Beshicds
T %P1 CD38 YLK DFLIEEIZ DWW T, Ml THt CD38
Puik & 32 5- U 72 TGRSR M AzE S s, i
TS B L 22 BI2sHes SCw 5§ CD38 Sk
WA Mk i35 LT, BEELZRL LA —F
ZEFIIRATEIEIAEHTHLY. L L, K%
T — FDEHFRZ Y v TITRIR SN h o 7261H%Hh
H 3Nz Pt CD38 ik D F 3R & JuR L i i A %2
RBC fl#8 2 F#E AT 5 72, iR 2R n 120 A
L, "= FEERTLILENZBZICT ML TD
5 LENRH .

AHWPER 7 ) —= v rofagT 16, R
T 6 BB T, P CD38 Hifs G- Rl TH - 7275,
B GRS PLEE RS 25380 B 7z, P CD3S $Likix i
IAT (389 2 LA ST X 722309 TAT DAt o
MR S EEE 529 5. Tz, AHMPUAR
V== 7 OAERETIE 3HNTEB VT, HL CD38 Pilkdk
5.4%, DTT W] O 55 FAZ BT - 72 2VLEL I
BRSNS Sz, 2k, DTT AR IMERER (24T
LB RG220 bbb, S512, FRiEk
O DTT WHEZE L7212 b 5§, ZEEwa BT
1 2 B2 BT, B CD38 FLARIC & 2 LB BUG A MK
Loz, BEHTIE, ARiiEko DTTRAE T K
PUEOPUEIEAIRES L 72 o 72, DTT LB I ER %
W2V A T LER T ¥ T F X — B TULEE RS A
BobhTz, FOFEAPHEESINTNEY. DTT L
HEFEAZOWTIE, T FE TIZH DTT DR RIiEk &

DTT O USHE 2B LMGE ST & 72, $i CD38
PURDOFFCHEISOILRICE B v, 2524 L Dl

X TYL CD3B PUhD G- SN B Z L FREN L. AH|

DFFMARAEND LB A R L AR S 5, fiFki2H-
TRAE 2 WS 5 BT, DTT Ok )ik Ek &
DTT ORBEHEIZOWT TR L TW L LERH 5.

ARIRN BT 5 BEOABAGUERE YRR 1% #ET
H 5", ARRFIETIEEGR S NIIERIF 3% THRBAIPUA
AEE SN, IS S N ABRIBUARO B 2 &
DEWZ EAVRIE SNz, FESNIZPURIZPLE &Pt
CTH Y, AHPUERRRAES T irb e o 125 A

FEPEVA MU 10 SR O R & 72 0 45517 SgifE] SO
##Z X7 RBC # AT 5720, IEL WRAHE R %
MEFEIZHEONL X9, REORMmRPRAH M OEEZ
TOToTBLHEDPEETH 5.

Pt CD38 PR DEMARAN DB I 6 H HFbid
HEINL"Y LaL, AHHPUEA 7Y —=v 7D
IAT Tl 36, R ARERTIE 120 FllcB VT, T
CD38 Hifhfx 5 d L {13 G5#T7H 6 # HUNTH -
ThH, PEEBUS TR0 5N h o 72, HT CD38 Hifk o
T MO BB IE B 7 578, ZOJRFIEH
LM TIE R\, Bt CD38 btk iz 55 % % 0 CD38
Pulsim, RIEIRBEIEE L TR D 5.

AR A< RBC 4G O IEIL 45 55 ~24 I TH -
72. P CD38 HLiktit GBI 3 2 B MitiEk 2> & O PR T
1%, 15 5~ 12 BRI OB HEAT L & 727", i A £ %o
MM EE A7 ek (2P0 CD38 HuiRiG# ALK L7z
Wit BEFFIZS SRR ENHEEINS.
PR AEIT L D DTT W OE KR, ORI SD
WR7: DT H 5 & Bbh b, Pt CD3S Huktk 56

WZERER 2S5 A4 U 7236, DTT ALHE % &b 72 il
WA %47 ) BERIE T I3 nw S B FRENG. T 72,
F/NBUBSRBEClE DTT LB V22 20 i IE 0 e oA
ZAH Y9 2 B OMERAYHE L v & OFR§E D 3 5. AR
IR DTT ALPEASH B 2 56, Sl pOG 2 2 & 2w
RBC % ft#33 % _EC, L OABRIGUAR M BLHLR
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ORGP EELERE 25V AABBR =27 VT
13T CD38 PUAL G-RNCAHAUA R 7 1) —= > 7 &1l

WIPUEMRA 24T 9 FHMEIR S TB DY, [ty il
2 DTT L % 479 HATT & R WIRPLUSRIE T & 2 i
KR Z R L TBLLEND .

Pt CD38 Pufhi 5-Fl ok & RBC filfil > JZRE I
B9 5L litiix LMW Ze 2 9406 L, BRI & B s &
DG, Bt CD38 ik 5-Hit2 iz, RBC
BERSE O RBIEIRPUZ DV CTHED 72, 4%, BT CD38 Fiifk
O¥LGENIEEINT A L b s. X 5ICAMSRNEA
L3R D 73 TRERIE T % PL CDAT ik, TAT 7217 T
% < ABO MR S BT L L 3™, 471
BEIEOMITBNE S ST 5 & PESh, Bk
BAND R Z DIFPEIZOWTIER L T L B
H5b.

EH O COL PR : A CHRENEIHE L THICHER L
R AT 72 0 2 TR OSBRI RS 22 L E T
(Wchms)

FRFRIL (ibiﬁiﬁk%ﬁl‘%) AT CREHRMRE AR PR
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A MULTI-INSTITUTIONAL COLLABORATIVE STUDY OF PRETRANSFUSION
TESTS IN PATIENTS WHO RECEIVED ANTI-CD38 THERAPY
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Abstract:

Anti-CD38 antibody (Ab) is a human monoclonal antibody for the treatment of multiple myeloma. CD38 is ex-
pressed on red blood cells (RBCs), and can interfere with pretransfusion tests. Here, we conducted a nation-wide multi-
institutional collaborative study to clarify the interference of anti-CD38 Ab in pretransfusion tests, and investigated
the current situation regarding the preparation of RBCs for patients who are treated with anti-CD38 Ab, as well as
communication between clinicians and transfusion units on anti-CD38 therapy.

From December 2017 to December 2020, 136 cases were registered from 18 institutions. Information on patients
receiving anti-CD38 therapy was provided from clinicians to the transfusion units before pretransfusion tests in 116
cases (85%). In 3 cases, pan-agglutination was observed on Ab screening by the saline method using dithiothreitol
(DTT)-treated RBCs, but not observed using DT T-untreated RBCs. In 6 cases, pan-agglutination was observed in Ab
screening by the enzyme method after the receipt of anti-CD38 Ab, but not observed before receipt. RBCs were trans-
fused in 65 cases after receiving anti-CD38 Ab. Adverse reactions did not occur in any case. Median time of a clinically
relevant delay due to anti-CD38 Ab was 60 minutes (range, 45 minutes-24 hours). Given the increasing use of therapeu-
tic monoclonal Abs for the treatment of cancer and other conditions, unexpected results in pretransfusion tests may

become more commonplace.
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Multiple myeloma, anti-CD38 antibody, pretransfusion test, pan-agglutination, multi-institutional collaborative study
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