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[Abstract] With the advent of highly active antiretroviral therapy (HAART), the life expectancy of individuals
with HIV/AIDS has significantly increased, concomitantly elevating the risk of developing malignancies. Among
these, the incidence of non-Hodgkin lymphoma (NHL) is notably higher than that in the general population. For HIV/
AIDS patients, the immunodeficiency caused by HIV infection, along with other viral infections, can contribute to the
occurrence and progression of NHL to varying degrees. This review briefly outlines the mechanisms by which factors
related to HIV infection are implicated in the development of AIDS-related NHL, aiming to provide novel directions
and strategies for the prevention and treatment of patients with AIDS-related NHL.
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TEA A E A HIV R R e — A E R AL T AE
)8, Egeit, A 2023 FIR, ABRILAT 3 990 U7 ARk
HIV, 7£ 2020 4F 2022 4 Fl 2023 4E43 514 150 J 140 J7 Fil
130 J5 34 &Ik e HIV, [al 643 50 73 7 A .67 Ji A HI 63
Ji ABET HIV M SE8mY, 78 HAART B, B %5 HIV e &
UH 5 () B v MMM C G o B B RS T B
Ji PRI, IV g S IR 3 i e 55 S g 17y XU, e 289% 114
HIV AHICFE T2 B T g BB 20 40% 1 HIV s 4 fw 2
Bz W (B A AIDS #H G ik % (AIDS-related lymphoma,
ARL), ARL J& —F PR st AE K 10 42 28 00 P g, 7 300 38 6
IRASIT 5 M DL B, NG I7 N R, AT B8 AE 12 B ) AU B

3

BOA P EBE T2, o R 2 A 4 9 B ¥ (non- Hodgkin
lymphoma, NHL)J& B 1] HIV 285 B 5 o fe i UL 1 g 285 70
Z— ARAE R B E ) HIV B8 b i i UL I 98 e 28 B
b7 A S M SEAE T 239%~30%1, AIDS #13¢ NHL % 0
14 2 TR0 5 R 18 A 200 ik 988 (dliffuse large B-cell lymphoma,
DLBCL) {114 ¢ it 2 98 (Burkitt lymphoma, BL) ¢ £ 41 2 itf
E4L R (plasmablastic lymphoma, PBL) | J§ % H X 1 £8 22 45 itk 12
J& (primary central nervous system lymphoma, PCNSL) Fil J& %
B WL 98 (primary exudative lymphoma, PEL), AIDS #f
O& NHL 9 &0 % W] 8wy T35 38 A HE, "l Rg5 HIV &5 L
PR — ZR 9 A8 Ak 5 3 g O A RN ) O TR RO G, TR
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AIDS #f3¢ NHL B9 &L, %t F HIV/AIDS AREPiiA NHL R B A SRS, X T A R ST AR R AR BBV AR D51k

BREE AR LR HIV YL S M E Ak 655
BEPER B 414 k2 5 NHL &R P .

—HV&RBEANRANEEARSERARBEY

HIV &Y 5, A O3 (R 45 B T & B 2846, 2 5 NHL
W42, HIV-1 JEFREE (A pl7 J& i HIV-1 gag 3K 26 5 1 £
HREER 1, p17 M HIV-1 e ) 40 i 5 S0 88 Tk 0 40 i b 2
) FL AT ATE HTV e & i 35 A4l SURE A s a6 0 21, 45 WF 520
52 HIV-1 FJFREE H pl7 768 AIDS 235 14 B8 2 200 itk o 4%
AL p 3 R 3k, pl7 323K 5 B Y MR AL S0 R R
(microvessel density, MVD) Z [A] i SR F B, p17 78k 2 45 41
S TR BRI B2 A7 76 A T BB 7E Wk TR 1 R J b R AR I,
Caccuri 25 RIF5E B & B p17 i 5 55 96 B8 U5 9k 10 48 P Bz 4
Ji b 23K i Ak N F (C-X-C 357 ) 32 (-1 R 1k I -F (C-X-
C R )32 R-2 2545 JFMOE ARV AME 5 8 15 i A (5 5

3 5 SR A 2R O O A 2 B, R p 17 T RE e A — A i gk ok 1

A R IR BT, I A5 I B R 2R R RS Oy T R HEVE T

HIV-1 8877 Az — i 8 15 995 5 5 /N2 3G e R 0, bk
By g s S 2R R (Tat) |, & Al I8 15 955 75 5 0, — 35 4
20 5 75 2 0 K BRAE 23K Tat BOANIHL v, Yo (o (A IR A8 R 3
Pt Tat W1 LABCAS B3 35 109 B AR A b il 3 B 35 3k | 5 80t g A
TR 0 PR R R | 6 A IF 0] 4 % 412 32 ok L b o, O L AT R
S B 40N RN, pRb2/p130 AR 2 HIV 3L/ 7
Yy Tat 5 15 3 % (@ A HAE H 0980 5 Z — pRb2/p130 1E K
HIV-NHL o Tat 2 [ 1980 40, 5 00 5 % 2635 nl R A2 it 1 o
PR, R 3 04 AH ELAE T B ATDS AH 5¢ NHL & %% Y ¢ B
HLH =z —, HIV-1 Tat 55 pRb2/p130 H1 AR H R BF 5, 38 %
T Tat 7] figai 3 M pRb2/p130 mRNA 3K i A 5 i How iR
AR 308 10 T DA JH X 240 e J0 00 1 R s, B A — i
JE LR T Tat 25 S0 AR 5 Wk o % A= 1 ] BE AL 02
R 2 Ab VHIV-1 Tat 35 HIE T L E S p53 AHBAEH], 9
UL ST R AT 55 pS3 A e S A8, £ 2E bk B8 1 R AR,

Z HERSHEER

iE % A& EB 4% #% (Epstein-Barr virus, EBV) |4 3 7t
TR R AH 95 9 3 (Kaposi’s sarcoma-associated herpesviruses,
KSHV ) %55 7 8 8 AN 23 & A2 i L9 (R 76 HIV B % ix
S B Sy ik, OF B4R 5 & 4 NHL.

1. EBV

EBV 7 1964 4F M 1§ BL 838 & 1o R BIE 4 8 i
A FEAR P EBV TSGR Bk R 00 BE B AT, SRS AT
S it P 995 7 S )AL A6 B0 i Bk A b B 40 RO, i R Sk B 40
HAT AR A K A RE ), 55 4% i i B 38 4 s R

FPNT, (AR HIV 0] DL BB AR s R4, I Bl 5
EBV 51 (1) J% S 40 g 55 5 1 S kv, G e WA SR
UM SR A AR & A &R R B EBV A HIV A IR
PAFAE T AIDS 5535 OG0 P g v 081 o 52 R e 11 41
CLA IS VN I B> VNI Ot I B I | I 1 L
VR o EBV 43k 6 Fi &% 15 [(Epstrin-Barr virus
nuclear autigen , EBNA)EBNA1 .EBNA2 EBNA3A EBNA3B,
EBNA3C HI EBNA-LP] .3 F ¥ K I 2 & [(latent membrane
protein, LMP)LMP1 . LMP2A £ LMP2B].2 F/ % # RNA (EBV-
encoded small RNAs, EBERs) 1 BamA 47 4] % 5 ¥ (EBV
BamHI-A rightward transcripts, BARTs); ¥ {k ] 1T % %
EBNA1.LMP1,LMP2 EBER F1 BARTs; fE 7R 1 ]9 R ik
EBNA1 EBER Fil BARTs; 4k 0 #lh EBV & IR B2 X
M1, {0 ik EBER Al BART RNAs® & K &M 5 £ U], 78 EBV
JER U 1Y 2% A VB AR 00 22 3R 1Y A% B R R 2R G EBNA2
EBNA3A LMPI HI LMP2A % AJ L i iof {ff 52 6% s 4 fifd 30k sk £
FEW L MYC 57 p53 54 235 15 B0 B 4 B 3 5 1 o 5
WAL BL Al DLBCL %8 NHL f) & 42, C A BF5 &1,
G 5 B BE R EBV 800 O & 5 30 PEL (9 3L Rl & 18 {1 EBV
1E PEL & 55t (19 HAR AL oA W AR TE

EBV 38 0 38 15 40 M0 B T RS e 6 R S
il 2 Rk 2K B AN A L Ak O itk IR A0 B A A0 R
(lymphoblastoid cell lines, LCL), 7£ AIDS & # H1, 30%~
40%H BL 4 EBV FH#EP, EBNAT 76 BL 3 ik 459 2 5L
510 EY IR G A, IHA T BL & JR I AR b s 4 R 0l
DLBCL /& HIV e 3 55 7 LAY Ik 9 28 707 LMPL W] AR
J8 DLBCL H ¥ 4 1- B 41 bk EL% 6 & 1 (B cell lymphoma 6
protein, BCL-6) {2 i/t 41 I 77 & ™, £ EBV &Y M0 T,
LMP1 7] DL SFHF - A20 B9 £ K, A20 (4 1 86 Bh
A 200 A T T AR IR Y R AR, kA LMPL I LMP2 2%
BN OE BCL-2, 425 B 4 M T 1k 1 96 JE 19 CD23
CD40 fy iR, 78 IE % ATE P PCNSL B EL 204 1% {4 7E
HIV B 2 b 2 o ik 98 S50 209%™, HIV A 5 PCNSL JL
F- 4655 EBV A 6B I H A ¥ EBV K 8 F S 7 PCNSL
kP,

2. KSHV

KSHV J27E 1994 4 R B —Fl AR BUREVE v 20 155,
RE 1% 2% 3k N 08 0 B 1 0 0 B Ie) R 4n B R A S D
(cyclin D) IL-6 Fi BCL-2 %™ PEL j&— % WL i NHL, i 7
RAAE HIV B AR B A LT #85 KSHV A 2 fk
A IR SR (latently associated nuclear
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antigen, LANA) 1 #l 2 cyclin D B %% 2% 7] 1 5 A (v-Cyclin) |
VELIP 1 vIL-6, ‘B AT B 85 42 {16 3 5 RPT I8 v 10 5 54 0k 40
A ABUS LANA (1 C 2K v of L5 8 25 1 (tumor protein 53,
TP53) 45 & Mt i TPS3 A% 36t 0 4t i 9 7~ , -t AE 65 55 10 199 it
B 20 1557 (retinoblastoma, Rb) 45 45 I3 5 Rb-E2F @& 1215 S
20 L 1 B

3H 4T

HCV J& 25 7 FH — FI g JIF RNA i3 559, HCV & 5
F B A A2 MG A 5 T B0 Bk A A A PR R T K
[ P9 AN AT S 2 5T AR 2 W HCV R RE 0% 2 25 0 i R
NHL (1 XU HCV 5 2 8l NHL 7 %L1 KU A7 1 A OG0 %
DLBCL BL PBL FdE2E %5 45 T 4 Mk B, ghoh, 84 iF
FEAE W] AL 35 52 B G 0 9 7% SR 9% T VA YT (combined antiretroviral
therapy, cART)#y HIV &Y % f, HBV #1250 J5 4 34 7T i
A BT HIV &G H NHL B9 & A 02 Hooa] g8 52 7 HBV
L AR 0 U R A S 4 4k 5 8 NHIL R R
HCV g e W1 1] (19 45 22 0 J5 700 38T A 5 850 B 40 e iy 4 1 |, 3k
M2 B A0 AL B e D BE R A, B 4 R AE B 4 NHL,

4. HIV A T 10 G ik 1 22 003t 14 9 4%

HIV 74 i 2k Z R L B2 5k SR R R o Rt
P00 355 3 DAL 1 400 o) s A 2 B A8 15 . ALDS M6 NHL 19 %
SRR TR I e M SRR T AR, XS
cART [0] tHHiT AIDS AH ¢ NHL & 5% 2% 58 Jin 4 D) AH 26, 7E K&
WA RS 32 A B SR 3 O G 0 A R A AE R A
Ji1) -t TR i A R RE 1 KU . HIV 38 5k 22 R AL ) 3
JI PE UL 3- 34 7 (phosphatidylinositol 3-kinase, PI3K) il #Z %4
JRIGE AL AR U (mitogen-activated protein kinase, MAPK) 5
S AR UE B AN SRR B I T, PIBK Y R S
nJ g 3 3 3 04098 L PTEN 193645, T4t DNA 3145 1 24
HLA S 2040 A J 103 R 5 35 LB, HIV () 5 R 4 Bl L3 4 3l
R TE E AN Y A N R e M, TS R B HIV TEE
2 BE DR 2R A BE DL B S OGO RURR DG TR [ e 2R 44
R} I 4k (fragile histidine triad, FHIT) # WW 45 #4 38 & 1k if
J§ i (WW domain-containing oxidoreductase, WWOX)]4 i ,
Jf B FHIT 7£ HIV-DLBCL & # ' & 2 84 5 , FHIT I WWOX
S S g 0 B PR A ol A2 A o I R o 2 TG
— TR AP SE G F A HIV #2180 CD4OL 5 B 41l CD40 254, 5
5 PD-LI 35 835 B JFFERE TL-10 203, AT i) T 44
M LhBE , AT BB #E AIDS #H ¢ NHL(JG 2 DLBCL) & 211,

= .B@REES REHRHERE

HIV % J5 05 7 1 4 0008 B 40 0 5 002 4 4 8 3005 1,

HIV A5 1 G2 D e 22 0B A F 18 M B 40 i s , 5 808 R
BREE I IMRE | A TG0 9 A2 8RN AR &% H D (germinal center, GC)
ok BERE A S5 I B R SO S, 5 5T R BLAE AIDS A
& NHL 12 Wi iig , B 20 J il 9t 24 i )+ [10-6 | 1L-10 , 7] 9% %
CD23(sCD23)]HI 55 92 38 3% AH 56 1) 43 F (sCD27 ,sCD30) i) il
K R THE O, HIV B 51 18 M 9 E A B 4
Jif B 7~ (N TL-6 1 TL-10) 19 57 % 3 W6, F — 2D 36 598 1 B 41 Y
A R G 2 B 3BT L ML 1 S RV S 80 HIV R &
o B2 A 7R E R 1 R FE S 5T S rh o R AE AIDS
ARG NHL 2 Wi, WLEEE) 54 s GC A% B 41 (CD19",
CD10*.CD71*.CD86%) (#4513 i 2 F+ %, Toll £ 52 {4 (Toll-like
receptors, TLRs) H1 /% TLR2 #i% B 4155 1 CD10.CD71
Fl CD86, X L4k L F 0 TLR2 4 5 1Y #0E il REAE HIV g
FHOEH B 20 MG vh & #5 — s VR T, AT 1B 7 AIDS A
J NHL 19 &6 o 12 B A1) 38 T LS SO80% 75 5 19 i 1
Jit & i (activation-induced cytidine deaminase, AID ) i 4% %
AP BT A — U5 & B HIV B AHISE R DLBCL e AEHIV
AHICY DLBCL 5547 B b 36 55 AID, %25 8 30 FF AID 78 HIV
A 2K EEL R 149 298 L e 0 TR E A T, — 3R 90 A 5 0 3 )
T YE B AN S AT DL SE A AN [ g A7 T4 Bl R 2 5 5 AIDS
HH 2 NHL 19 %2k

m BAEMEYEEREREMHSS AIDS % NHL

i 38 13 2 4 B 6 3 ATDS 456 NHL A9 A% B 2 HIV /&
Y Sg AT B B L DB B 35 T B S R A 38 i A A
¥ w1 s 2 8% (lipopolysaccharide, LPS) 7K - FF & , 5 18 ¥ te
BEWOTE RN AAE T ) 4205 & AIDS MI36 NHL B &4 . Tai#
S NP CDA'T 40 J 5 K i A7 2R, A6 HIV IR0, 1
TE PN CDA*T 408 23 4 R o5t % 0 I 4 2l #E L 1 T8 AR G ik 22
20 21 (gut associated lymphoid tissue, GALT)4b () Th17 . # ,
5 SORh N 8 B k4l 2 R 40 i O M B S X R R T
Tl A A i P R 2 3R G5 b B B 1 DT -5 B50HR S 1Y G 8
W MAh A WFIT & BAE AIDS M 36 NHL Z 1 40 1 5 £ il
JpEimEEMEYREY (BZHYSEEA
(lipopolysaccharide-binding protein, LBP) it Il B2 45 45 & H1 2
(fatty acid-binding protein2, FABP2) # sCD14 #5 & % 1 el
P HE B 41 (Bregs) & B 41 (9 — A~ WA, 3 ik B AL IL-10
PN S N, JF HLRR A5 2 a8 T M AN B AE -1 B AA
(program cell death-1 ligand, PD-L1)®, i PD-L1*B 41 i % %
BAE AIDS A7 2¢ NHL 2 Wi il 3 T1 &, Lopez-Abente 5559
K LPS 5 HIV 2454 I, AN AE 5 3 Bregs K AL, ik ] LL5
T B AUk PD-L1, 76 HIV B v i e ¥ 5 0051 & 1 B
Yl I PD-L1 995 Ll e J& NHL KA W s 2 —
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A HVEBTHBHRAENSEEMNE
i gge Bl PR b T 4 i R R G B A i A S A iR |
P 6L 200 A NK 20 M LA % i 5 40 M 4L A, 7 iR e 6
TR G TR o IR kA i R v AR 4 i 5 A YRR BT S B
i 958 240 0 2 1T 8 BT ORI 51 2R LA B R v g e f g
RS0 CDAYT 41 CDSYT 41 A, 1 /2 HIV J& 4 (i A~ A o
H1F CD4*T A0 A0 CD8*T 4N il 14 31 40 AR M 20k 45 48 1 K7
SEHUIM R RE )R R, T ) AT TR, iR ok i A 43
SEE e R e N N S s S S S T B U R AR 2 T < ks e Al O
(R G RAA (O ) I R I N ) LB e 05 X e N |
(programmed cell death-1,PD-1) 5 J& [l il 83 1 TME 41 i 22
15 I e 15[ (programmed cell death-ligand ,PD-L)PD-L1 #1 PD-
L2] =[] A4 AH B AR o8 2 5 S0ke S v T 400 52 1 i 9
HIV e if ,CD8* T 4 it % 1 (17 PD-1 k34, 568 T HIV
5i i PD-L1 FGOAEE d 1 PD-1 5 PD-L1 &3k 438 m,
PD-1 5P PD-L1 £54 )5 30 %1 T bk 0 40 B 0 b, G2 32 fiogs
i, PD-1 F&E 80k o] T4 HIV 45 50 CD8*T 4 Md 1,
I CDS'T ANFESS |, T HIV YL % B e
CDAT 4 M FF 22 IR, B ART J5 19 fges 4 2 F HIV
SR R TR,
N ELEERE
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HIV 465 (1 S 1038 1% R AR S BO8 75 7 U 1) B e g 1k
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KA B RARR B P 2 3 2 B g Béﬂ]ﬂ@ﬂiﬂv‘%&?(ﬂn IL-6,
IL-10) sRBHKr TLR2 {553 #% , " REW/D 574 B 439 58
HIV & R B 1E CDAT #6358 M B o 60, 51 K R 88
PERAE . 38 5k 0 T8 26 R T A8 T R G R A B AR R
WD SO T 5 7, AT B AR LPS KSF | 2% 48 vk S e TG )
), Wil LBP FABP2 %5 2E Wy bs s 47 Bl T 5 J0 100 v L
BAEITH, H )5 3 HAART 22 B I Re %0, fig
WD HIV i 85 4k L BURHE 1 (p17 Ta) 3535 . WAL, IFR
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