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[Change of Serum hsCRP Concentration after Statin Therapy in Dyslipidemic Patients]
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Table 1. Baseline characteristics of subjects.
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Figure 1. Changes in the loghsCRP of statin and control group.
*P<0.05 by paired-t test

In statin group, the loghsCRP differences between baseline and
second visit, third visit were significant(p<0.05). In control group,
there were no differences.

Table 2. Differences of hsCRP, loghsCRP and total cholesterol

. Statin Control b :
etween statin group and control group.
Variable (N=69) (N=87) group group.

Age (years) 521+ 87 525t 93 Variable Mean + SD” Pvalue
Sex (% ) Statin (N=69) Control (N=87)
Men 39(56.5) 42(48.3) hsCRP
Women 30(43.5) 45(51.7) B‘aselin'e’(mg/ dl) 0160 £ 0286 0161 + 0426 0991
BMI (kg/m) 247+ 24 26+ 29 First visit (mg/ dl) 0.09 + 0124 0199 + 0588 0.246
Abdominal circumf 867+ 83 853+ 83 Second visit (mg/dl) 0061 £ 0.050 0214 + 0.760 0.257

ominal cireumference (cn) 7+ 8. 3t 8. Third visit (mg/dl) 0071 £ 009 0270 + 0584 0102
Systolic BP (mmHg) 127.9+163 131.8+17.6 loghsCRP
Diastolic BP (mmHg) 78.9+10.3 81.3+ 99 Baseline (mg/dl) -1115 £ 0509  -1.173 + 0469  0.705
Fasting plasma glucose (mg/dl) 99.7421.9 93.2£163 First visit (mg/dl) -1207 + 0398 -1.153 + 0488 0515
Total cholesterol (mg/dl) 245624 2369:279 %Ogd visit (mgé ldl) g‘gg : ggg 1522 : 8§2§ 8(2;2
Bascline hsCRP (mg/d) 01602028  0.161:0426 o dlvglsétstgr‘(‘)‘f/ ) 13038 1066 = 0618 0.
Base]j.ne loghsCRP (mg/dl) 111520509 -1.173£0.469 Baseline (mg/dl) 504 £ 624 269 £ 279 0058
Smoking status (%) First visit (mg/dl) 1910 + 423 2037 + 384 0101
Never 43(62.3) 57(65.5) Second visit (mg/dl) 1864 * 416 2099 + 300 0015
Past 7(10.1) 9(10.3) Third visit (mg/dl) 1972 + 427 2077 + 284 0360
Current 19(27.5) 21(24.1) Total cholesterol
Regular exercise (%) Bte-tc1* (mg/dl) 688 + 745 336+ 404 0004
Yes 16(23.2) 18(20.7) Bte-tc2 (mg/dl) 531 = 43 256 £ 346  0.010
No 53(76.8) 69(79.3) Btc-tc3 (mg/dl) 386+ 620 278 £361 0489

Values of sex, smoking status and regular exercise are number (%).
The others are represented as meantstandard deviation.
*P>0.05 by two sample-t test between statins and controls.

* Standard deviation.
" Bte: total cholesterol at baseline
#tcl, tc2 and tc3: total cholesterol at first, second and third visit
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Table 3. Spearman’s correlation between hsCRP change
and total cholesterol change in statin group
and control group after adjusting for age, sex,
logbhs§, change of sbp and change of dbp*

P-value
Statin Control
bhs-hsl”  bhs-hs2 bhs-hs3 bhs-hsl bhs-hs2 bhs-hs3
Btc-tc1* 0481 - - 0334 - -
Btc-tc2 - 0.691 - - 0.232 -
Btc-tc3 - - 0.185 - - 0.371

*Btc : total cholesterol at baseline
ftcl, tc2 and tc3: total cholesterol at first, second and third visit
bhs: loghsCRP at baseline

hsl, hs2 and hs3: loghsCRP at first, second and third visit
#sbp, dbp: systolic blood pressure, diastolic blood pressure
§logbh:s: loghsCRP at baseline
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[Change of Serum hsCRP Concentration after Statin Therapy in Dyslipidemic Patients]
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Background

Statins lowers the hsCRP, a marker of inflammation. There are few study of change in plasma concentration of hsCRP
after statin therapy in Korea. The purpose of this study is to determine the change in plasma hsCRP concentration after
statin therapy.

Methods

We studied 156 patients who were visited a department of family medicine at a university hospital and diagnosed with
dyslipidemia between May 2002 and May 2005. We reviewed chart retrospectively. The statin group is participated of 69
patients who were treated with diet/exercise and statin. The control group is 87 patients who were treated with only
diet/exercise. The hsCRP and total cholesterol concentration was measured in serum on each visit that days 0, 40, 180,
360. We analyzed correlation between change of hsCRP concentration and change of total cholesterol. we analyzed
difference of change of hsCRP and total cholesterol at each visit in two groups.

Results

In statin group, mean baseline loghsCRP was -1.115£0.509mg/dL. The differences loghsCRP between baseline and
second(after 180 days) and third visit(after 360 days) were respectively -1.337+0.318mg/dL and -1.359+0.383mg/dL(P<0.05).
Correlation between reduction of hsCRP concentration and reduction of total cholesterol was not significantly. In control
group, there were no significant differences in means of loghsCRP at the each visit.

Conclusions

Longtime statin therapy lowered serum hsCRP concentration without correlated reduction of total cholesterol then can
play the role of reduction of cardiovascular disease. (Korean ] Health Promot Dis Prev 2008 ; 8(3):201-207)
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