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Abstract: Non—-Hodgkin lymphoma (NHL) is one of the most common AIDS-related malignancies. The combined retro-
virus therapy (cART) could improve immune reconstitution and chemotherapy tolerance in HIV—infected patients, and most
patients can benefit from it. Due to its high heterogeneity, diverse clinical manifestations and complex pathogenesis, AIDS—
related NHL is difficult to treat. In recent years, a large number of clinical trials and prospective studies have been updated,
and new technologies such as molecular, tumor genomics and immunology have been further studied, all of which provide
new ideas for the treatment of AIDS-related NHL. This article reviewed the progress of several subtypes of AIDS-related
NHL in the research of therapeutic strategies and new drugs.
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R 9 SR bk ELJRE , SOFR ATDS AH G ik EL 98 (ATDS—
related lymphoma, ARL) . E % &7 4 Ik 9% (non—

HIE

ARG N G P B B9 75 (human immunode-
ficiency virus, HIV) & , A 38 SATLAAC 20 6o 922 D) fig 7
2, O W e O™ T AL MR PR R AR
51 0 2 Bk B 25 A 1E (acquired immunodeficiency
syndrome, AIDS) , fAi FR L #E0 o AIDS 3% % UL 4k

Hodgkin lymphoma, NHL) j& ARL 7 &z % UL 28 1 2
—, o R 18 K B 4 i Ik 7 (diffuse large B—cell
lymphoma, DLBCL) A1 117 2 4% ik B 8 (Burkitt lym-
phoma, BL) & AIDS A 5& NHL 1 % 955 3R 45 i 14 1 4~
B LAY B PRI ELR (primary effusion

*RAWE  FRK A REER A (81860031, 81260091) ; = B A M T - LA LI (2018FE001-233, 2018FE001-049) ;
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lymphoma, PEL) F1 3¢ £} 4 i bk [ 5 (plasmablastic
lymphoma, PBL) W& H A P4~ WAE A, 2018 4F
R AE GRS R, NHL B B S I FE T 5%,
U B A AR . BRSNS IR YT
(highly active antiretroviral therapy, HAART) A )™
e LR R0 AT R g, it i o A Y R AL
IT BOTH 32 P58 , ARL B4 19 B 77 (overall surviv-
al, OS)@&%%%ﬁ(complete response, CR) &
WAREN U (HJE, ARL A2 T BOHIV B 7 1
FET ) IR PR EAS (R 20 20 7 R 3 A SRR g K
FET MR BAT — g 22 ek B8l NHL AHE,
AIDS MG NHL I R B 24, il A 4 Bieik, A
A AR ZEE VR Y IR B e K 45 A A S
A RIRBLEN S A MELIR YT o ITAER , o m PR
0 B0 1 SR LA K o 1o R B D A Sy
SFA I HOR DI A WTTR A, 2 AIDS AH 58 NHL
AR TR T LR, IR HO LA WA AR IR 7
SR K H 245 05 T AR DG HE e S A AN T

1 HAART

T2 AIDS AREH bk LU 118 2 5 S e iR
A 5. HAT, HAART 325 0 A ST HIV BT TJ7
%, b HIV B9 S RO S e il . — TS i
30 4 B WF 5T LA IR & B0 350 5% S0 F 1R JT (com-
bined antiretroviral therapy, cART) iy %%, X} kb K 17
cART B U5 cART B 0] B AN [R) 25 Jey L 45 2R s, R
Wbt #Eia T AT W R o ARL R E TS . R M
I HAART 7] AL 23 M IR g Kok SC i Jgg 1) 4 ik
WU, 2 1 ARL (8 gt — 22 A0T 7, IF S TH - X A
PR & 1M+ 41 J %8 A1 (autologous hematopoietic stem
cell transplantation, AHSCT)/5 3 K & ifiL 1 4 i #%
#H (allogeneic hematopoietic stem cell transplantation ,
allo-HSCT)AF AT 3245 > . ALI 715 ARLIAYT Y &
W5k, 9 HAART A 547 © ROIESE 2 A %0, (5
TS EAG UG B 245 W) 55 A6 T7 25 ) 22 6] A P e AH B
VERT, s HIV e 35 (10 4 B 38 A0 R Al 8 e 11 XL
Wio fE—T0 Meta 20 #7352 HAART [ HIV (&
TEHWHAYT 5 BRI BE DT o IF R A R 454 (ad-
verse event, AE) I MF58 45 R M IER R EE [ 90 F 1
HAART [y 224

2 AIDS-DLBCL

AIDS-DLBCL 7E A5 ARL FR % 29 /5 45%, 5

MYC 5E K 5 (v A7 56, B AE 46 51 (ki—-67) 5 >80% . {E
5 S PR, AIDS-DLBCL A7 78 B 5k A S
255 N IR0 MRS TR A TR T B SR A2 TR
FERYIRIT 5, WE R R AR TR . 5 AR 414l
(World Health Organization, WHO )}k 2983 4325 2016
F AR B8 240 i 36 5 R 35 PR R 56 DLBCL 43 Ak &
g0 B 4 i fE (germinal center B—cell-like, GCB)
A JEAL BAMIFE (activated B—cell-like, ABC) i Fll
53, H LAY AEA: &l B 41 R (non—germinal
center B—cell-like, Non—-GCB) % fJ 4% ABC %I F1%5 3
R, R4k g Al DLBCL KA 943
GCB #4FI Non-GCB &Y, HH{IAN , GCB B 4L Non—
GCB({L % ABC BY) W] SR AP s . T4+
VR R 5 (R kA A [ I R X AIDS-DLBCL
AIEE AT T TR

2.1 —Z5BF7  4HTARLAIRYT £ 5 Bk HIV &
Yo NBEOY T %8 RPE B E A BB 00, 50t LARST Ry
F, TR GEHATT K AHSCT 25 i il S AL 1A T
SEm% . AIDS-DLBCL i — R br i 1697 J7 % 4 CHOP
TR (BB 23R R KA k). T
YO [P 22 50 R A5 I R T RE PRI AT, 34 i X
T RReids R 2R H 255 . A5 H1ECHOP &
(A 35 Al I, X AR e kR A R AR SR R B o 0 R Y
EPOCH J7 & (RFTIAH B8R KB H0 e
PR B e ) B 3k T EPOCH J7 58 #E 47 771 1 4 %4 11y
DA-EPOCH J7 &, B & ABUE K15 R A1 25 ) - H
H1 EPOCH J7 2 76— T BEHLIR 5 P (19 3 4F 0S R Ny
77% , TC 5 14 4= 1% (event—free survival, EFS) & &
69%""; 1M 5 — TR AEPE AT &2 B, DA-EPOCH 7%
1Y 3 4F 0S % K 71% . JC #k Ji& HE 17 (progression—free
survival, PFS) & & 79% *' . X} tt DA-EPOCH H
CHOP J5 25 & B, W20 J7 ZE W [ OS FE 22 5 K
(37% vs. 34.5%) , BB 7 RI7 RO TE & 22517
DL AR 5E 45 B4 7R, DA-EPOCH 1 EPOCH 4 1] {
b CHOP B 46

% K 228 DLBCL £ 35 Y335 CD20., 2

i (rituximab, R)/E R3L CD20 BAFa PR, A it
THEFH 30 B3 IR YT LA, £ 20 Z4E 911 R H v
BAS T E R, RS AIDS-NHLALIF 7 B,
{15 CR B IE 3 4% , BT KUK B AIK 50% 7
I, 75 CD20 ZR 3k FH A 1996 AIDS-DLBCL &4,
R+CHOP 7 RZ #i Bt T CHOP % . W5 8w,
20207 RIRIT I B S 4E T K AT (velapse—
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free survival, RFS) % 51k 87.8% ). F[E 1454
J6& JiE ¥ £ (National Comprehensive Cancer Network ,
NCCN) 5 g #1306 R+EPOCH 5 &4 H— 2R T 1Y
HIEAIT IS & RIGYT I RIS E RS R T = 1Y
SRR ARSI R (05 BRI, 5 80
B KBS I o A Ry S RS VEAS 1) B ZE 48
CD4" T ik 0 48 A T 45 AB % Sz e s 2 A SRR e IR 400
WF 5% & B, 24 CD4™ T bk T 448 it 3 45 B AIG (<50
L), R AR i — 2D G e e S Be T XU
I, 76T JR AT I, 07 W I A8 25 19 CD4" T b 2 4 i
TR B RAT SRS R 45 . IAh , Rk 547
(i) JHF 98 95 25 1 P00 A O o R T JFF A8 s g R L 1
WIS I YU 2 35 25 iR 97, T e )
HBE P RE M 92 9% 7 DNA ZRAL 015 2 5 i
W R .

SR, BV R AR HE R i 0 A7 O 58 o
o HE D 5E WAL 57 AR AR o AE O R A AT
o BE R D Z BRI B R AR, S5
BT W, PR 38 R P M A T R AN R S — Rl
HbIRITI7 % . 1E AIDS-DLBCL (Il AR 6 iR ARG
775 B TR L S5 R R T AT R, — I
FIBE PR I A6 v, PR 2L R 3 43 0 35252 4~6 4> B 48]
) R+EPOCH 77 % LA B B R+EPOCH 7 8, 45 3
TN, AL 24F EFS AR, ) — TR ST X 55 41 £
ORI RE EPOCH-RR RFTIAT IR K&
B FRBEMER PRS2 AR R R 2 ) T
RIRIT , LA "F-FDG-PET VE A7 ROTAN T H & S
A PFS R A0S K453 51 4 64.3% F1 71.8% , Hovb 45 14
(82%) B AH AL 3A FAWIGRIT ™ o KL LT RAIR
I7 IR H FLT W W ik, HLABR BRI A ORBE T
B PRI XU YR AR
22 £ % % 0 #E & 1% (relapse/refractory, r/r)
AIDS-DLBCL W& 97 4 —2R3iRI7 )5, 60% 1)
AIDS-DLBCL &4 Al ya @ B A A — o3 i
R R S R MEIR PR ELR T DL R+CHOP 7 23R
IV R AT A R 10% 9 B3 5k, 5 k5 HIV Ik
BFAEN S XFE R KBS SRS EE R R
e P40 1Y [ R FUS 48 51 (international prognos-
tic index, IPD %A K, X F—ZIG97 R Bl
HEAT R R TY . H AT T AR B Y v/rAIDS-
DLBCL AT I 8% . A ESHAP(RFEIA 1 28
[ B 2R DB M AR ) \GEMOX (75 P4 fl1iiE | 2L
VR ICE (R AA S FRwl e e FRFETA ) .GDP

-562 -

(75 VU A ITEHFI 3 ZE KAL) . DA-EPOCH 45, 7E B
PAIRST AT ARAE CD20 (1R T B2 I R
RZ AT T3 SR A B B L R K
SYROFAM W, BE 2 LTI R e, —BiR
I7 JC SN PR IR B, X LAAE N — B BRI gk
fit o HET MG, FATA T HE— 28 (0 BE M i R
277 SIT RO FUBIE ST BOR 25 W ik e ok SR — 2k
I IR TT % o RARYT B AY orATDS-DLBCL /&
# , K5 & ALJ7 (high-dose chemotherapy, HDC ) Bk
B AHSCT J8CH HA B IR 7 AR e, BA FE(R 2 &
R REFTERAPCR .~ R B, 14 4]
AIDS-NHL ({4 7 il DLBCL) 8 # #5% AHSCT )5 , 4
A PFS 1 0S 253 51|k 64% F1 71% , B AE i 100 K
NRYAE = R IET: R (nonrelapse mortalit, NRM) &
0% "*'o ARL [ 35 #E17 AHSCT Ji5 nl 3R 5Pt 4 2
Hd, I HIV &GO AL &, WA EE R,
HERFEARiE, ] 2 B A (HE B YR A S 1Y
o B R G, 0 R e 3BT O 1 400 7 (cyto-
megalovirus, CMV) [ XU . BMTCTN0903/AMCO80
IR — T4 & AIDS-NHL B 78 - AT AR T
i Jf #% 4 (allogeneic stem cell transplantation, allo—
SCT) iy E— Z HLA iy B PRI 5T, AP ST 45 R 3R B
allo-SCT AIVE 2 45 ] - AHSCT [ £ 13797 T-BL
AHSCT JE AT AFAE S S MBS o Yitrium 90 Fric (85 fF
5L BT (ibritumomab tiuxetan, { b 44 Zevalin) & —
T SO B 8 VA 97 50, 76 NHL R R F AR v 7]
Zevalin 5 K5 i BEAM (R &JT ARFEIH T BTbE i
HHEIEL) (Z-BEAM J5 ) HE& AHSCTiR)T , A
A RRE 19 0S ZEFNEAK A NRM, X 10152 & 1 & s
NHL 8 & A & — & iR y7 2, T LI T
AIDS-DLBCL (AT BEHERFIT .

2.3 AR HENRR

231 HMCDVYHBGMEZETHMBAY Ax-
cabtagene ciloucel J&—F1$t CD19 i & HLFAZ K T
I (chimeric antigen receptor T cell, CAR-T) %54y,
2017 AF W T8 2 R UL B R GEIRIT R WY
r/tDLBCL, H: 3= SR 2 i ao 5 PR A e i, 1 F
AT 7 T8 40 3 3 4 S P ik B B A2 A, 7B 1) 4
B TR 20 SRS R E B R AR R . X T
HIV BH 4 vADLBCL £ 45 , Axicabtagene ciloucel % #i
TR 0 22 A B PRAT T A R Al 2t 3
AY A0 Y PR F B 25 B AiE (eytokine release syn-
drome, CRS) , S fFRifi ph 28 2%
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2.3.2 EE{&1F1S I 248 a7 48 (gene-modified he-
matopoietic cell transplantation, gmHCT) AH-
SCT & allo-SCT #J# UE 52 7] ] T-1AYT ARL. i [ 4
B HOR SCHF T A7 38 1120 R A I DR I 25 2RI S
gmHCT1E A B9GRY7 B, Al bk EL f8 5 S fit o
ZIIRITIERE . Alvarnas "I , 1 5] AIDS-DLBCL
B TE HAART 5 16 S 75 2 CR ) #E4T gmHCT, 52
M2 O 5 EEBT A 3 HAART, H HIV s 5 2 i 7 Y
DAY T ARG, 14T A 4 A 0 380 5K DR A ) o 4
U HZ T 05 HIV L i Ik VR B A 8 A
AT i L 0 T 4 L [ B g e .

24 RFAFTAME KT HAST I ROCHZE
LARTT I 5 WA BRIT R TT ARG AR IR
RLA5R T B A8 25 R DU ARIG T SR . 4R R
Wit Tt 24 31 BIL ] 0 R IR 3R A3 S 4% IR YT R
I BV AWITRA R EVE I R IG I T A T2
VPR, FE IR YT SRREIRYT BEPIRYTAE . ABCHY
DLBCL 4 1Y B U5 3 55 NF-«B 38 1 S0
SRR K, TERA 05, A1, 8
S A0 o) 790 B e 2 0 o) 390 25 5 Ak 9T O SR A A AL
T ABC 2 DLBCL H)IGYY , A% T — & RIBFFE LR .
1) 250 FAT ) I Y R TR S, A R T R S
PERIFTE R RS0 45 AR g A, DL 32 90 HE 3 7 ik
H1 DLBCL [i] ATDS-DLBCL Ay 13 % .

241 HCD20 BsEfERME  $1 CD20 HofEdi ik
JE—FPER X CD20 i M: B 241 it B e RE P IA . R %
WHGCIEIR R )z )8 T 1 BLhiA, XM
#5114 41 Bt 7% 7 (complement—dependent cytotoxicity ,
CDC) P B AT PR 51 ) 40 JE0 A 5 B4 200 25 4 Canti-
body—dependent cellular cytotoxicity, ADCC)¥JH &
R (0 T Pk, (L LE 75 S 40 0 4 A0 T O T O P A
55, 8 I B Pr iR Ny 32 1 A . Obinutuzumab | Ofatu-
mumab 5 F| % H B HTA L, B A H 98 9 CDC A
ADCC U , 75 HIV BAYE DLBCL A i 4 1 PR 18 56
o AR RIZ B R  TERR S CHOP LYY
T7 W PPAL v s AR ST . ST
Z- 7 PR AIDS-DLBCL T3 (4 st 2y, T ALk
W ATVE IR T 20 W) AT i — 2D O AT
24.2 FEFMETZ-1(programmed cell death—
1, PD-1). 2 FF ¥ 3£ T B {4 (programmed death-li-
gand, PD-L)E 55 [EHi{E  PD-1/PD-L &2 nl 4l
T 4 (4375 4K , PD—1 5 5 R0 A4 AT e ek B B 40 o £
SR EPUIM R AE H . Pidilizumab . Pembrolizumab .

Nivolumab &&1E K H Fif 1E£E & ff ) PD-1 B i
PUIK , AN 2 7E DLBCL () — £ IR Y7 I 2 —2IRYT
B — 5 1 im R YT 2L, {2 HAE AIDS-DLBCL H
P4 I P 1 ey DR i AR a0 S B8 S

2.4.3 X4 R HLAE (bispecific antibody, BsAb)
Blinatumomab J& XU 5 M T 41 M 187422 25 (bispecifific
T—cell engager, BiTE)HUIAZ5%), ¥ CD3* T4 5
CD19" B 20 i 3% ke e , -5 T 40 B X g 400 e 7 A
YER , H A 3222 F vADLBCL IYIRYT .

2.4.4 IRZ5 41 {8 BX ¥ (antibody—drug conjugate,
ADC)ZEZAY) ADCE—FoHi B2 50, i
SEMEPUAR S SRR A= A i 5] MMAE (monometh-
yl auristatin E) 8RR, 71EAA 2000 BT 40 i #E4k
Gk % 2 F AR E PR 0 A M, 175 5 40 A D) 45
Wi AT . Brentuximab vedotin (SGN=35) &—FP$r
CD30 ADC, 1fij Polatuzumab vedotin /& —Ff 5 MMAE
BRI CD79B H e LA, BAETR YT DLBCL Y
e R IR A ROR |, 5 R-CHP (R 2 5 gt B
WREBERE PR R IR e ) T I, IR AT 4
e AR

2.4.5 LEKME B IAF EF (sirtuins) # &7
AR AR 200 Y RT3 1 B A5 R R s A R A
Tenovin—6 J& — Fl sirtuins I F , 0T 175 5 24 fi 358 8
U AR T, 46 ABC B DLBCL 3R B 2 35 (1
HIVER , $m HEA AR F sirtuins (I $8FR, #m H
Wi 1% 1] fig & AIDS-DLBCL A — Rl B34 7 7 ik
246 HEETHY KIS L (lenalidomide ) J&
— PR G T 25 W), T2 5 e A M A A )
SN L AR, TS S Al AR 10 ABC 28 3bk L0
BRI B RER T IR AR 2 . ALtk >k
TS e 78 v/rDLBCL A6 77 -t 2 30 A vy 24
T

2.4.7 3RS Bt AL B2 3- i &8 (phosphoinositide 3-ki-
nase, PI3K)##15| PI3K-AKT-mTOR {5538 7%
AR oAb PR TS T R 5 EEAE . Co-
panlisib 5 Umbralisib (TGR-1202) #B /& PI3K #f!
1, 85 W H T oADLBCL A PRI 58 . Herpr, Co-
panlisib 7 ABC % DLBCL (3477 4% GCB M HA 3
T 1B R AR (31.6% vs. 13.3% )17,

24.8 7 E B = # & (Bruton’s tyrosine ki-
nase, BTK)# &% BTK 7£ BCR {5 5 % S8 i
AN B 7R 20 5 5 AT R S AN AR
(% V£ A o Tbrutinib 1 Tirabrutinib (ONO-4059/GS—

sirtuins
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4059) ¥ J& T BTK #0 il %1 , H 6 9% W H TR 97
DLBCL, 7£ Non—-GCB %! DLBCL 1 % ¥t &8 4 i 6
PR, T R T o

249 ZFEHEEEME T B K (bortezomib ) AT
308 3 B 1A A 74 FH BELIBT NF—wB 11435 4L , BEL 240
MM ERR . AE—T048 A 55 1] Non-GCB % DLBCL
B RIS, 18 191 8 35 452 R-CHOP BX A5 RIS B
/B AR T L 33 18252 R-CHOP AT, 45 R ik
7N PIRIIE T 7 S8 B ARAT R 1 B BN R 43 3]
1 94% F187 % , AT R4 5110 45% F123%

3 AIDS-BL

3.1 —%3497 BLJZE AIDS A NHL 55 — Fh i
DL P 6k L8 3 B R, 5 ARL 19 20% , 4590 52 R
LR A I E R W - R B (Epstein—Barr vi-
rus, EBV)JERYY , [ifeg Az 4 ok B b, 25 Bl 2 5 s i0F e
XK B2 R G0 A 4= F . BL 5 HoAth AIDS-NHL
WA TR], He CD4* T bk EL 20 i 3 B 2K 5 v
15 Z2 o [al BV F 58 v, 37 LA HAART B & CO-
DOX-M/IVAC (ABEMERE P75 2% BB . H 2 0
W ARFEIATT SR IABEME R BRI ) Ak Y R
XTEG T WS R A FNA AR N R 21 (97 280, P2 ) 2 4F
0S Z 50 Bl h 72% . 55%, 2 4% PFS #4351 2y 81% .
55% , R FHOT I B a7 AR OCREME | R i I 3%
BE T RAE AR A2 BT AIDS-
BL, HARRT 8k & R+ &t 2% SR AL T + 35 N T ST
5% 60 % LLT (i e BB AR ER YT
Ko fEZ P I Wi KRR % (CARMEN;
NCTO01516593) H1, 4t 20 fil & £ 52 T LAALIT b &
FEPEAT R B RO B AL S AHSCT 16 N 025 &6 97 5
2, 24F PFS %0 68%, HLAE 5 6 P AR 1 22 R 45 (cen-
tral nervous system, CNS) 5z BB # W, 4 3 l7E bE 17
43~55 A~ A Bf A A7 0 H R B & . CODOX-
M/IVAC+R . R-EPOCH , hyperCVAD/HD-MTX ( 1 i
Pkt | A 0 Bk L 22 32 BU B2 R M FE R AR ) o A
WERS ) S5 7 X B on R A I IG IRYY 8L, nTAE A 1k
I 32 AR —ZIB97 %6 o AR NHELE A [R) 5l
AT Bk g ARG A 2 AT 25 PR
il 8 BT R AR R A T e A
P, e ) AT 2 RE I T 3G IR T KU, P A
58 J% 1Y) R-DA-EPOCH J5 % LA R4 iy =z 44, nf
YRR e i 8 1) — 43R YT I %8 . BLE DLBCL %%
S KM CNSRIE, H 2% 183 EPOCH {07 J5 S 1 259

- 564 -

AN 375 2o 0t g 5 s, RO, 5 AR B T CNSHRALR, ]
ANFHE R HZ TS, YA, 1 143232 HAART
HIV BHPE R & P CNS 32 8219 BL &8 L i F AR DI |
1657 (HD-MTX) K 85 N FE S A6 T7 259 ity T 48R 97
JE IR E] CR 2, 78 % FREFR ISR BL AR A, W AR
i B R ILHAT M EAZE BIRIT .

3.2 r/rAIDS-BL Ji&9r HDC Fl AHSCT [a] # &
t/rAIDS-BL AYFbrifE . SRR B L, &1
HIV B (1) BL HBE & B METR T BL AL R T 5
HiaIF e o 8k , = Abyr i ZEn R R-ICE (-
1.5 PRI B ALK R ) . DA-EPOCH-R . R-
GDP . R-IVAC(F 2 & Bht | S5 FRW Ik B
WFE W) A5, IR T /0 45 7 1B PR 24 5
HAART, LA 8 REARTA T XU, (H 8 35 Tk LA
0% . —TAE9E & L, 17 HAART J5 () AIDS-BL i
FHE—KIBITIRFICRIG,54E 0S R M 87.8%, B Kk
TN 11.4% M — I a2 e BRE IR 5T & B,
16 54 () i 4 b A 49 ) HIV FHAME BL R &, Hoor e
B35 14% , 5IRT7 A R I BET- RN 38.7% , 1E bifi
Vih A o BOE B350 AHSCT /RN —4k
1T L T B — R G 7 T B, ATRE 1 Fal
IT I RIR M . AT 2= F il 1 14157 % AIDS-BL
B LI A CRG 3 AHSCT, le & 3498 1 6 4F
1 PFS 200 55 —I0igh A 118 f91] i & (DLBCL+BL i
i 65% ) BFSE T  HAART B & RILST G 3557
ASHCT (1) #2 3% CR b 449% , PR N 38% , TP o7 Fiti 175 11
g 44 34E PFS R A0S 437 4 63% ,66% 7,
P39 R AE , AHSCT IR Y7 HIV AH Sk EL IR Y7 3%
By 1202 R 3 AT AR AT I R 2% ff (R H A s =
allo-SCTIAY7 AIDS-BLiHiiE . ToitRAE—ZIRIT
R TEIRYT T, hAE R T 2B I R,
£ 1 2% AT B2 ARST 39N T o/ AIDS-BL Y 54K
XFF SRR 32 5 ZUALST (1 A7 JRAE B R I B Pk
S FEHEIRYT AL A N — 2 SR AT AT
D& s A TE R . X o/rAIDS-BL, J5 8475
BN CAR-T 4 Moy 7 i A TR ISR U5, DS Uk HA
ROk

33 BEMAYHAR

3.3.1 PI3K/AKT/mTOR i@ B3 &5  BL 21 i Y
W5 T 5 PIBK/AKT/mTOR 8 %A & BB & |
Il iz B AT RE VAT BLI ik 2 — . DE R
JE—FPE A 2y ) R S, nE A T
PI3K/AKT/mTOR i f# , 76 410 il BL 4 ffd A= 1< A9 [A] B
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XHCTT 25 77 U F S8BT . @ T IR 2 (rapa-
mycin) & mTOR i 57) , HoAE AL T Bk 1k
RPS6 (1234 , i 17 ] mTOR/RPS6 15 53 [ 1) i
T, 38wl P T8 ) (survivin) B3R IX )
1 N VEPEAE T2 1 (caspase-3) KIFESFHT-. O
1l 2 it 1 5K 7 8 11 [ U5 9 (phosphatase and tensin
homologs, PTEN )i it il il PI3K/AKT {5 5 #% & 4%
AR A 08 1 O AR L T R S RS 1) 245 ) R AR
HEATIRAMIGE

3.32 BITEHRZEY MR e reinrsy
¥, Blinatumomab H 7i#% F T v/rBL 93697, GBEWE
B SR T A0 A5 1Y BL AR EE VAN AR L PR 753
3.3.3 CDK4/6 #I %5  CDK4/6 7 240 jig 34 41 5 5
108 SIS i T Aok L i 200 L 0 a2 AR 0 2 e 9 4 L )
K458, /I BL YR TEIRYT 2590

334 ImX1EATHIEGEF BLEFETZIC-
MY C 2 PR3 45 5 TgH 7 i T Y 53 (5 0 Ep 1330 15
X (3'RR)ZMIAAE TS50 . W58 R, B
B 3'RR 3 5 1 1 45 1l TgH JE A 5 B9 5% 5%, 51 &
BLAFIMR R 1Y A A=, S Ry 72

3.3.5 f/NZHEZER (microRNA)  BL Y B 41 il
A W) microRNA 7] B8 A BURAEH o microRNA 7E
Wk R BRI RB T 2 5 BLIY KRR KR /IR
AT S . microRNA-127 .microRNA-155 £ BL
P 23k, vl T I br S r o

336 BEIREBESUEXEE-7T ROZEIL
HH DG EE R =7/ 48 il A % —24 (melanoma differentia-
tion—associated gene—7 / interleukin—-24, MDA-7/1L-
24) 38 328 175 S oA AE T BL 20 A9 A= 03 1, OF
75 BL B IR FRIR , al A S ik EL R I PRIG Y 7 BV A
FAR , 0 B B B

4 AIDS-PEL

4.1 —%ifFiBT PELE—MFEIMIZZENEB
A0 NHLE AL, 5 AR5 27 8 24 (human herpes
virus 8, HHV-8) /&Y % . PEL7ERFENRENC T
NBEF 4T HIV EBV %595 # & . PEL B8
T B M3 Z bR, S e k B A1l ARiC 4 (CD19 Al
CD20) ,{HZ3k CD45.CD30.CD38%% . AIDS-PEL
AIDS #HCHE NHL ) 4% , Wil J5 25 . HAT, ADIS-PEL
W O IR YT 7V A BRI AR SR Y2k 1 [l ot 1
WF9E B A2 MRIE . A7 B X 16 HIV BHYE PEL
T LA HAARTIRYT , 6 i i A ki 20 id B R

HE 2 HAART 3715 /& AIDS-PEL B & I K 1A I7
AN]SR AT 7E AL E A kYT (R+EPOCH
3 R+CHOP %) Al N —ZIR97 &

4.2 r/rAIDS-PEL BJi&fr t/rAIDS-PEL [ % H
TZARYT T R N ICE .DHAP %, HET, —Zibyror
LR UIT RN B = R BE . (B 1H1E
FEAE M TR T 4 9 7 B L 1 AIDS-PEL (8%, 78 )2
5258 KRB AT LA A Bl 8 25 B A BTG T S 15
PLGZ MR 2 B8 HoAh &Y, /rAIDS-PEL 35 )7 i
A% 8 AHSCT BT SO 28 45 o A — g 724
25, 4t A 2 B AT (brentuximab vedotin, BV) #E
AIDS (RGP PE 3B B . B — L CD30 B 5o
PUAA , WA ) 4 M 3G A, 55 AR R DA AR T
TE 1451 CD30 B B ASRET 52 2 254657 1Y) AIDS-PEL
B R BV 2GS HAART BUS TH ARy CR 0,
X} 2 i) AIDS-PEL & # R U DA-EPOCH /7 &R J7
J& BT BVIGYT 2 B L 1 R 394
PR CR P, PEL B R I BV BLZGHEIT 2R
J7 = AT LA 32 19, 7T 2% 18K L T AIDS-PEL A9 Hij
AT M REIR G AT -

4.4 FKREEISE HAET,EN PEL IS B/ TH0
] 25 )02 B FLRT S AR 7 1) o 46 T B sd B bk
£ AIDS-PEL (3697 2 30t 145 2 97 280, B bk
I R AR TR AR B 5 I . Ao Bh i S 5
B, TR TR A0 ) A A o R AR A B
BRI FEINBIRNRIT AR

4.4.1 L CD38ETZ[EH MK Daratumumab J&—Ff
CD38 F [ Y N 1gG 1 Fsg BEHTAR, H A H T [A))8 %
UL AIDS-PBL 4 i BE PE A 55 v, 0 BRI IR T
%, Al JE— T AIDS-PEL 677 .

4.4.2 survivin #IHF]  YM155 2 survivin 145155,
Al 3E it ERK1/2 AR 16175 S 6 £ 1 IIL%K 1 (myeloid
cell leukemia—1, MCL-1) £ [ i (4 4 0 1 F i,
S PELZHARYA T~ , 7€ sh ¥ S 56 vh T il PEL /N BRI
IR A B

4.4.3 SIRT1@EEEIME F SIRT1 FI AMPK i & #7
il 74 QL B SIRT1 7 44 PEL 41 i 34 5 FN 77776
e EE R . R By g % A0 & ¢ RNA
(short hairpin RNA, shRNA ) &l SIRT1 8%/ FH teno-
vin—6 $15) , 7T 40 ) SIRT1, J175 5 PEL 40 itg 4 31
SRR T . S SE5 R, tenovin—6 1] A5 541 il
PEL ()i shFE J | 3 1E K PEL /N B A7 6 32
444 PIBK/AKT/mTOR EEMHEF kX2
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— Fh A W 2B R , o] 40 PEL 20 B H A4 STAT3 A
PI3K/AKT/mTOR {5538 f#% , 51 & PEL 41 L i 1, if
A R A0 B % A F W, AT AR AR YT R 28 1 B 4N
LR EEL 938 ) i 16 250

S AIDS-PBL

51 —%4y7 PBLE—FPZFILE CD20 BHH:RZE
P NHL, A] % ik CD38,CD138 Fl/a MUM1/IRF4, 5
HIV YL B YIAH 5, i ARL I 3%~12% , & 7 EBV
L . MYC 5 HE & PBL A% 3= 25 40 Jifg 38t 14 2 ol s
HIV BH M 5 HE R 55 60.0% 7, 7E%F PBL & # iF
T W, W45 A T A 24 R AE e 22 AU bR F il
PRECHE 45 . %F AIDS-PBL 4938 97 #E 7% % F] HAART
AT, FZAYT 7 Z 44 Hyper-CVAD-MA , CO-
DOXM/IVAC ,EPOCH 45 . EPOCH J5 & #4720
VAR I7 % AHH 7 OS WAL 12.4 40 H ¥, HIV
AHC PBL AR A RV 252 = it B AT, FLAE A7 30 I il
ERUR Z SR EILE TN & N G AN TESE IS E T
WK ek s A T RN 2 o AHSCT i /£ b — 43R
7 W ILIE O %8 o W95 8 0 2 i = Ak I ik
CR 1) AIDS-PBL (& # ¥ 45 AHSCT G977 , H 3 Fifi 15
228 H ,24F 0S F N 55% ¥, allo-SCT 1E N
AHSCT 1y [F] 8 A8 7 58, 7R3 1147 AIDS-PBL B4
BRI A H RZ B L, JC R AT i R T
WS PPl L ST AL

52 EZEY VLA, % AIDS-PBL 1 5E ik 2
. 5 A FUAH L, AIDS-PBL A7 RCR B 2% .
BAESI A BT 25 55 I , 2 BRI A4 K R0 SHe T 8 i
Y R B W TS P IR AR — 25 AL LA
K r/rAIDS-PBL 1) — 23697 77 R G s . i
/i K +EPOCH 77 5 H TR YT AIDS-PBL i 3, S A
N AT 3K 100% , CR %35 92% ), Dittus A5
F TR K +DA-EPOCH 5 %, [ RE4R1S T R F
YL R, 32007 Z6 A SR R B 4l i) EPOCH
1% MR — IR YT I AR BB (AR JE L3RR K
B ) S AT B — A5 IS Ok B A L2 A
KA SE . 7E HIV BHE oiPBL 26 4by7 op , 4k
KAThRE R R AFHIG TRV, OS %4 90% , T i 0S
M 144 A9 X F DA-EPOCH K ICE J5 1697 2%
TG AIDS-PBL &4, >R F CyBorD (IR {1 K A
P iz | b SR AN ) T L ORI B e M FE KA ) T 2
PR FFEEI R AT 3k 2 2 4F DL -0 4 B X A Jr e mf
PLRGCH 2B TR
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53 KFRHARAME

53.1 #HCD38ETEERME —WiEH XS PBLEE K
B AN PRI 56 1 CD38 B ] B 5 p 4 4 ( daratu-
mumab) ZN1 F] DA-EPOCH 77 & 1, DL i — 3P4
SYR, ZPFSE AT HIV YL, on] B 75 HF
FELE B AE B UL AIDS-PBL B Z (A= 4
53.2 PD-13i{k PD-1/PD-L1 Hi Ak H 46 £
P ), IE FE B B A A BRIk B iR T O 2
PD-1.PD-L1 7£ PBL 4 i 1 ¥4 %35, PD-1 HLow [
PUE (Nivolumab) B2 T v/rPEL BOIEIT , KT LI %
FEE FHAH S PUIAR ] T AIDS-PBL IR -

533 Hft AIDS-PBL# &4 MYC 5 {i, i MYC
B DR 2 X IfgeE 1 e A R R PR AR RS B MY C A A
TR T 175 G 4t LS S B, 1T A S W e B SRR R T R
% 8. PI3K/AKT/mTOR {5 5 3 #4157 78 PEL ¥
J7 SRR YT RN, R 2 BRI i 500 v] BB A2 1R TT
AIDS-PBL B FEM 5 7 10] o

6 ZHiE

X F AIDS AH 56 NHL (3R T, 24 i 4E 52 1 2L
IR T 7 S 7% 22 v O ATE 9 B 1 i DR i 36 &5
AR AN [F] R 45 )R, A6 384 0B (6T AT T
% F W B TT & v FE bk 98 15 5 5% 500
DL -8B B IG TT B IR YT R RIIRYT AR T
TSR 8 . HLAR YT SR W& 19 L Ak 75 K I PR %L
PSRRI K
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