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m Table 1 - Baseline Demographics at Time of Randomization Table 3 — Median values and changes in selected parameters from weeks 12 to 48 and weeks 0 to 48.
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at baseline, week 12 and week 48. I I White 54 (73%) 24 (75%) 4(80%) 23 (82%) 3(33%)
Ot the 174 subocts randomized, 102 had avallabo specimons. 74 subjects (37 102 subjects with specimens available Black 6 (8%) 2 (6%) ; ) 4(44%) P-Selectin (ng/mL) P;01 o Pig o P:Ow % Pig . 5508.755 PJéSAG
at baseline and weeks 12 and 48 Hispanic 12 (16%) 4(13%) 1(20%) | 5(18%) | 2(22%) (P=0.92) | (P=0.07) (P=0.89) (P=0.35) (50, 75) (P=0.46)
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soloctin from baseline to w::: ik ity e T St 2534 years 8 (11%) 2 (6%) 120%) | 4(14%) | 1(11%)
tios all significantly decreased in the P and F arms. 35.44 years 34(46%) | 14.(44%) | 1(20%) | 14(50%) | 5 (56%) Lp(a) (nmollL) 0 0 0 o 310 0
“22,'3.17.‘1‘7.'5.::’,“..11‘.’{"‘;‘Z.Z:.:?:.':.’:?;"...’.h.,":, 45-54 years 30(41%) | 16(50%) | 2(40%) | 9(32%) | 3(33%) (P=0.74) | (P=059) | (P=044) | (P=084) (13, 154)
<0.01 an 1, rospoctivoly). From baseline Weok 12 > 55 years 2(3%) 1(20%) 1(4%)
e e e Sty Srand e o et o . ” 5 ; Adiponectin (megimL) | 0 Y ! y 38
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ratls witni the frt 13 wooks of reatrmant and 1t s sustaimod through 43 weoks (n=32) (n=28) Stratification Apo AT (mg/dL) 35 100 6 154
With combination therapy. Adiponectin levels also decrease with lipid-lowering <20V risks 39(53%) | 16(50%) | 1(20%) | 13(46%) | 9 (100%) (P=067) | (P=0.07) (P=0.25) (141, 168)
tion and platelet activation were not appreciably 5 subjects in the fenofibrate arm remained on monotherapy after week 12. 22 CV risks 35 (47%) 16 (50%) 4(80%) 15 (54%)
changed provement in pkds. 9 subjects in the pravastatin arm remained on monotherapy after week 12. Apo B (mg/dL) 17.5 7.000 322 16 136
Median CD4 count 418 349 422 483 453 (P<0.01) (P=0.13) (P<0.01) (P<0.01) (115, 153)
| d ACTG A5087 was a randomized trial of HIV-i |nfeded persons with combined (Interquartile range) (280681) | (260612) | (314-546) | (318-730) | (309-635) -
ntroauc hyperlipidemia. Subjects were or Apo BIAT ratio -0.10 -0.02¢ 0,29 0.16° 0.85
monotherapy for 12 weeks followed by dual agem therapy for persons that HIV-1 RNA levels (P=0.01) (P=0.93) (P<0.01) (P=0.01) (0.75, 1.04)
. X did not meet NCEP goals for LDL, HDL and triglyceride levels. <50 copies/mL 58(78%) | 26(81%) | 3(60%) | 22(79%) | 7(78%)
=Atherosclerosis is a complex inflammatory disorder that =50 copies/mL 16 (22%) 6 (19%) 2 (40%) 6(21%) 2 (22%) “missing 1 subject for analysis; *missing 2 subjects for analysis; ‘missing 3 subjects for analysis.

occurs over many decades. 1102 subjects had sufficient samples available (49 in Arm A & 53 in Arm B). ~Changed to combination therapy after week 12
1o corive the sample size of 74 totl subjects based upon available fesource _
to derive the sample size of 74 total subjects based upon available resources. umm y and conCIUSIons

=Treatment with statins and/or fibrates has been shown to alter ble 2 + Median (25% to 75% interquartile ranges) Values for Selected Parameters at Baseline and Week 12 ) N " )
*From baseline to week 12 fenofibrate was associated with:

markers _of inflammation, _endothelial func?\on and atherogenic Evaluations at Entry, Week 12 and Week 48 were done centrally at
lipid profiles in persons without HIV infection. Quest Diagnostics and Nichols Institute: Fenofibrate Change 0-12 wk Pravastatin Change 0-12 wk = | Adiponectin, | Apo B; | Apo B/A1 ratio
“Fasting (> 8 h) trigly. , total , HDL and LDL (n=37) (n=37) = 1 Lp(a); TApo A.
=There is limited data on the clinical endpoint effectiveness of *LDL cholesterol — Ultracentrifugation Baseline Week 12 Baseline Week 12 ’ "
- i i i sLp(a) - Immunoturbidometric (Polymedco) . 5
lipid-lawering therapy in persons with HIV infection. -HS(.(;)RP_ Nephelometry (Dade(Eehring = System) Hs-CRP (mg/L) " 2.4; o " ; 29) (Pobzzs) o ?_5; ) . 93532595) (P,oéz;e) =From baseline to week 12 pr 1 wa ted wit
P . *PAI-1 — Enzyme Immunoassay (American Diagnostica) , 3. 2,6 =0. -1, 6. .95, 5. =0. =| Adiponectin; | Apo B; and | Apo B/A1 ratio.
-t V‘:Oll'dﬁbe‘USéfU‘L(O determine if Iula(ld—lowerlng thera_% :T\i =Apolipoproteins A1/B — Nephelometry (Dade Behring BN Il System) ! P Lp LAp
similar effects on these various markers in persons wi =P-selectin - Enzyme Immunoassay (R&D Systems) » i
infection as those published in persons without HIV infection. in — Enzyme (B-Bridge i P-Selectin (ng/mL) 56 55 -1 58 57 -1 Thes.e changes wers largely sustained Whe.n CUl c.ompared
(49,75) (50, 73) (P=0.77) (48,77) (48,66) (P=0.37) baseline values to those at 48 weeks analyzing subjects who
*The objective of this study was to evaluate the short-term *CD4 counts and HIV-1 RNA levels were done at local site labs. A (ngimL) . o " 7 7 e received either fenofibrate or pravastatin and added the other
effects of fenofibrate, pravastatin or the combination of the two (61,112) (57, 95) (P=1.00) (44, 95) (55, 97) (P=0.14) drug after week 12.
on the following parameters: d at randomization to the main trial by C: A A
=Hs-CRP (High-sensitivity C-reactive protein) risk factors (e.g, hypertension, smoking status, low HDL, family history, age). Lp(a) (nmol/L) 24.5° 36.5 1 355 220 0o =At week 48, Apo B levels and the Apo B/A1 ratio declined
(13, 86) (13,100) (P=0.01) (13,191) (13, 190) (P=1.00)

*Lp(a) (Lipoprotein(a)-atherogenic particle) when pravastatin was added to fenofibrate after week 12.

The first objective of this study was to compare the change in the above

“PAI-1 (Plasminogen activator inhibitor-1) parameters at week 12 in subjects randomized to either fenofibrate (F) or Adiponectin (mcg/mL) 40° 4 0 45 4 0 . i i L.
=P-Selectin (Cell adhesion molecule) pravastatin (P) single-agent therapy within each arm. (3,6) (3,6) (P=0.03) 3,7) 3,7) (P=0.04) *These changes are consistent with other published studies in
=Adiponectin (Hormone regulating glucose/lipids) non-HIV infected persons that have demonstrated an
=Apolipoproteins A1/B (Associated with CHD Risk) The second objective was to compare the change in above parameters Apo A1 (mg/dL) 142,57 153 10° 146.0° 1412 -5° A ; A q i1 :
from week 12 to 48 in subjects randomized to either F or P who added the (130.6, 157.0) (135, 177) (P=0.01) (132.0, 164.5) (123, 160) (P=0.10) improvement in the atherogenic profile of lipids associated
With the use of tatins and flbrates.
o X . Apo B (mg/dL) 159.5 148 82 151.0° 1212 270
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