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Abstract  :  A to rvas ta t in ,  be ing  one  o f  the  mos t  commonly  used
antihyperl ipidemic agents,  is  prescribed frequently by physicians al l  over
the world but  only a few data is  available stat ing i ts  effect  in different
ethnic population, more so from this part of India. The present study was
designed focusing mainly on local population and was planned to determine
plasma level of atorvastatin 10 mg and its effect on lipid profile in newly
diagnosed hyperlipidemic patients attending Medical OPD of Shri Krishna
Hospi ta l ,  Karamsad (Gujara t ) .

Study-I was carried out in 6 healthy volunteers to determine tmax after
single dose of atorvastatin 10 mg under fasting conditions, on the basis  of
which Study-II was conducted in 15 patients, collecting blood samples at a
particular t ime (i .e tmax of Study-I) after administration of atorvastatin 10
mg/day on day 1 as well as on the last day after 8 weeks of treatment. The
plasma concentrat ions were determined by RP-HPLC system. Atorvastat in
10 mg/day for  8  weeks  wi th  a  p lasma level  range  (7 .45 ,  12 .08)  ng/mL
significantly (P<0.05) reduced all  the parameters of lipid profile from the
study population. The mean decrease in HDL-C triggers a question on the
effect of atorvastatin on HDL-C, which requires further study on a larger
populat ion of  our  country.
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INTRODUCTION

Hyperlipidemia- a well-known risk factor
for  ca rd iovascu la r  d i sease ,  espec ia l ly

atherosclerotic coronary artery disease (CAD)
is  one  of  the  major  causes  o f  p remature
death globally (1)  and i t  is  expected to be
the  mos t  impor tan t  cause  of  mor ta l i ty  in



74 Vale ra   and  Gangu ly Ind ian  J  Phys io l  Pharmaco l  2009 ;  53(1 )

India by the year 2015 (2). South Asians and
part icular ly Asian Indians have been found
to  have  the  h ighes t  mor ta l i ty  ra te  due  to
CAD amongst all ethnic groups so far studied
(3). Hyperlipidemia and medications used to
lower  cho les te ro l  have  rece ived  generous
exposure from last  decade and hence,  as  a
result ,  public is aware that high cholesterol
i s  a  r i sk  fac tor  for  card iovascular  d i sease
(4). Patients in whom treatment with lifestyle
modifications fails should be started on lipid-
lowering agents.  Patients with multiple risk
factors and very high cholesterol levels may
need  ear ly  in te rven t ion  wi th  d rug  therapy
because  d ie t  therapy  may not  reduce  LDL
cholesterol to the goal range (4). 3-Hydroxy
3-methylg lu ta ry l  coenzyme A (HMG CoA)
reductase inhibitors (statins) are widely used
in  the  prevent ion  of  card iovascular  events
and  a re  genera l ly  wel l  to le ra ted .  These
agents  a re  the  mos t  po ten t  LDL- lower ing
drugs avai lable and general ly are preferred
in patients with elevated LDL. Statins reduce
LDL by 20 to 60%, decrease triglycerides by
10 to 40%, and increase HDL by 5 to 15%
(4) .  Cur ren t ly  ava i lab le  p roduc ts  inc lude
lovas ta t in ,  p ravas ta t in ,  s imvas ta t in ,
fluvastatin and atorvastatin (5) which reduce
the  r i sk  of  CHD and to ta l  mor ta l i ty ,  wi th
a  30% r i sk  reduc t ion  (6 ) .  Atorvas ta t in ,
be ing  one  of  the  mos t  commonly  used
antihyperlipidemic agents, is prescribed very
of ten  by physic ians  wor ld  wide .  But  there
are less available data on atorvastatin’s effect
on  var ious  prof i l es  and  parameters  o f
different ethnic population more so from this
par t  o f  wor ld .  The  s tudy  was  des igned  to
focus  main ly  on  the  loca l  popula t ion  of
Kramsad-Gujarat with a dietary habit of high
ca lor ie  con ten t  more  spec i f ica l ly  h igh  o i l
content on the daily basis, which is different
to some extent from that of the other parts

of  the  count ry .  The  presen t  s tudy  was
p lanned  to  de te rmine  p lasma leve l  o f
Atorvas ta t in  10  mg in  newly  d iagnosed
patients of hyperlipidemia attending Medicine
OPD of  Shr i  Kr i shna  Hospi ta l ,  Karamsad .
The pat ients  were instructed not  to  change
their  dietary habit  throughout the treatment
per iod .

METHODS

The study was conducted at Shri Krishna
Hospital,  Karamsad (Gujarat,  India) and the
ana ly t ica l  ana lys i s  was  ca r r ied  ou t  a t
Sophis t i ca ted  Ins t rumenta t ion  Cent re  fo r
Appl ied  Research  and  Tes t ing  (SICART,
Val labh  Vidyanagar ,  Guja ra t ,  Ind ia ) .  The
s tudy  pro toco l  was  approved  by  HREC
(Ins t i tu t iona l  Human Research  Eth ics
Commit tee  of  Shr i  Kr i shna  Hospi ta l ,
Karamsad)  and the  s ta t i s t ica l  analys is  was
carr ied out  using SPSS software.

P a r t i c i p a n t s

The ent i re  s tudy was conducted in  two
subparts, Study-I and Study-II with total 21
par t i c ipan ts  [6  hea l thy ,  adu l t  male
volun teers  fo r  S tudy- I  and  15  newly
diagnosed cases of hyperlipidemia (of either
sex) for Study-II].

No formal  sample  s ize  ca lcu la t ion  was
performed for Study-I carried out on healthy
volunteers, as it was planned to characterize
only the absorption profile more specifically
tmax of atorvastatin 10 mg after single oral
admin is t ra t ion ,  hence  cons ider ing  i t  a s  a
pilot  study,  only 6 healthy male volunteers
wi th  the  homogenous  demographic  p rof i l e
were  enrol led .
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For Study-II in patients, the sample size
was  ca lcu la ted  on  the  bas i s  o f  fo l lowing
formula :

Sample size n = 4pq/d2

Where, p = expected prevalence, q = 100-p,
d = degree of  precision.

Based on the experience of last few years,
the expected prevalence (p)  was considered
to  be  50% in  a  year .  Hence ,  cons ider ing
p = 50%, q = 100-50 = 50% and d = ± 10%, from
the above formula, about 100 newly diagnosed
pa t ien t s  were  expec ted  to  rece ive  the
t rea tment  wi th  a to rvas ta t in  year ly .

This was the expected prevalence of one
year  in  such  a  te r t ia ry  care  rura l  hospi ta l
here,  and as the present study was planned
to  be  completed  wi th in  4  months  wi th  the
patient recruitment period of 2 months only.
Hence ,  approximate ly  16  newly  d iagnosed
cases of hyperlipidemia were expected in the
duration of two months. However, we could
enroll 15 patients to take part in the Study-
I I .

All  the participants were enrolled based
on  the  inc lus ion  and  exc lus ion  c r i t e r ia .
Pa t ien t s  wi th  impai red  rena l  o r  hepa t ic
func t ions ;  d iabe tes  mel l i tus  type  I  o r
uncont ro l led  d iabe tes  mel l i tus  type  I I ;
hypothyro id i sm;  wi th  the  h i s to ry  of  MI ,
CAD,  sever  o r  uns tab le  ang ina  pec tor i s ,
severe  ca rd iac  a r rhy thmia  or  c l in ica l ly
manifested heart failure were excluded. Also
a lcohol ics  and  pa t ien t s  t ak ing  o ther  l ip id
lower ing  agen ts ,  an t iox idan t  v i t amins ,
immunosuppress ive  drugs ,  d rugs  known to
be associated with myopathy in associat ion
wi th  HMG Co-A reduc tase  inh ib i to rs  and

other  d rugs  known to  modula te  l ip id
paramete rs  l ike  cor t i cos te ro ids  and
iso t re t ino in  were  exc luded .  Pregnant  and
breast feeding women were also excluded to
take part  in the study.  Patients  were asked
not to change their eating habits during the
course of the study.

Al l  the  par t i c ipan ts  ( i . e .  hea l thy
volunteers  recrui ted for  Study-I  and newly
diagnosed cases of hyperl ipidemia recruited
for Study-II)  were treated with atorvastat in
tab le t s  10  mg of  the  same ba tch  of  same
manufac ture r ,  to  avo id  formula t ion  fac tor
tha t  somet imes  in te r fe res  wi th  the  s tudy
r e s u l t .

The  s tudy was  s tar ted  only  af te r  s tudy
pro toco l  approva l  and  permiss ion  f rom
ins t i tu t iona l  human research  e th ics
committee (HREC).

Study-I :  On hea l thy  vo lunteers

Six  vo lun teers  were  sc reened  for  the i r
healthy status one week prior  to study and
a written informed consent for participation
in the study was obtained from each healthy
volun teer  a f te r  exp la in ing  them the  s tudy
aspects.  They were hospitalized at medicine
IPD of Shri Krishna Hospital, Karamsad, one
n igh t  p r io r  to  the  day  of  dos ing ,  be ing
reevaluated by the physician at  the t ime of
admiss ion for  thei r  v i ta l  s igns  (pulse  ra te ,
b lood  pressure  and  tempera ture ) .  When
admi t ted ,  the  vo lun teers  rece ived  wr i t t en
informat ion  exp la in ing  the  even ts  to  be
carried out during the study period, with the
scheduled t ime for the drug administrat ion,
meals ,  b lood  sampl ing  and  subsequent
d ischarge .  The  volunteers  fas ted  overn ight
for  a t  l eas t  10  hours  p r io r  to  dos ing  and
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adminis te red .  The  b lood  samples  f rom
each  pa t ien t  were  wi thdrawn a t  tmax
obta ined  f rom Study-I  a f te r  adminis t ra t ion
of  d rug  for  de te rmina t ion  of  p lasma drug
concen t ra t ion .

On visit 2 (8 weeks after visit 1) :  Detailed
history of patients, drug intake and event of
any adverse drug reaction were reported. All
the  pa t ien t s  were  ins t ruc ted  to  v i s i t  the
O.P.D after an over night fast of at least 10
hours  and  the  l as t  dose  of  d rug  was
admin is te red  to  each  pa t ien t  and  b lood
samples  were  co l lec ted  a t  tmax  ob ta ined
from Study-I. All the investigations including
es t imat ion  of  l ip id  p rof i l e ,  r ecord ing  of
vital  s igns and ECG were carried out  after
8  weeks  of  t rea tment  wi th  a to rvas ta t in
tablets  10 mg.

Out of 15 patients, 1 patient was dropped
out because of his failure to come for routine
follow-up visit.

Blood  sample  co l l ec t ion ,  p lasma separat ion  and
i t s  handl ing  pr ior  to  ana lys i s

Blood samples from al l  the part icipants
were  co l lec ted  in  BD Vacuta iner  (Li th ium
Hepar in  68  USP uni t s )  and  immedia te ly
centrifuged at 4000 rpm for 10 minutes under
cool ing  condi t ions  to  separa te  superna tan t
p lasma.  Separa ted  p lasma samples  were
col lec ted  wi th  the  he lp  of  micropipe t te  in
RIA vials previously labeled and then stored
at –40°C until  analyzed.

Analys i s  o f  Atorvas ta t in

Plasma sample  ana lys i s  was  per formed
by  a  va l ida ted  h igh  per formance  l iqu id
chromatography (HPLC) with UV- detection.

lunch  was  prov ided  4  hours  pos t -dose .  A
single  oral  dose  of  Atorvasta t in  table ts  10
mg was administered to each volunteer with
approximately 240 ml of  water .  They were
informed to  remain  in  s i t t ing  pos i t ion  for
first 3 hours after dosing and also advised to
avoid  severe  phys ica l  exer t ion  th roughout
the  conf inement  per iod.

Atorvastatin is rapidly absorbed after oral
admin is t ra t ion  wi th  peak  p lasma
concentrations within 1-2 hours (24), hence,
to  charac ter ize  only  the  absorpt ion  prof i le
of  a to rvas ta t in ,  the  b lood  samples  were
co l lec ted  30  minutes  p r io r  to  d rug
administration (pre-dose) and at 0.5, 1.0, 1.5,
2 .0 ,  2 .5 ,  3 .0  and  6 .0  hours  pos t -dose
admin i s t r a t i on .

Study-II :  On newly  d iagnosed  pat ients  o f
h y p e r l i p i d e m i a

On Visit 1 (Day 0): A detailed history of
the O.P.D.  pat ients  was taken with special
re fe rence  to  h i s to ry  of  d rug  in take  and
allergy. The baseline investigations including
lipid profile, ECG and recording of vital signs
were carr ied out  on O.P.D. basis .

Baseline reports of all the investigations
were  co l lec ted  and  the  newly  d iagnosed
hyperlipidemic patients  were prescribed with
Atorvastatin tablets 10 mg/day by physician.
Also,  the patients were explained the study
aspec t  and  asked  for  the i r  wi l l ingness  to
par t i c ipa te .  Wri t t en  in formed consen t  fo r
participation was obtained from each patient
willing to take part in the study. On day 1
( i .e .  the  f i r s t  day  of  drug adminis t ra t ion) ;
the  pa t ien t s  were  asked  to  repor t  to  the
O.P.D. after an over night fast of at least 10
hours  and  the  f i r s t  dose  of  d rug  was
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The  HPLC condi t ions  were  op t imized  to
obtain an adequate separation of the eluted
compound by  the  use  of  C-18  pron tos i l
column, mobile phase containing methanol :
acetonitrile : water (45 : 45 : 10 v/v/v) and
1.0 ml/min flow rate. Ibuprofen was applied
as  an  in te rna l  s tandard ,  neu t ra l i z ing  the
er ror  inheren t  in  sample  in jec t ion ;
e l imina t ing  random er rors .  The  op t imum
wavelength  for  de tec t ion  was  240  nm a t
which  much  be t te r  de tec tor  response  for
drug was obtained.

Cl in ica l  laboratory  measurement  o f  parameters
of  l ip id  prof i l e

Tr ig lycer ide  reagent  (GPO-ADPS) ,
cholesterol  reagent  (CHOD-PAP) and HDL-
choles tero l  reagents  (by  immunoinhibi t ion)
are  in tended  for  in -v i t ro  quan t i t a t ive
determination of triglyceride, cholesterol and
HDL-C determination respectively in human
s e r u m .

Stat i s t i ca l  Analys i s

Data  handl ing  and  s ta t i s t i ca l  ana lys i s
were carried out using Microsoft  Excel and
SPSS sof tware.

Student’s t- test  for paired variables was
used  to  compare  the  d i f fe rences  be tween
l ip id  paramete rs  a t  base l ine  and  a f te r  8
weeks  t rea tment  per iod .

Linear  regress ions  were  used  to
de te rmine  the  re la t ionsh ip  be tween
parameters  of  l ip id  prof i le  ( i . e .  % change
from baseline)  and plasma concentrat ion of
Atorvas ta t in  10  mg af te r  8  weeks  of
t r e a t m e n t .

RESULTS

Study  I :  On hea l thy  vo lunteers

Plasma leve l  o f  a torvas ta t in  in  hea l thy
volunteers :

After  s ing le  dose  admin is t ra t ion  of
Atorvas ta t in   10  mg tab le t  to  6  hea l thy
male volunteers, the peak plasma level (Cmax,
mean ± SD)  of  14 .04 ± 2.26  ng /ml  was
achieved at the peak time (tmax, median) of
1.5 hours. AUC0–6 (mean ± SD) was found to
be  45 .38 ± 9 .30  ng .hr /ml  ca lcu la ted  us ing
trapezoidal  formula.

Study  I I :  On newly  d iagnosed  pat ients  o f
h y p e r l i p i d e m i a

Evalua t ion  o f  p lasma concentra t ion  o f
Atorvas ta t in  10  mg in  hyper l ip idemic
pat ients :

As per the results obtained from Study-
I  on heal thy volunteers ,  the blood samples
from hyperlipidemic patients were collected
at 1.5 hour after administration of one tablet
of atorvastatin 10 mg on day 1 as well as on
last  day i .e.  after  8 weeks of treatment;  to
de te rmine  p lasma concent ra t ions  as  shown
in Table I .

Evaluation of lipid profile in hyperlipidemic
pat ients :

Lip id  prof i l e  inc lud ing  Tota l  se rum
cholesterol (TC), Triglycerides, HDL-C, LDL-
C, VLDL-C, TC/HDL-C and LDL-C/HDL-C
were evaluated before starting the treatment
and after 8 weeks of treatment. Table II and
Fig. 1 show the value of parameters of lipid
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DISCUSSION

Presen t  s tudy  involves  the  da ta  o f  6
healthy male volunteers and total 14 patients
(5 male and 9 female newly diagnosed cases
of hyperlipidemia).

In  th is  s tudy,  a l l  the  par t ic ipants  were
treated with Atorvastatin Tablets 10 mg/day;
of the same brand and from the same batch
to avoid formulat ion factor  that  sometimes
in te r fe res  wi th  the  resu l t s .

The  t ime  ( tmax)  requ i red  to  ach ieve
maximum plasma concent ra t ion  (C max)  o f
Atorvas ta t in  10  mg was  cons idered  as  1 .5
hours as obtained form the results of Study-
I on healthy volunteers and on the basis of
which, blood samples were collected from 14
hyperlipidemic patients to determine plasma
concent ra t ions  o f  a to rvas ta t in  a t  1 .5  hour
after first  intake of Atorvastatin Tablets 10
mg as  wel l  as  a f te r  8  weeks  t rea tment
per iod .  As  shown in  Table  I ,  p lasma
concentration (mean ± SD) for patients on day
1  a t  1 .5  hours  a f te r  f i r s t  in take  of
Atorvastat in Tablets  10 mg was 4.28 ± 2.82
ng/ml (range: 0.33, 8.52) and after 8 weeks,
it was found to be 10.05 ± 1.46 ng/ml (range:
7.45, 12.08). A high degree of inter-subject
variability observed in Cmax in this study is
no tewor thy ,  which  may be  due  to  age ,
gender, food intake, presence of concomitant
disease and drug therapy, level of CYP3A4
express ion and act iv i ty  and a l l  the  fac tors
which  in f luence  the  body’s  handl ing  of
atorvastatin (7).  An important characterist ic
of  CYP3A4 i s  the  l a rge  in te r - ind iv idua l
variabil i ty in activity (about 5-fold),  which
reflects genetic polymorphism combined with
modula t ion  by  envi ronmenta l  fac tors  (8 ) .
Intake of known strong inhibitors or inducers
of CYP3A4 did not occur in this study.

TABLE I : The plasma concentration of Atorvastatin
10 mg in hyperlipidemic patients after first
dose (on day 1) and after  8 weeks of
treatment; at 1.5 hour following drug intake.

Concentration, Concentration,
ng/ml (at 1.5 ng/ml (after 8

Patient hours after weeks, at 1.5
n u m b e r admin i s t ra t ion hours after

of first dose, admin i s t ra t ion
on day 1) of dose)

1 8.42 11.26
2 0.33 8.5
3 3.14 10.19
4 1.68 7.45
5 5.13 9.66
6 2.25 10.43
7 8.85 10.83
8 0.98 9.03
9 4.93 10.19

10 4.39 12.08
11 2.09 8.59
12 3.25 9.14
13 8.36 12.05
14 6.06 11.72

M e a n ± S D 4.28±2.82 10.05±1.46

Note :  Patient  No. 15 was dropped out from the
study, as he was not able to arrive for routine
fol low-up.

TABLE II : Effect  of Atorvastatin 10 mg on LIPID
PROFILE (mean±SEM).

Before After 8 % Reduction
L i p i d treatment weeks from baseline
profile ( m g / d l ) t reatment after 8 weeks

(i.e. baseline) ( m g / d l ) of treatment

Total 223.09± 8.92 142.67± 7.07 35.95± 2.17
cholesterol
S e r u m 178.43± 29.88 103.87± 12.97 35.98± 4.76
triglyceride
HDL-C 50.82± 2.44 45.92± 2.19 8.90± 3.01
LDL-C 136.41± 6.38 77.39± 6.36 42.97± 4.23
VLDL-C 35.69± 5.98 20.80± 2.59 35.82± 4.83
TC/HDL-C 4.49± 0.25 3.22± 0.23 28.66± 3.29
LDL-C/HDL-C 2.73± 0.16 1.79± 0.18 36.21± 5.32

profile before treatment (i.e. baseline), after
t rea tment  and  % reduc t ion  f rom base l ine
af te r  t rea tment .  F ig .  2  shows  re la t ionsh ip
between parameters  of  l ipid profi le  ( i .e .  %
change or decrease from baseline) and plasma
concentration of Atorvastatin 10 mg after 8
weeks  of  t rea tment .
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Fig .  1 : Mean  va lue  o f  pa ramete r s  o f  l ip id  p ro f i l e  be fo re  t r ea tment  ( i . e .
baseline) and after treatment with Atorvastatin 10 mg for 8 weeks.
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F ig .  2 : Re la t ionsh ip  be tween  pa ramete r s  o f  l ip id  p ro f i l e  ( i . e .  % change  f rom base l ine )
and  p lasma  concen t ra t ion  o f  Atorvas ta t in  10  mg a f t e r  8  weeks  o f  t r ea tment .
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I t  i s  evident  that  there  was no adverse
event  by any of  the  par t ic ipant  dur ing the
course of the study. Patients’ vital signs (B.P.
and Pulse  ra te)  were  recorded dur ing each
vis i t  and  ECGs were  per formed before
and  a f te r  t rea tment  and  no  s ign i f ican t
abnormal i ty  was  found  th roughout  the
t rea tment  per iod .

As shown in Table II and Fig. 1 (A) to
(G) ,  8  weeks’  t rea tment  wi th  Atorvas ta t in
Table t s  10  mg/day  s ign i f ican t ly  (P<0 .05)
reduced  the  mean  va lues  o f  a l l  the
parameters  o f  l ip id  p rof i l e  i . e .  se rum
choles te ro l ,  se rum t r ig lycer ides ,  HDL-C,
LDL-C,  VLDL-C,  TC/HDL-C ra t io  and
LDL-C/HDL-C ra t io  f rom the  respec t ive
base l ines .

In the present study,  the changes in al l
the parameters  of  l ipid profi le  were as per
the previous studies (9, 10, 11, 12) except a
significant reduction (P<0.05) in HDL-C level
after 8 weeks of treatment with Atorvastatin
10 mg. However, 4 patients out of 14 patients
in  th i s  s tudy ,  showed a  s l igh t  increase  in
HDL-C leve l  which  was  non-s ign i f ican t
(P>0.05) .  More recent ly,  the importance of
drug therapy on HDL-C metabolism has been
recognized  (14) .  Numerous  s tud ies  have
iden t i f i ed  HDL choles te ro l  and  i t s  major
protein component, apolipoprotein A-I (apoA-
I), as having a direct protective role against
the development of CAD (14, 15). There has
been  t remendous  in te res t  in  the  e f fec t  o f
HMG-CoA reduc tase  inh ib i to rs  on  HDL-C
metabol i sm,  wi th  repor t s  tha t  the  var ious
agents  in  th i s  c lass  appear  to  have
quant i t a t ive ly  d i f fe ren t  e f fec t s  on  HDL-C
levels (11, 16, 17). Atorvastatin, in contrast
to  some o ther  s ta t ins ,  appears  to  lose  i t s
HDL-raising effect at  higher doses (11, 16,

21) .  For  example ,  in  c l in ica l  s tud ies
compar ing  h igh  therapeut ic  doses  o f
atorvastatin (20 and 40 mg) and simvastatin
(40  and  80  mg)  in  hypercholes te ro lemic
subjec t s ,  a to rvas ta t in  p roduced  a  smal le r
increase in HDL cholesterol and apoA-I than
simvastatin at corresponding drug doses (16,
17) .  I t  was  a lso  found in  previous  s tudies
tha t  a to rvas ta t in  a l so  demons t ra ted  a
s ign i f ican t ly  a t t enua ted  increase  in  HDL
cholesterol compared with the new HMG-CoA
reductase inhibitor rosuvastatin at low doses
(3% HDL apoA-I  e leva t ion  wi th  10  mg
atorvastatin versus 7% HDL apoA-I elevation
with 10 and 5 mg rosuvastat in)  (22) .  I t  i s
revea led  tha t  HDL choles te ro l  reduc t ion
after  high-dose atorvastat in is  an early and
t rans ien t  even t  in  HFH pa t ien t s  which
magni tude  depends  on  the  presence  of  a
residual LDL-R activity ((23). In the present
s tudy ,  i t  has  been  observed  tha t  even  a
smal le r  dose  i . e .  10  mg a torvas ta f in  da i ly
for 8 weeks significantly reduced HDL-C from
base l ine  in  the  pa t ien t s  f rom Karamsad-
Gujara t .  Al though  a f te r  the  t rea tment
per iod ,  a l l  the  o ther  parameters  were  wel l
wi th in  the  t a rge t  normal  range  in  the
majority of patients, the significant decrease
in HDL-C level pointing towards further dose
reduction to 5 mg atorvastatin on daily basis,
in  this  populat ion.

In present study, as per the published data
(13) we could not conclude any correlation
between plasma atorvastatin concen t ra t ion
and  subsequent  mean  reduc t ion  in  a l l  the
parameters of lipid profile [Fig 2 (A) to (D)].
Moreover ,  a  s igni f icant  reduct ion (P<0.05)
in  HDL-C leve l  a  t r iggers  a  ques t ion  on
beneficial  effect  of  atorvastat in on HDL-C.
To explain this, a detailed study on a larger
populat ion of  our country is  necessary.
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