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Summary Primary central nervous system lymphoma(PCNSL) is a rare extranodal non-Hodgkin lymphoma
with low incidence, high malignancy, and poor prognosis. Currently, there is no standard treatment. Early surgi-
cal treatment did not improve its prognosis, combined chemotherapy improved its efficacy to a certain extent, but
had high hematological toxicity. Consolidation therapy with autologous hematopoietic stem cell transplantation
could further improve its efficacy. In recent years, with the progress of molecular bioinformatics research on
PCNSL, the application of new targeted drugs in PCNSL has shown a good prospect. This article introduces the

diagnosis and treatment of 5 cases of PCNSL treated with new targeted drugs in our center, and reviews the appli-
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cation of new drugs in PCNSL.

Key words primary central nervous system lymphoma; new drug

JR & WX A4 R S8k B (primary central
nervous system lymphoma, PCNSL) J& 18 J& & T
ki 58 AR B8R B HL G R g8 B AR 4l 09 A= 28
A W IR W AR T 50~70 & LR LA L
PRI K B 40 M0k B8 (diffuse large B-cell lympho-
ma, DLBCL) 2 £, 255 90% . PCNSL i K %
PR 3 BT kA L B = R S L 60 %0 1Y B E
FAINHNBENG B 3l 5 5 54 B RE AR . 300 i R A

AT R . ERATHIRSEFHMAAAD EER A (No:
2022ZDXMO25); ERTH R4 #H 5 LA T (AR A
%) —#& R B (No:cstc2018jsex-msybX0045)

" HEEERFEHF _WBEERLRBEF T O (E K,
400037)

‘HE S AUWANE R o A

BEEH B S, E-mail: 1575423600@ qq. com

P8 528,20 Vo W HRCE AR . R DI R /ST
A SE 1] B 9 G B B 2 2 WF PCNSL B 45 b if
HaoE MR 2 B 3 B 5% 18 24 R 2, 02 Bl U7 19 &
. MRI b d5 #5222 00 F0 AL A 2 J LAl P e
JOS T FBR I AA /N i L i T A A RS A2 R, 0%
)RR B — i kL, 2 R kR 2 R A TE S D REAIR
TR EE R, PET/CT ol FH T HEBR X LA AN R
Gtz B, PCNSL [ & RAK, 205 fr A i iy
JiJRE B 196 ~6 %6 i A5 AR IR Y 406 ~6 24 . 3 10
ERFGR B E Y, PCNSL B #i s 2% H #i [
Fr L8 FH ) PCNSL & B B 43 )2 A TELSG H 0 vF
ik A MSKCC =30 ¥ 43 15, IELSG 1 30 3F 43 ik
fEdl 2 AR MR (OS) R4 80% . thfadl 2 4 OS
A AW, B fEd 2 4E OS F Y 15%, MSKCC

SI RS Vb W B  XZ0 20, 45 0 24 8 I i RSP 28 2R 0 K 980 15 5 4R 53R T 99207 MR e [0 ). I R I 9 2 2
,2022,35(9) :680-684. DOI:10. 13201/j. issn. 1004-2806. 2022. 09. 015.




LR

JEIVD | BB 25 A R R P A A 2 R ST LR S S MG T 2T (R « 681 -
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tF PCNSL & % AL, il J5 22, B 545 T bx
HEIRIT 7 %8 T 4F K B %) PCNSL 4> TAE W15 B
S E 9T, BT AU 0] 25 ) #F PCNSL 3 7 9% 1
Mo ASCERF L 5 42528 25367 1 PCNSL i
G IR BCR HET0I DR .

1 fRE&ERH

1,59 ,49 % ,2017 4 12 H HEAF EAE
PEICAZ F1RGE | Sk 5 MR 718 26 0 4505850 - o 7 £ ki
Jih g 1 B A, AR J5 % B DLBCL, GCB I, Ki-67
80% ,MYC(—),BCL-2(+),BCL-6(+),FISH:
KK, EIF AT MTX 4+ CTOD 757 % CFF B Bt i
0.6 gdl~2,ZFHAENEFIK 20 mg d1.40 mg d2,
KEHE 4 mg d1, M ZEK 20 mg d1~5, H & B
3.5 g/m” d3,28 d i 1 ANEWH 5 MTXA+ Ara-C
FEMTHERE 1 g/m?ql2 h d1 ~ 2, B & 1%
3.5 g/m" d3,28 d Ky 1 AR 288, 4 A 597
ROEAE Jy 58 4 G2 f# (CR) L Bl 5 A7 [ A4 3% 1fn + 40 i
A (ASCT) , T ik 1 75 % 4 CEAC+ sahiv Ji i 7
L (E]HE AT 200 mg/m* d1,KFEIAFH 100 mg/m?®
d2~5, BB 1 g/m® d2~5, R B BEI% 1 g/m?
d2~5), BAt)5 3 N H BE R EF TG0
JIR S BB BE Rz 25 mg 21 d/28 d 4EH:IGYF 2 4E ., MR
HETHAART 4 4 AT R A,

fE 2,5 ,32 % ,2018 4 8 A Bl k& B,
S MRT 73 20 380 A B 5 45 552 47 9 BIR
H e B3 VT BR AR, AR 5 R B . DLBCL, non-GCB #1,
Ki-67 70%~80% ., MYC(+).BCL-2(+).BCL-6
(+),FISH: BCL-6 (+) ,MYC(—) ,BCL-2(—),
IBITAT MTX+RDD J7 % (R Z & H.41 375 mg dO,
ey 3.5 g/m” dl, ZF L EJEHEIA 20 mg
d2~4, i ZEKA 20 mg d2~6,28 d K 1 DEEDH 5
MTX+ Ara-C J7 L (FTHEM T 1 g¢/m® q12 h d1~
2, S 3.5 ¢/m?” d3,28 d 2 1 AN JEID) &2 %%,
A AR I RGN S CR, 5 A K 40 & i T 40
JiL 2R B 2 W, PR IR AT A4 AT R LR O ALY IR T iR
FTR S IR EE Wz 25 mg 21 d/28 d 4E+#1697 2 4F, 9
B O TR AEAE 3 AR AT i BRI,

JE ) 3,5 ,62 %,2019 4 10 A M FiEAWE
PEAT O E BT 7, Sk i MIRT 7 22 035 56 7% 34 B
JE AL g7 AT A M B U BR R, R JE L
DLBCL,non-GCB % ,Ki-67 80% (+),MYC(—) .
BCL-2(+).BCL-6 (+),FISH: &M . &7 17
R+MTX F % (I Z & 40 375 mg do, H & W
3.5 g/m’ d1,28 d K 1 ANJEI) L4 A A IS 97 07
flih CR, B A A E i+ 40 B 2R 46 2R W, J5 22
4 YT RS AE R AT O 58 hohn A R B s iz DL
FIT AL . AR KALSY 45 A B Rr s CR. P Ik

PN B K 1 L BTK il 77 A B JE 150 mg/d 4
KRBT 2 3 M H B RFZ CR. 6 M AR X
KT UL 3897 PD-1 15 200 mg+ 346 AR B e
20 mg MIERIBIT 2 DT BRI EMR AR,

W 4.5 .52 % ,2021 4F 2 H H Bk £ 22 )
Je i Z 7,3k it MIRT 7R 26 &5 i o5 67, 47 22 4
i D R 7, RS % 3 DLBCL, non-GCB #!,
Ki-67 90% ,MYC(+) (15%).BCL-2(+).BCL-6
(), FISH AW . 69717 R+EMTX+ B AT E
R OMZE AP 375 mg do, I WEMS 3.5 g/m? d1,
WATEJE 150 mg FF2e R, 28 d b 1 AR,
4 A JE IR 7 OFA S CRLBE S 15 ASCT, Tl &b B
FE KA B E ] 200 mg dl + ZE IR 10 mg/kg
d2~3+4RFEIAH 100 mg/m’® d4~5, BAH)E 3 1
H IR a2 10 Bk 8 A B Je 150 mg. L 4E 530 97
2 4,

FE) 5, 40,43 %,2021 4F 5 A WSk L Sk
MRI 75 [ I A4 B 3 L BN 451 b 2 J2F L 22 3 e 47
X ZE i = 5% 22 TR R SRR S R AT
i 1 T e VA G b TRt 7 1 NI NI = 5 L
DLBCL, non-GCB %, Ki-67 80%, MYC K il .
BCL-2(—).BCL-6 (—),FISH: &K, & I7 17
REMTX+ A JE Jr & (Fl % & B 51 375 mg
do, 4 3.5 g/m? dl, A & J8 150 mg FR4E
F,28 d 2 1 A BD , 4 A J8 W5 97 207 Al
CR,JF£AT ASCT,. B )5 3 ™ H IR iR 4k 2L 1 ik
BATEE 150 mg 4EFFIRIT 2 4F.

2 Wit

2.1 PCNSL BEMERIGIT T E

2.1.1 BSIBIF PCNSL WWARIF & T Rim
FARIBIT T ALYT 5 2: 1 ASCT. R+
RIGIF IE %A k% PCNSL ) OS K TG ik & 4 77
(PFS), HHT—Z0A NN AR T PCNSL
FRTE A B 2O . 4 K iCJT (whole brain
radiation, WBRT) —/EF2J& Itk # T PCNSL f #ii
Ja s AEAER 11,6 S H L1 A OS F2h 48% .0
HUFRMERE &R ek 61%, Hif WBRT £ H
FiFE ST S5 M ILE IR YY . 90 AT 4h DL R 5R 2
s (HD-MTX, >>3.5 g/m?®) R £ 6l 1 1k o7
= B AT f 2 091697 7 %2 HD-MTX 52557 34
KAEEB A WAL/ T 2 4, HD-MTX iy Sl
B I A AR IT S H AT PCNSL (1 — 2 VA7 £, v] LU
VBT A B L B B e e L ZE BR R A X A kTt
CD20 # 17) 254 F) 2 & 417 DLBCL H B & £ 5
TIT R A R T i i R R A AR . LA PCNSL
Wl R 2 5 3K 55 H BT A 180, 1 mete 230 AT R
SR ZE R LITAE CR.5 4E OS & 5 4E PFS
IO 2 S H AT ) — R 2R R R &
HHHR LYY R R & T CR, 40 5%
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5T PFS,# R 4Em T OS, {H A7 WF 57 3=
TCE 2 R RSP S 1.2 R HD-MTX Bk
GHALAT AW NIE SR WA 3 R R+
HD-MTX #2567 . 6l 4.5 R H R+ HD-
MTX+ B AT Je 7 097 .4 DT R E #3515 CR,
B E 3 FEIRIFr 45 R 6 S A NE &, o] B R
HD-MTX 25 S m Wy s B R4, 5 iR 3
HRZE R AHAT

2.1.2 JLERRYTY BRARBAMT —ERE RS
TYTAL A PCNSL 0¥ A A5 /N T 2 4F,5 4F
OS RN 22%~40% A 25 B EE R, FE3k
7 I B YL G 97 AT — 20 B e 3 ) S I AR A
WBRT K& ASCT & H i EZ I E Ry .=
WA TR Ak 25 H AT M S . — Tk B OE PRk e
PrBh 4 (IELSG-32) 19 2 B IRAF 5T b3 T WBRT
ot ASCT fEA PCNSL LI G I7 B9 850CH L 43 5 A 41
59 il L, 2 4l 2 4F PFS 43 52k 80% 1 69%
(P=0.17),2 A7 E i 7 35 2 5 1 T & 25 5% .
{3 ASCT 21 1L 3% 27 4% 7k 55 0 42, 2 5] B8 3 3E T Ik
Yelol 5Tk {1k E 23 Al 59 2 1 4 b
SN A 38 il PCNSL % . WBRT i ASCT I
BIRIT B 2 4F PFS 43518 63% (49% ~81%) .
87% (T7% ~98%), 2 & IH J7 1 5 BL 1= 43 5l A
1 1.5 fl . {2 WBCR 4 W% 2\ H A ¥R 97 J5 G
M3 N ASCT I ¥R 97 7T BE fE F WBRTH
ASCHR R 1.4 17 ASCT LG I7 . #% A8 1 720
FI s B AE I T AR BE e / B8 A5 2% JE 4 FRR 69T, 3
AR, WA 203 BT 900 CR 4R WK AT
ASCT, F UL 4 NJr it HD-MTX b 5l 97 2 UL [#
IGIT I T LA RIS BE Rie / B8 A7 25 Je 4 R i 9T e ) 2
PAAE R AR %0 3 £ 6 MHINE K. BRI N/IHE
AEHE AT R ASCT JLENE T AT LA — 2045
PCNSL KA , % T A BEAT ASCT 9 34 4
FRIBIT AT R SRS K WA AP 4R 25 .

2.2 FizhfE PCNSL iy 1 H ik e

2.2.1 BTK##HIFH 2017 4 Grommes 200 1
— I T B IG R SR 0T T A B JEe 560 ~840 mg
BAZGTE R K/ XEIR IR e B Ak A TR RK R 8 2R Gk R
(r/r PCNSL/SCNSL) H iy J7 %8, 13 ] e # v 12
BT PEASYY R, 1 BEYY 14 KF A 4T 1k . 10 filik
Il R it % LR F# R (ORR) Jg 77 %, A WL 2 31 5
RGeS e, 2019 4F Grommes 212 R 18 1)
I b WG RS ER 15 1 A % JE 560 ~ 840 mg HK
A HD-MTX(3.5 g/m*.1 ¥&/2 J&.8 %) + 84 H)
ZH (500 mg/m* L1 /2 J8L,8 YO B EiRIT
15 ] r/r PCNSL/SCNSL (H:+ 9 i r/r PCNSL,
6 Bl r/r SCNSL), i fi 17 19. 7 A~ .12 B35 11
K% f# . ORR J 80% . i PFS K 9.2 A H . fi;
OS KiKF], 14 OS FHh 71. 1%, KWL F| =3 %K

AN RN .t o O 2% 3 591 S R o A L o 9 Al
r/r PCNSL 8% 9 8 #il ik I R f# . ORR 2 89 %
i PES Rk 8], 2020 4F—100 1 / 11 39911 PR WF 5%
it T r/r PCNSL # 3 tirabrutinib 320 mg (20
1) .480 mg (7 fil).480 mg+ £ (17 ) ) I7
B, ORR Ol 64% .3 44y BN 60% . 100%
53% ML PFS i 2.9 ™, 3 Ao il 2.1.11. 1
5.8 4 H sl OS Kk # 5 ok W2 3 5] & FR
PEREPE L I K 22 50 5 R A B 480 mg, X A F 5T
il tirabrutinib BCA S — A BEALHE T r/r PCNSL
B BTK 55 . —HiR A 2 e Bk& MTX i S8
J7 11 f4112 PCNSL My B SCWE5E . 9 (il e 5 5 =
IS UG Z KA B e AR/ 7 ORR 2l 82%
(9/11), Hi fii PES 2 7.4 4 H . ¥ i OS kK ik
OO AR R A BTK 3 50, AH 4 T A5
B, BAEJE 150 mg & T 0906 A ok B
TR JE 560,700 F1 840 mg (IR B Ik & 43
Wk 20. 10 vs 1. 40 vs 1. 98 vs 1. 33 ng/mL)E00,
WATE Je £ PCNSL HaiiF Emakizs . £ & -
KA £ JE 560 mg/d, tirabrutinib 480 mg/d. ¥ 7
B 150 mg/d. PR AR FE H AR M E] BTK #)
il 350 I Sk AR BRI L {HL I YR 2 A L R e KT T
4o U 2 1 e FH 24 3 o i T

2.2.2 PI3K/mTOR i# % #1 Hl 7 Grommes
UTHGE T buparlisib (A5 1A JE P8 36 97 r/r PCNSL
A SCNSL w1/ G RBF5E 25 8 . 2 1] PCNSL.2 fi]
SCNSL f###:5% T buparlisib 100 mg/d H.257477,
HA 115 PRAAE 8 J&J5 H BUKS pRE AR 45 25,
a3 B E AR T 1R K 55 25 W IR IT IS I L B R] 37
Kpgmik e, MR 2 Ff 4 F 3Pk Ok B 40 i v 2>
iE T FR PR A0 R e D D L SRR R R . EE
DA, P 5 P 2 AR i /0 S DR /D bk L 40 B s D
W AR W R buparlisib s K T H A 485 Sk
EUR AN M AE T MR B .l T BRI PR R 13 56
PERT 45 . Korfel 7% i T 37 6 v 4 4F
70 % 19 r/r PCNSL i # #:3 PI3K/mTOR i %
01 500 5 7 B B W) L2 25 mg/ R (6 ) .75 mg/
JA 31 61,5 4 (13.5%) ik CR, ORR 3k 54 %, 1H
i PESAC 2. 1A f 2 OS K 3.7 M. e
DL 3 Gk BN BRI A g IR (29. 7 %0) LIl /AR
W (21,6 %) B (19. 0%) FIFR UL (10. 8%) . #F
U BEH] 75 mg/ B Rt r/r PCNSL J& A 3%ty . 2
20 38 SR R Y

2.2.3 HEEREATH Ghesquieres 209 i — 15 11
T TR B 92 R 150 R 2 BT + R IR B e G5 =236
J7:20 mg/d,d1~21/28 d E55 1 W .25 mg/d
JESE T AT GERRIRIT ORTIBE M2 10 mg/d,
dl1~21/28 d,3& 12 W) JAYT r/r PCNSL 5 &
K/ META PRI K B R (r/r PVRL) , A4 50 i
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& .45 B (PCNSL 34 f#] \ PVRL 11 #) o] PF-44 8
J7 R i IR )T 45 5 ORR A 35. 6% . Ff A Bl
PilFa] 19. 2 S H o7 PFS.OS 4351 7.8 N H
1774 H RSB AT . Tun 70 1 Wl
IR 7% PF Al T 90 5 B e + Hb FE R MR IT o/r
PCNSL #l PVRL 9 97 2, 10 5 B B 7 & 8 1
(3.5.7 8 10 mg) 21/28 d. Hb ZE K #S 40 mg/JH .
2 AT REE A S B B2 1 R B e R SR
fif sz ek . AL 29 ] B 3. 25 B B T IEAG
N 10 By B R e Kt 32 7 & F 5 mg, ORR A
48% K 32 F) & 40 ORR Ky 50% , &K rpfi;
PFS Jy 5.3 ™ H , AIRIF W3 42 PFS 2 9 4
Ao —3 I RS ERT T r/r PCNSL fif FH 2k
T B A T 3697 W 97 38 B ) e T S5 SR R 2~
5 W CR J& R B e e R 36 97 R 3 1) G2 i e e o)
e EKTEHEREME RGBT H (P =
0.008), RASEEMEZTE 15 mg 1 20 mg & AKF T
oA /2% 4y T FR BROR T 20060, R IR I
15~25 mg/d {15 B fie e Kt 2Z ) & 5 mg/d 21/
28 d X PCNSL A — & ZCR 5 WA A B W A I
A TR L T A W R R A R 3 S B
I

2.2.4 PD-14I% PCNSL EA % Wi 9p24. 1
L AR F A UL 9p24. 1 B v, 53 PD-1 fit &
PD-L1 1 PD-L2 19 @& 3£ ik, PD-1 # il 5 78
9p24. 1 B A8 B H: i K B JRE 26 B A5 — XE JT R
Nayak %5 PEA% PD-1 4100 77 99 2 54T (3 mg/kg
qQ2w)7E 4 i) PCNSL A1 1 kx5 289408 T 4
I 90 B9 v B T AR, 5 A R A 8 LA I DR IR N
G2 by As I 3 B e i BE T 13 A~ H 14
ANAMIT A AR . 1 BB E 3 IRGH
Je B T BEOR T4k T EATIR YT . 1 B R
P2 G PE, 1 I BB 2 gt M Rt
3 mg/kg q2w 45 257E PCNSL v iR H 84797 5%
AN RN T S T RN e R E A B T RE gk
RIS, e 1A W 0 T R A T R MR T B
o EAH AR R

2.2.5 CAR-T 4iMi 83697 CD19 CAR-T 4
MG T B BT R T 2 Fh B 40 MG Z W B L AL
B 2 M 2R A bk R . 75 & 3 S g2 20 AR AH OC fi
22, PCNSL S #H JL-F# T A 1) CAR-T W5t HE
Fr. CD19 CAR-T 4l Jfd i ik 1 5 45 25 78 I 6 W
RGN E] , 0] CAR-T 40 g v LA 4 J8 31T 7% 2] o
WA R G0, W] e & A P bk B9 3% PE . Siddiqgi
N 1 [ O N TN T U1 77 O v 7
(NCT02153580) W4 252 CD19 CAR-T 4 ffLif
SF I R R OMEVAYE PCNSL B E 5 5%, 5 4
BE T 3 Bk CR,2 BB RRE. TA B EE
CAR-T 40 s vE 5 2 B 1 e i H 7 B ik 2 &

fIE (CRS) FI# 22 25 1 (ICANS) , {H 2 M 2 0] 53 1 7]

i} 5% 49, I H A& & A1 I7 MG SET . Frigault 457

Xt 5 B XEVE T PCNSL B JT B T tisagenlecleucel

(—FPE B FDA HEUE FH FI697 & 5K B 40 i ik

B8 ) CAR-T 4l fi) v 7 /9 1/ 11 30 1 K ik 56

(NCT02445248), 12 il & % PCNSL & # # %

tisagenlecleucel & J7 , AL B 8] 12. 2 (FE F 3. 6~

23.5) M H . 7 BI(58. 3V iR IT A I i . Hovp 6 4l

(50.0%) ik CR,3 fil 78 B # 1k i F5 22 CR. 7

(58.3%) ML H] 1 % CRS, 5 il W £ 2] K 2% 5

ICANS., HA7 1 B4 T 3 9% ICANS, £ & HEiRI7

MFEFET:, F B CAR-T 40 Ml e 5836 J7 %F PCNSL

EEAETA RN . &Y CRS Al ICANS 19 &

A, AT B A BRI 25 90, 36 97 2 R R M

CRS K H A4, 2 9L & L I CRS #1 ICANS

A DA% 52 FEER 5T s b SE R AR IR T .

Hui#r gy 2 %2l H T & & PCNSL, PI3K/
mTOR 38 #4106l 71 2 V8 % 52 6] 253597 19 ORR
K 54 % AHARERE 2 2 M s NF-«B 18 310 i 571 56 &
FIZEHHH ORR 2 35. 6% ~48. 0% , SURABA
KIM . CAR-T 4 ML ia 7 W 84577 %80, (HA)
T KA 3 — 25 PF Ak, H 75 2% CRS fil ICANS
M & . PD-1 il 78 r/r PCNSL Hrs f/MEAR
WF5T 8 R A7 250 A R KRR AR BF 53 ok it — 25 3T
fli. BTK 3 #% #1575 2534 57 r/r PCNSL 1
ORR K 64 % ~77% Pt 4i & Je + HD-MTX + F| %
HHPLH ORR B 80% ., i PFSH 9.2 1~ H
L OS KIEF]14FE OSHEH 71. 1%, Rl T R4
IR (E AR — R .

b 5 BB EEZ B AETT . Hobh 2 BkRIR
FE M 44536 . B Rr R I AE TS L BUS T R A B ROR
1l BTK #0570 B A & e 4 R ih97 6 S H R
Pegi B K . T Lh PD-1 300 il 570 166 75 R R B i 7175 5
THITRCR R AE, T B8 5 RIS SR T P MTX
A2 5 2 B 5 T 36 7 H A BTK 490 1 57 28 A 4%
Je HAT IR A3 CR, K M2 8 A K M. Hr 2y 78
PCNSL A7 B ik — 20 38 5 97 20, (B 75 B R 0 d ok
E— RS,

RIS NI A E 1 75 W R A7 16 ) 25 o 58

5 % ik
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