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Progressin the Study of Antiretroviral Therapy Related
Cardiovascular Diseases in AIDS Patients

Song Lin, Sun Yi, Yu Luyang*
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Abstract The successful roll-out of antiretroviral therapy (ART) makes HIV infection into a manageable
clinical entity. However, more and more clinical evidences define an elevated risk of developing cardiovascular
disease (CVD) among HIV-positive patients who are with medical care. Beside immunological defect and
metabolic disorder, adverse effects of antiretroviral therapy have become of particular concern within factors that
may potentially contribute to HIV-related CVD. Currently, the effects of ART on cardiovascular disease are mainly
linked with two kinds of backbone drugs, nucleoside reverse transcriptase inhibitors (NRTIs) and protease inhibitors
(PIs). The aim of this review is to introduce the research progresses of ART related cardiovascular diseases in AIDS
patients.
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Fig.1 Different inhibitory mechanisms of ART on HIV reproduction

A3 900 THIVEHPE G N . 218 12, £ XTHIVA
132 2 L (R0 JRE P Y 1 R A4S S0 s AE I IR AR
B R AT 5, EOROR AR T AR TR, JF Hdb T
I ARIE Lo Nt K

HIV Oy B EERNAJ 25, AR N ARTIHE 2 40
HFRRUWT o YHIV S Ik 40 M 3R R e piiA 2 &
J&, TR T B E TS A . AR T,
FERNATE W 75 H 5 W05 S Mg AR IR, & o0
DNA. BEA, i XUFEDNARE S 215 140 i DNA
HHEAT ¥ A U RE H SR U, 1R R RN A%
W (1) 77 A8 e, a2 B R R 2 R R T
A0 A D)

ART (antiretroviral therapy)y7 v /& &t XTHIVI B
A 20 M BRI AS [R) el R BEAT £85I, DALtk Ay
A JRANTT 5, T 259 B RE LT SR e s g4
Hill7l(nucleoside reverse transcriptase inhibitors, NRTIs)
FVEE A7 (protease inhibitors, PIs). NRTIsf(] 4%
M S A% TR, XU AR AT AR XKt
NG5 e IR Ak, T OO S A% — R IR 2R ALl 4,
AT 55 0 P R B A b 5 5 e S I, AT
SRS o) D S i 1) 3 S i A, % 1B BEDNASURE )
Ao PIsZAAY) 3 BT Ik 0 £ 1 T 11 3 ek AT A )
)~ 7 OORSE 2B 2 T 5 (14) £ 10 5 ) 1 B f e
Bt R R 7 A G I A H 22 /0 = p DA B il
SRR, DA S5 KR S A R HIV 5231 I e 2%
TR A ARTYT I, JUHR ARSIV R H,

A LUK RBRRAET R o BRI, ARTIRTT 25 WIER I 3L
BRI R RIINS, NG AR T WIS T A0E, 3
R R O AL ZR G R A5

1 ARTZ45| & llf bR L ML E R w20

ik, 3 % BT 5T 5 (National Institutes
of Health, NTH) & #ii 7 HIVIR A I 507 e K9 %
A S5 R, JF B T L T IS H SR AR G4
BEABIFFEN Y AR AR 2 W] g5 EHIVAR 5C 0 ML
PRI TR DAL b, B T HIV S R IR JRE s W K 93 5/
e IPON 2 Ak, ART 24 1) i 4 FH ok s i K
FIN T HETIA Y, ARTZ4) 5] EHIVAT GO
ML AP 2 S o AL — b A T AR g o
AR T 3 Je AR B0, 5 — 2 R 8 25 0 L2
HARAE IS,

% f I R 4 L, ART 294 9 [ PIZS 1)
i W 3 38 S HTV B 9 N I T e, 3 1 A4 T 07 1)
HBT A3 A ARy 2R AR AE AR g, R
KM Vienna Lo [ 3230 95 Wik A B4 1 75 45 R
71, PR BEHIV BRI A AE IR FHPIZ5 )34 H s
FRPFREE R . H 90 = BE(triglycerides, TGs) L M A%
J& i &5 11 AH [ B (low-density lipoprotein cholesterol,
LDL-C) % & wh A7 B 2 1 b, 1 i 5 v vy %5 5 i
B [ IH [# BZ (high-density lipoprotein cholesterol,
HDL-C) & W] A2 | B2,

gy —J5 1, EFXRINRTIs 259 55 /0 165 35 994 1 AH
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VA, WK ART 2549 il 4 H 2504 23 A Bl B At
FULLAE O I (] Py 6 & L BRI 55 [ 2124 3
TEIR E S5 SRR AR 157 92 1AL HIV BH 55 A 1)
S ORI M R B, HIVEH 9 AT 46 AR HINRTIs 2y
Wy HR IR BT L 5 RN b A VRIS, OO MU JE (1) R 095 %
L5 A IR FH A 5 P 2 ) TV BH 995 A AR B 20 531
TE T 49%F190%20241 . gt Ab, o [5 Hhaly B2 22 Ak 58 /Nl
Xof W 2 [ R DR DX HTV IR ST HH 0 I B 1190 1 A H0 8 3t
TG 3 A 5 R IR, ART 25 ¥4 598 N i v If
EHHEEZNRR. Bgir g 1R, SAMAH
ARTZ3W)HIV Y AN LG, ART 2 PES452 76
I THTV BIPRS00 R 9 R it iy 752

2 ARTZ#H 5 ENRKFENL

BN KA AL A2 B K R — Pl RRE T AR, A& B K
ERENA L AR, O 2 s MR A T e /N B IR AT A
A 0 AR ) SRR, B0 ks A A A 2 B IR A e
DL PSS Y, kg JULAGE FE T fig A ZE (1) 32 B PRS2,
B Ik A R 3 JEL (1) 3 3 Ji DR 2 — g L~ UL
JL ) e A 5T . B 5% 2 K8 (NRTIsZE 24 4))
sl B R 5 (PIsZRE 25 W) AL BRI 45 A1 T, o I~
JULAH 5 0L P R 40 AL B 55 5 B, 55 2 SR EED
HIS 340105 1 P R A0 e, T SR P R A i
it 5324 3% P £ %-1(endothelin-1, ET-1), W 5 % )R ik
SR T Y- JUL A i G B e )P

I B KR A 7 R F 3] 5 o A8 B
PR AR ZE AT AT S AN B i, E AT AT DA
JURN TR AT B DA 5 155 1) 5 1o L P
JI6¢ J5 J& (intima media thickness, IMT)5 &) ik ## 1] 1
#(cross sectional area, CSA)IPJIM & A& A5 I I ASAE TR
AN (R BN KRR AL ) 23 N 07V, IR MO AR
12 F R A WIHIV B 5 N B S0 ik 02T 7 il
552 <5 5 NI 1/ BB rp, R BB Tk A
I B8 R 85 5 ) R DT TRIAR (R B4 o Rl R 5% —
B, ARTZ5H A5 /N SRR N 55 P B o 58 52 52 £ 38 o
T B PR T8 A G A, A ) i P R SRR
R PR B LT LA

BLAHIIT 5T 5 I, ART 3 251 ifin 5 HE 5 A ad Ji
FEL A 1) 2R A7 2 A OC B IR AL 1) - B BURHLEE . 7
&) ik 4 248 D) 1JBE AT 35 7k %A (reactive oxygen species,
ROS) LA S A8 A BIGA I 8L 23 Jok H K #o e 9 e Qe 4 )
RN, ARTAE R (1) /I 5 30 ik 20 23 v 13 PR AU 5

A I 0, i A e H KA J5 B 6 (glutathione/
glutathione disulfide, GSH/GSSG)W] &k f& fik. [A] I},
/N BRI S rp R L o =R DL IR L AR
PRI 28 77 8-S iy 41 it P20 47K I 2 B, ART
2y G I T /N RO R R R 8-S Al A IR R
F2aff) &, 1 H i =B & =R A R R
IR SRS 1T A2 LR 4 FE A e I A, MLk
T I SRR A T B A4 P = A i 22 SRR, BABTS
13 2 ROSK HL A4 & 1l 44145 . GSH/GSSGLEE
] LA Ry S AR P SRR 8 IR K SF I FR . GSHY
GSSGLE 1) FEAIC R AR N IIROS 5 & BT /)y
B A P DL ] s 5 < P 18 oot T 0k B A 1) O R
IR KIS SAE T, [N, ROSHI A2 J 284 N s N
T3 S B AR AL IR 5 DRI A — Bl R A A,
ART 24t F P Rz 15349 Ji Jon e 17 1t /I 1D 2 B 12,
T 5 B /N5 PR S8 B S, /N A AT AR A K TR
(platelet-derived growth factor, PDGF), JE M it 2E#r A&
Py A A7,

3 ARTAYIE5MERNKEFHEL

P B A0 0 25 L A L A5 000 i s B B 2 2 A
VyeE gt o oA B2 0 %) 2 L A4 I A P B A i )
T, T 1E N R A0 T G B 43— 1) v 2k DL OE H TR A
PRIy fe ) B, 045 8 W4 B I &Y sk D R R I
G958, 5 780> B4k R W], ART 294 ml DL B0 8
Je A U EE B 2 1 1115 3 3R, AFEVCAM-1(vascular
cell adhesion protein-1). ICAM-1(intercellular
adhesion molecule-1). E-selectin®, 5| A& I & 15 14 48
RE )R AR o I LB B 23 1 15 2E K L2 40 (A 5 A%
A BN )2 A RO, (R bk T4 A i A A
B ERES) . R AGT R, TSSO A0 A L R
(R A2 T SRR, T L A JIBE 8 8 A= 00400

CA WF 7 UE W], ARTZ ) 76/ B AK N AT LLE
Ft i/ BB K A R A TR 2K L, BRAIG BN K A R
A0 B P A 3 1 Bk R R Y SRk, JF B T
B I3 N B2 2R ALAR R MR S MIET-100 & &=, Al
N, A5 A4 SR ART 25 4 Ak 311K 32 30 Jhk A Bz 4 i
ET-15 W B . 55— 7, fEARTZ544E A
TN B 40 PR AR A SIEEG v 3, ART 244w LA |
eNOS(endothelial nitric oxide synthase)ff] %1%, M
B AIReNOS T il AL 2 B FINO % . eNOSH B FR A
NOG 3, & = Z A 57 ML N R 4 L P NOI &
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NORE AR VE AR N1, B YERF ML N B 5K
T RE A S P A 1, A DRI o 7 i K 5K R A
M ARG REAS . ARTHE I N B 25 L AEBEANO
AR B A AR, TR It e 3 17 I A5 9 AE AN 7 4
9%1%[34,36]0

M6 A 20 AR T A Py EC At S 2R 1y 4 g A
WRFIR, BRI B AR A AT LE, 5
AR D, h T P9 B A0 A 2 SRR R A 1t Al ek A4
AR S8 TR PR A A A 3 28 ™ 7 i (I
B, BT LAPY B2 40 1 AR e AR 1R 35 S AR K —
25T N B A ARSI ARSI YR DI,
ZORLAR ASE PEURE T A BN ML A i 385 30 I ARUE
H A IIE T AL, ARTZ5H)4E6 hif) B I 1] A gl i
Jo8 A B2 A0 L e A 47, I A R A7 4
JEAEAECER R B ART 25/ 3 BN A B 4 b 14
I REREAG I [ I, 175 3 1 2 (KIROS AN ZoRi 44 HL 1 4%
EEHEREI, T B P B0 L ROS 5 5 17 i BA
LI JEUACF R S R A . 1A A 2 HIROS
LR it 2 R PR AR A IS I I 3 RS LA P 5 4 i
FALE N . RAIEITR T, FERR L/ B ART
2PN, 457 FHAE IROSIHER FIMnTMPYP,
SR, /N BOHT A A B A P DS B G2 i . T
I, /N B BAK A T ROS IR 25 A 11 dal B AIREO
UE, ART 2y 3 S Dy BERE AT ¥ 53— I DA 2 3 ke
TN B AN SR A s D BB, e85 T A B 4N i
(f1eNOSSN 3 [ L4 &F 5K 1k, ek 1 10w e 46 D
ET-1f0 73k, fi 2838 AL P9 B2 B 2 I A At A5 92
T A AR

4 ARTHE S (LAR

75 PARHTVEH 995 A 0 AH SG 0 BE B R, 0oL
I3 A 99 2R i e () — L E 50 o ATDSHH 26 ) 4
JVLIS (40 AT ML G AN WA, AE A 2 IR B0 R 22, B
FEHIVE GO ML SR N i il
DRl 208 BL S ART 2454), JGH&NRTIs 2454, X0 L
2 60 P B R A F )

o LA A S (PR T ORE R 26 b 1, DA
T O R M R AR TS B T2 o IR DA S
Tl 78 B0 E B, NRTIs 2454 T LA R o Ji 41 2 26 et
PRI ZE AL, IR FENRTIsZG ) K AHALEE R, Al
JULAH TR e Fr A 2 HH I 28 07 AR DNA 1) dikt 2 K 4% DL
B BRAG. T 2ok A P DNAZK & gy FIHTV 1) 1%

B SR I R 65 A6 AT AR K I AHABL M, DRTIENRT IS 245 49 £
I HIV I 5 S5 g P 0] [ st A o) T 40 B e 4
DNAZ G By G TE, S8k ARDNA K )45, 2
FLARDNA [ e 2 351 518 28 B AADNAZw 14 1) 2 &5
AR AL 1) 2 Ik R, Je ¢ H IO UL M Bl 4 R A4
I ReRmfG . B, O NLAH A A 2R A 1) ) fig B
T8 3 P R T 2, 208 A 1) IR W ARG o I e 4
I BRA, £ BE G D7 R A Le )T B AT ol = R 1)
PO,

A, MEFENRTISZ ) 1 /s Bl T 8 s A 42
71N, NRTIs 2545 | 2 2R AR (1R S8 A0 NS N, 3 300
WU R A o WL 9T R B, NRT sl il 14 gk f4
SOD2(superoxide dismutase 2), 75 5 /Uy UL Hg L i A4
PRI 2 2R RAAROS, 8 H T 2R A N A 1
TR ARG RIERAE ), B2l e L0 L Dh Re Y 35
SLAIYE 716,

5 WitERE

HIVAH G 0 ML 5095 B3 D5 143 B 2%, %
PRI LR EE 4 R . 7EARZ FEHIVAH GO
LA 995 R 25 TP, ART T VA 1) A FH Bk 5 2 A
TR DG o BRSNS T 155 A O 1L A5 3 993 1) 2B R e
ART 24 ) iy SR IE S A7 75 58 2% DR BR, {H 2 HAR AL
AR #. B, ARTZ5Y) % (INRTIs 5 PIs
29 AE RIS — 80, (e TR RE TS & N B2 B
T T A 0 0 P B A=, X L R R AR LR A
BRI 0 H AR G PSSR 1 2L X ART
B BROMLC JIF 35307, 0T ART 5% Wi S 1 A5 160 3 24 D4R
DO BBAh, HIVBHPERG A AL ARTI V29097 B,
AR 258028, FlsHA—2 S H BT
AN A0S N Z T AFAEAR S A4 22 e 1k, AN T8 (1)
Lo L 005 R T DL AN — B, I 38 B T I R 1
W IR Mo b, B FHIVAH O 100 L5 95
P EZu PN s O N b AP Pl CIP ey SRR - A
TR R BT U 0 EE ) 22 /D AN 4 .

PR, RN ) B ARTY T ¥ 5 85000 055 9905 1D 995
HURI 2y F WL Ok 380 Y67 B 9 TR A
ATV R M T R ARTY T V5 | Ko ML A5 505 1A 850073 B
PR, KA RUAHE S ART 25 W 11 5 R LA S ART 25 49) 1) e
TS FF I, UAEAE e K FERE L B ARARTY T V4 1) il
VER, 3 s 3R ia YT 3R o 53— J7 T, ARTZW)(FF
Sl A PT) A & SIS 51 e 92 40 B 9 R g i A
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