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JEHEE ., Fik UM HT 2015 4 3 2021 48 11 A7EM st SR BE B2 IR 1Y 18 il PBL AR 19 6 K & 9% 31 4
HORITRBERZE, SR 18 HlRE P RRAER R 6444~79 %, B 12 i, %4 6 ], HIV Y 5 5. 6%, Ann
Arbor -1~ IV 5 50. 0%, IPT 3% 43 b i ~ &5 & 7 38,906, M@ 4 i % 35 CD38,CD138, MUMI, A % ik
CD20.ALK.,2 #il EBER FA#:,Ki67 2 m#ik. 18 Bl H M52 CHOP ¥ & —Z877 .5 FlIn a4 K . 3 il
T FE R TS B i, 2 81 FR A A2 SR AR . 3 Bl Z R TR L Bl AR i T AR . VAT S Ik S A SR
(complete remission, CR)8 fi| (44. 4 %) , MA7 %L % (overall response rate, ORR) N 77.5% , IP1&~ F{KfG4H 7 #1
(63.6%)1k CROE T~ m A 1 41(14.3%) (P =0.04), 13 il CD30 B B % f ORR (92. 3Y) kT
5% CD30 FEPE £  ORR (40. 0%) (P =0.017), 18 i f 3% v i B 15 16 18] 10. 5 4~ A, o 437 JC 9F @ 4 77 3]
(progressive-free survival, PFS)9 4~ A , B A 77 ] (overall survival, OS)11 4~ H ., W OS (140 57 K 2 49 55 4 1
M~ (P=0.012) IPI {F4r B ~ & fE (P =0. 023) W IR IAIT G =T Z M (P =0.031) ., B W PFS Mk 37 K
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Abstract Objective: To analyze the clinical characteristics and outcomes of patients with plasmablastic lym-
phoma(PBL) and to address the prognostic factors. Methods: The clinical and pathological characteristics, treat-
ment and prognostic factors of 18 patients with PBL. who were diagnosed and treated in Nanjing Drum Tower Hos-
pital from March 2015 to November 2021 were retrospectively analyzed. Results: 18 patients included 12 males
and 6 females with a median age of 64 years(range 44-79). HIV positivity was 5. 6%. Stage [l[-IV disease was
present in 50.0%. A high-risk IPI score was present in 38.9%. All 18 patients were positive for one or more
plasma cell markers CD38, CD138, and/or MUM-1 while expression of CD20 and ALK was universally absent.
EBER positive was 11. 1%. Ki67 was highly expressed. All patients received a CHOP-like regimen, 5 patients re-
ceived bortezomib, 3 patients received lenalidomide, 2 patients received local radiotherapy, 3 patients received lo-
cal surgery, and 1 patient received autologous hematopoietic stem cell transplantation. After treatment, 8 cases
(44.4%) were complete remission(CR) , and the overall response rate(ORR) was 77.5%. 7 cases(63.6%) with
low-risk IPI scores were CR while 1 case(14. 3% ) with high-risk IPI scores(P =0. 04). The ORR of 13 cases with
CD30 negative was 92. 3% , which was better than 40. 0% of the 5 cases with CD30 positive(P =0. 017). The me-
dian follow-up time was 10. 5 months, the median progressive-free survival(PFS) was 9 months, and the median
overall survival(OS) was 11 months. Independent factors affecting OS included stage [[[-IV (P =0.012), high-
risk IPI score(P =0.023), =partial remission after initial treatment(P =0. 031). The independent factors affect-
ing PFS included stage [[[-IV (P=0.011), high-risk IPI score(P=0. 023), —=partial remission after initial treat-
ment(P = 0.023). Conclusion: PBL mostly occurs in middle-age and elderly males, with extranodal tissue in-
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volved, high expression of Ki67, and poor prognosis. There is no standard treatment regimen for PBL. The IPI

score, disease stage, and response to initial treatment are associated with outcomes.
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3% B 20 i Wk B 9 (plasmablastic lymphoma,
PBL) 23 B 41 i 73 Ak 9 55 4= 28 1 K B 21 M ik 12
Ted o A I A ok R B Y e B AN B Al M B 2 R
AR HE A ML AL % & 2B T HIV R 858, iR
635 CD138.CD38 . EBER, A3k CD20 %, PBL 7%
[) % Bk 41 fif % 7 %) % 4 B #5988 (plasmablastic my-
eloma, PBM) ALK [H1E K B 20 M itk [ 9% (anaplastic
lymphoma kinase positive large B-cell lymphoma,
ALK™ DLBCL) .\ J5i & 14 th ik 98 (primary effusion
lymphoma, PEL) 45 % 48 ' . PBL R 7 2% it %
KB RRE W2, AT S 205 Bl IR 2
W %) 18 B¢k S SE B 1Y PBL R, S5 LI IR I
o BRRE A5 0 ATIR T R TR R
1 #ERERE
1.1 %k

[l i 43 4 2015 4F 3 H—2021 4F 11 H 7R BE
LRI 18 il PBL & e, b 5 12 . &2 6
Bl ABETE L B A 2 51 2 i (No: 2022-502-
01) . Jf R 45 8 5 I W 2

1.2 FE:
1.2.1 Wik U PBL B &2 Wit 59 1

L 7L R U (LDHD | i B2 Bk & 1 (B2-
MG) | Ifit B 8 [ 72 HL ¥k (IFE) L HIV B B 40 Ml 2%
RPEFR A FIR . R AR CT 8¢ PET/
CT. i BHBAITHLOIE K g A8 k2, b
Je8 A R TR 25 2 0L B 58 B 4 L B2 AR T it 25 2R i AR
30 g 2 A, IF HEBR PBM L ALK " DLBCL ., PEL
SEH A PR, 2% Ann Arbor 0 R G 47
A28 AF 4 bk TR [ B 1015 45 3K (international prog-
nostic index score, IPD) #F 47 ¥F 43, J7 %% VF il 4K I5
2017 4F [H Br T /E 48 3 37 9k E 98 97 ROV 0 A 1
(RECIL 2017): 5¢ 4= %% ff# (complete remission,
CR) . ¥ 4r % fi#t (partial remission, PR) | 5% 1# 2% fi#
(minor response, MR) . ¥ J#5 £2 %€ (stable disease,
SD) F1 %< 95 3 & (progressive disease, PD)., & A
R (overall response rate, ORR) & X ik %] PR
K UL bR A

1.2.2 JRY7 18 BIEBEIEZ CHOP HEr % —
236 97, 5 i m Al B 4 R Cbortezomib, V)
(1.3 mg/m” & F#4t.d1.8.15.22), 3 il jn Fi >k
AR & % (lenalidomide, R) (25 mg MR, d1 ~14),
2 3 3 RO GRI A 45 Gy), 3 Bl 2 Jm
HFAR LT B2 A A T 240 i B8 H (autologous
stem cell transplantation,auto-HSCT) ,

1.2.3 FfY; @i ais i sk seRIn REYT, B 2022

AES5 H 24 H R ALREVI BT[] 10.5 S H . BEAF
(overall survival, OS) & X HiZWr 2 AR K a7 &
FET- B[R], JC 3 & A= 47 1 (progressive-free survival,
PFS) & N A 1281 28 AR UK Bl 7 55 9 i J B[]

1.3 Siit2fhb#

N H SPSS 23. 0 AT it e br . A
i F Kaplan-Meier ¥, 8 35 5 PR &R 1E 5 97 3045
PR Ay K5, Cox 1A 43 #7 PF- Ak 11 IR 4 A 5 £
HFEMXEZR, UL P<0.05 HESHSI%E X,

2 #£R
2.1 IR PRAFE

18 fil PBL HB & 5 12 fi] (66. 7%, % 6 {4
(33.3%) s AL KR AF iy 64 (44~79) %, REfEHY
T % K E #E (multiple myeloma, MM) J5 ¥,
1 AT 5 B B AR G 20 U 45 A1 i 2k X9k 9 0 S
HIV BEYE 160, Bk 17 ], & 032 B2 EH W
(6 i), 52 AL C4 ), Wk EL &5 (3 i), L ko4l 21
2 ), Bl (1D, kA L BD L FURR (L BD .
HE 3z 2 3 il . bk B JRE A0 e e 9 0. 5 %6 ~3. 0%, B i
IS M pe R AL S A 20— 3., &t
L~ 9 B, I~V 9 4 BAIER 9 il
LDH Ft 8 fil 5 IPT ¥ 43Ik ~ H A% f& 41 (¥F 43 0~
25011 Bl P ~ @ B AL BF 4 3~5 407 54 4
B IFE S B v [ BEER A 1, 20 318 1gG o« B
2 ), IgA « BICL ), IgM A (1 i) ;2 ] H 3%
PEA R, TC B D RE AN 4 R A I AE  JC 0 B T
A B A
2.2 R HEEEARE

18 1] 5 3 s B AR o 28 SR B A e 5 B A I 35
KA A% (B B s R B L A% 2 LK
RETRPE . Golgi X IR Ye . AN MITE S B — . UL % BH 4
$8¥5 K CD38.CD138 . MUMI1.CD79a. % WLy BH 7
55 R CD20, ALK, CD3,CD56,CD30,BCL-2 #
WBAPE R4, BCL-6, A 8 « FHYERE 5.2 #
EBER fH #£. Ki67 & & & ik, 60% 4 i, 70%
3 41,80% 4 #i1,90% 7 i,

2.3 JPROEAM

18 #il B H 4 — 2377 ik CR 8 i (44. 4%0) ik
PR 6 i (33.4%),SD 2 # (11.1%), PD 2 i
(11.1%), ORR KN 77.5% ., I P ¥54E 5 97 &5 W
# 1, IPT W4~ k@4 11 %], CR 7 #
(63.6%), PR 3 il (27.3%). ORR 90.1%.
B~ E a7 W, CR 1] (14.3%)., PR 3 i
(42.9%),0RR 57. 1% . fK~"HKfE4 CR R+
PR ~mEd(P=0.04), 5] CD30 FHME®K#E .CR
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11 (20.0%),ORR 40. 0% ;13 fi] CD30 FH % & # .
CR 7 1] (53.5%),ORR 92.3%, 2 41 CR & [t
SIG 2 E X (P =0.196),CD30 41 ORR {1
T CD30 FHMEZH (P =0.017), —ZRALI7F 748 403,
MYC 1k . Ki67 21k . IFE #3205 CR Fl ORR,
2.4 HAFRUEUS 8T

18 il £ & v Ao Bl U5 ISE[E] 10.5 AN AL P
PES9 ™ JH,0S 11 A~ H (| 1), 10 #il & & L
CHOP k7 23897 . i PFS84A~H.,0S 11 7~ A,
5 ) #EF CHOP K7 R AR A K, H i PFS
9MH.,0S 101 H . 3HIEEMA CHOP M %
FRHBEERE , R 2 PFS 9 NHL,OS10 MH . 382
SEGIFE S (E 2>, EREVIEE H .2 Fl)
MIGIT R PRt A T8 Bl L Rk BT,

HR T ILE 2. 2550 BoR, W OS (W57 A &R
fAE W ~ IV (HR 6.230,95% CI 1.507 ~
25.762,P =0.012), IPI ¥¥ 4> & ~ & f& CHR
4.538,95%CI 1.230~16.739, P =0.023), ¥ t&
BYF I =PR(HR 0.233,95%CI 0.062~0. 873,
P=0.031)., #W PFS By 007 [N ZE 4540 1 1 ~
IV (HR 6.426,95%CI 1.528~27.021,P=0.011),
IPT 43 v 25 ~ & f& (HR 4.587,95% CI 1. 229 ~
17.123,P=0.023), ¥ i A J7 J§ =PR(HR 0. 214,
95%CI 0.056~0.811, P =0.023), 1% AE# . 5
KA LDH,IFE,CD30 ik . MYC % ik, Ki67 3
K GRIT T BRI OS il PES, £ K &0 Hr s
R R R OS Al PES Byl ~7 %,

F1 I8HIBRENIEKRFESTH

It PR AEAE CR/ ik CR/Hi P =PR/f]  Kik PR/# P
CHOP 4 6 0.698 7 3 0.543
CHOP+PI 3 2 4 1
CHOP-+IMiD 1 2 3 0
CHOP 4 6 0.671 7 3 0.375
CHOP-+PI 8¢ IMiD 4 4 7 1
I ~1# 2 7 0.058 6 3 0.257
I~ IV 331 6 3 § !
IPT 343K ~ A% i 40 7 4 0. 040 10 1 0.093
IPT 143 i ~ i fa 4 1 6 4 3
CD79a BH: 6 7 0.814 11 2 0.261
CD79a BA % 2 3 3 2
CD30 FHE 1 4 0.196 2 3 0.017
CD30 FAME 7 6 12 1
MYC=40% 3 4 0. 447 4 3 0.185
MYC<<40% 5 3 7 1
Ki67=>80% 5 6 0.914 8 3 0.518
Ki67<C80% 3 4 6 1
IFE .55 [ 1 3 0. 375 3 1 0. 880
IFE £ 78 B 7 7 11 3
1.0} 1.0}
!\
0.8 0.8+
0.6 " 0.6F
3 &
0.4+ 0.4+
0.2} 0.2+
)= walE
of | | | . . oF | | . . .
0 20 40 60 80 100 0 20 40 60 80 100
4 7FRE/ A @ 4 7FRT1E/A @

B 1 18 5l PBL B¥&EH OS(a) [PFS(b) &£ 7F i £k
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1.0F 1 CHOP+PI(5f1) 1.01 1 CHOP+PI(5f31)
_r1 CHOP(10%i) _r1CHOP(10%)
0.8k _1 CHOP+IMID(3%1) 0.8L —1 CHOP+IMID(3f1)
: I~ CHOP+PI-#&: 5 /5 : ‘ I~ CHOP+PI-#: 5l /5
—— CHOP-#&:8I/5 —— CHOP-#&: 5/
o6k —f— CHOP+IMID-# 515 0.6k —f— CHOP+IMiD-# 515
| H 3 H
n L
O o
0.4+ 0.4+
0.2} 0.2F
oF oF
1 1 1 1 1 1 1 1 1 1 1 1
0 20 40 60 80 100 0 20 40 60 80 100
£1FrtE/B @ H£1zrtE/B @
B2 AEBFHFEEREER OS(a) PFS(b) £7F £
xR2 BENERBIESHESH
- 0s PFS
1 sSTAIE
S P HR 95%CI P HR 95%CI
PR vs 20 0.656 0.734 0.188~2.861 0.588 0.687  0.177~2.674
AW (=60 % vs <60 %) 0.792  0.833 0.215~3. 228 0.796 0.836  0.216~3.242
JE &AL (5 AL vs kB2 0.783  0.803 0.169~3. 818 0.774 0.795  0.167~3.790
ST ~N vs T ~1D 0.012  6.230 1.507~25.762  0.011  6.426  1.528~27.021
LDH(F+ & vs IEH#) 0.192 2.328 0.655~8. 273 0.182 2.370  0.667~8.418
IFECHTERE vs 2Tk 0.507 0.630 0.161~2. 469 0.426  0.575  0.147~2.249
1P ¥4 Ch i ~ m fE 4l vs Ik~ ka4l 0.023 4.538 1.230~16.739  0.023 4.587  1.229~17.123
CD79a(PHME vs FA M) 0.636 0.720 0.184~2. 809 0.616 0.705 0.180~2. 766
CD30CFHE vs B 0.124 2.723 0.760~9. 751 0.127 2.708  0.754~9.720
Ki67(=80% vs <<80%) 0.709 1.274 0.357~4.539 0.770  1.209 0.339~4. 321
VA7 (CHOP #£ vs CHOP-+PI vs CHOP+IMiD)  0.870  0.935 0.417~2.097 0.892  0.946 0.423~2.116
WIHARIF R (CR vs Kk CR) 0.068 0.008 0~1. 440 0.068  0.007 0~1. 431
WHEIT B (PR vs A3k PR) 0.031 0.233 0.062~0. 873 0.023 0.214  0.056~0.811

3 itig

PBL & 77 WL i B2 A= 28 P K B 40 i itk EL 9
REAE 438 W7R PBL 4F & F B (75%) . HIV FH
PEE E 7 R ARG 40 %, HIV B B 3 64
B RIS 2R, PBL B HIV B YL R A
ATA) R 22 S 30 KL R SE A ED 9 ik i HIV FH %
F 33% ~61%, 1 E A H A BE 5T R 0~
27%% 3 BE 18 BB H AL 1 ] HIV B, %
WE N AN R, e R AR E N DL E WL K
Jik 2 W IR A3 B W L 2 40 % HRE A B 2R AR,
AWFE R H I H R A E A E WA AL, 2 W
M~N#E50%,50%F BAIEIR,

PBL 5 B 45 5k 35— 14 4 2 B8 4l R 25 1 K
AN, B AN PL R 2 2 000 3R AT 2K 40 i e AL, el
AUk 2= % 235 CD79a, MUM-1, CD38., CD138, i
AFik CD19.CD20.PAX-5 . ALK.50 % % MYC
R ARIR .50 % B MYC EHE, EEEAE HIV &L
B 20% B F £k CD30, Ki67 & % ik, EBER

TE HIV gk Gt A 92 e B S8 25 BH P 32 38 80 %6, T
HIV B PE & O B A BHME R 149 ~
50 %M TE I ORISR AL LAk A S RE TR R
TEZAL,H EBER BHM: 28 1% T BR S i 38 1 5 [ 4 A
RGBS, ATRE S HIV FAPE 83 B A 6,
PBL A%ik ALK.HHVS, L¥ B 1, 5
ALK DLBCL.PEL A¥E4% %], PBL 5 PBM 12
HOIRYE . A SCERXT 2 Fhopge i 1912 Wi 2 S R 1Y
B 75 A3 4 ZUI0 25 R e 52 2 1 B 30 3R 3 LA
Chen's frfiH PBL & U JC CRAB Fli 8 3% 241 iy
(BMPC)<10% ,PBM 4 EBER Bi#: H#A CRAB
Ml BMPC=>10%"%", Ahn's % X EBER FH#: il
EBER B MR 8 K7 R bk B 285 | 101 I 25 R4l 4
PBL'" . Hirotaka & X PBL &7 MM 45 % H 7
CRAB 4E 4k, [F] if EBER [H ¥ 58f EBER B ¥ {H
Ki67=80% ,PBM AH MM koA MM #i &%
4 H EBER B H Ki67<<80 % , H:fts ] Ay 3% £} 410
JitL B g (PBND Y BE A 4 38 19 955 9] e AN [) A o w]
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Az 2,500 MM i 5, JC¥ B M AR | I AE
IR 4. A 2 BRI, Horp 1 6] IFE 4 1gM
AR ERRE L, B 2 B AR,
71 ) IEF b2 v e e e Bk & 11 HE B 02 . 27
5 PBL A 3¢, 4 1] IFE Jy B 7% [ G s Bk 56 11,
Hodr 1 B8R . 3 fil4g B8 o= . A HGE
R AY%~25% 1 PBL R E A IFEBER I AR5
W 3 B B IR T AR B P 4 B B ) 0. 5 %6~
3% . BUFFIEPIMFE Chen's #1 Ahn's PBL B #x
#E. #% Hirotaka B9FRUE, 11 2 Wi PBL.7 ] &
J& MM 44, {H X EBER FA M H Ki67<C80 % i2 ¥
4 PBN,

PBL filJ5 22 .9 47 OS 2 6~19 4~ H,3 4 OS
F 259 A RGE BoR HIV BH % B WE T
TEIPE B AT AR R AR L e 2 o B R AT
B AT WF 5T s W UG 22 57 05 i & L EBV
X TG 5% Wi A7 7E 4 A B9 3 EBER FHA%
TG 5522 T 3 — e WF o ) B s P 3 22 S B B2
B Sk 6 T HH V-8 JBYL il S A 18 19 B
HIR, £ W58 8~ HHV-8 1 ¥ B # il 5 &
gelvosioaszol - — i 58 BE Al 57 il PBL B H
MYCREH WG XR, 4R Bx MYC 73 5 &
HEBE OS W, 45 302 HIV MR A . MYC &
HEBE T XUBSE 38 fin 6 £50 . 2 B0 58 o i R
Ki67=80% 55 2 0y fil J5 A &0 (B 7 — 2t
WFo 7R Ki67 F£ik K P55 Gk, Castillo
AU g iR R OS By EEA B UG R &4
W~ IV Ak y7 JC =N L B 86 52 3R LB RE IR Fil Ki67
ek, MARYT 58 B2 I A 1 & 52 i OS. Makady
L B ZERE AT R L T ~ IV, O il R 5 A2
FW 8 OS B, Z W R 430 Bon k97 5 2 2 5%
M OS )M — K &, Tchernonog 257 43 # B /R
IPT ¥4 I IR 1A I7 75 18 CR & 52 Wi il J5 B4 2 57
HZE., AUFFEH G AL PES 9 AN H AL OS 11 4
H . m OS BA R U HZ AL H 5 11 ~ IV IPI
VA h i ~ S S B IR IR 9T J5 R 35 PR, 2 PFS
B RS B2 38 0 0 1~ IV IPT 7 4 op g ~
G WIIRIA YT GR35 PR MIEBERE . Ki67 3£k
FEASF W )5

PBL ¥ JC fix (16 97 77 %8 » Makady %573
173 # PBL jf J7 F1 97 &% Ec ¥ . oA 69 1) 5
CHOP }%,19 #ilfdi ] EPOCH J5 %, CR F 4 4l
H39. 0% FI 47. 0% (P =0.746), ORR 43 5 K
69. 0% F1 78. 9% (P =0.4) . B K FK4 W~ 35.6%
M 40.0% 316 il Hyper-CVAD 46 ALL £,
CR £ N 62.5%, ORR H 75.0%, & kK £ N
16.7% ;15 15 fff FH 0 5 4 K BX & k9T, CR % 2h
50.0% -ORR 4 68. 8% & KRN 9. 1% ;4 Hilff 1

TR HE Jig 8 v ) JBE M Bk AR ST TR AL BE DT 24 S H
W K. AW il e R K S AT A B CR
FORR # T CHOP HALJF 4. PFS K T Jn # . {1

VB > 2 HERTS I E L, AaE 11

i fl auto-ASCT FlF—£3AI7 1) PBL B 3% Bl

A4 A AR GRS 4 B &G T R E A

KR 50060 AT 1 1B HZ CHOP Al

SRR E M 5 SR WU iR JT 18 CR JE #E4T auto-ASCT,

BE DT TR] 38 A A TCB e A7 1 - 4278 B HEFT auto-

ASCT W] fig & 3% BiJ5 . Castillo %27 Hiz i 1 4

V-EPOCH % & iy 85 . 76 fili 1l CD38 H 58 B b {k

B4 ICE fby7 IF # Rt auto-ASCT J& ik 345

CR #5218 1~ H. CD30 7£ 30% PBL &+

F3k, Pretscher %% i 38 i J1 4k 47 % B 40IR YT

1 152 % PBL AHSCRAME AW 4R CD30 Rk

H ORR AT CD30 ANKIEH , YA % 1 AT ]

AESZ CD30 BH 4% & 5 B 7 A Ak 25 %) . PBL 36

B4 6020 ~72% 3k PDL1,22. 5% i 8 4i Jifs %

ik PD1. Bt PDL #7045 B AT € JH T PBL A

Jrie . AR [ EBV Y 245 9 R4 B IR 9T, MYC

e s Am il 7 L & PISK/ Akt/m-TOR i # #1 4i 55

WA BB PBL W EHITRIT 259
L LTIk A BT R PBL J& 5 UL i B 4R

Z2 PR B ANk L UL T AR S, R e

SNHZL B AT R O T AR AT I A0 R AL, K67

R R FEA DRI T HIV &L Ml EBER FH 4 3R

BAK. PBL WG 422, IPT 45 50 5 0% 43 1 Fn ) 46

RIT IR S HUGA G, PBL B4 —IRIT TR . &

0 e oK 1 7 2 AR auto-ASCT ] BE 43 B 3

UFI7 380 A AT 28 BT AT RE N CD30 B4 £ 35 1

TERIRIT 259

PR A AEF G B TE A 25 i

S % 3k
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