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[Abstract] Objective To observe the influence of berberine combining with atorvastatin on serum
high-sensitivity C-reactive protein (hs-CRP) and adipocyte fatty acid-binding protein (A-FABP) in patients
with acute ischemic stroke. Methods Ischemic stroke patients (N =55) were randomized into 3 groups:
atorvastatin 20 mg/d (N = 28), atorvastatin 40 mg/d (N = 11) and berberine 0.40 g three times a day +
atorvastatin 20 mg/d (combined treatment, N = 16). They were treated for 3 months. The expression
changes of serum hs - CRP and A - FABP before and after treatment were compared among 3 groups.
Results There were significant decreases between before and 3 months after treatment on the expression
of hs-CRP and A-FABP in 3 groups (P =0.023, 0.000). After treatment, both the expression of hs-CRP and
A - FABP significantly decreased, and the decreases were (1.69 + 2.29) and (281.43 + 311.05) mg/L in
atorvastatin 20 mg/d group, (7.81 + 12.48) and (321.59 + 289.35) mg/L in atorvastatin 40 mg/d group, and
(2.16 = 3.34) and (376.55 + 249.72) mg/L. in combined treatment group. However, there was no significant
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difference among 3 groups (P > 0.05, for all), and there was no correlation between drugs and observation

time points (P> 0.05, for all). Conclusions The effect of berberine combined with atorvastatin on hs-CRP

and A-FABP is similar to atorvastation (40 mg/d) therapy.
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Table 1. Comparison of general data of patients in 3 groups

Group A Group B Group C X or F

lifem (N=28) (N=11) (N=16) g vl
Sex [case (%)] 0.931 0.628
Male 22(7857)  T(111)  12(12/16)
Female 6(21.43)  4(4N11) 4( 4116)

66.25+8.83 66.45+8.86 63.31+8.10 0.691  0.505
3.04:1.11 3.82+1.60 288131 0898 0414
5.96+4.50 7.18+6.06 7.94:4.43 1999  0.146
1035.71) 4@l 4(4/16)  0.613  0.736

Age (x x5, year)
Duration (x £, d)
NIHSS (x £, score)
Diabetes [case (%)]

)
Hypertension [case (%)] 20 (71.43) 5(5/11) 12 (12/16) 3.032 0.220
Smoking [case (%)] 11(39.29) 5(5/11) 7( 7/16) 0.158 0.924
Drinking [case (%)] 5(17.86) 1(1/11) 7( 7116) 5.394 0.067

Univariate ANOVA for comparison of age, duration and NIHSS, and x7 test
for comparison of others. A, atorvastatin 20 mg/d, 4G &l 7T 20 mg/d 41 ; B,
atorvastatin 40 mg/d, BTG H AT 40 mg/d 41 5 C, berberine 0.40 g three times a
day + atorvastation 20 mg/d, ¥ % % 0.40 g(3 W/d) + PG M TT 20 mg/d 41 5
NIHSS, National Institute of Health Stroke Scale, 3& [ [ 37 TLAE #F 5% P 45 ot
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Table 2. Comparison of the serum hs-CRP level between
before and 3 months after treatment in 3 groups (¥ +s, mg/L)

Group N Before treatment After treatment
Group A 28 492+ 7.96 3.23+£5.67
Group B 11 13.34+19.40 5.53+6.92
Group C 16 472+ 6.31 2.56+2.97

A, atorvastatin 20 mg/d, BT FE % b 7T 20 mg/d 41 ; B, atorvastatin
40 mg/d, FIFEAR AT 40 mg/d 41 ; C, berberine 0.40 g three times a
day + atorvastation 20 mg/d, % % % 0.40 g(3 &K/d) + FTFEARALTT
20 mg/d 4

®a AT A ERIT RS M A-FABP &5 /K
Y (3 + 5, mg/LL)

Table 4. Comparison of the serum A-FABP level between
before and 3 months after treatment in 3 groups (v s, mg/L)

Group N Before treatment After treatment
Group A 28 805.89 £391.45 524.46+ 80.40
Group B 11 815.63 +£330.27 494.04 = 40.92
Group C 16 915.63 +£356.04 539.08 £106.32

A, atorvastatin 20 mg/d, Fil % A& At 7T 20 mg/d 2 ; B, atorvastatin
40 mg/d, FTFE A& 7T 40 mg/d 41 ; C, berberine 0.40 g three times a
day + atorvastation 20 mg/d, ¥ 3% K 0.40 g(3 ¥K/d) + FFE Akl 77T
20 mg/d 41

F3  ANEZWIGIT A EE R YT HE ML C-Oy A
FIRACOT 1 F W 5T U 25 A B R

Table 3. ANOVA of repeated measurement design of the
serum hs - CRP level between before and 3 months after
treatment in 3 groups

Source of variation SS df MS Fvalue P value

477.983 2 238.991 3.146 0.052

Time 425.581 1 425581 5.797 0.023
140.368 2 70.184  0.962 0.394

3857.072 52 74.174

3696.674 52 71.090

Treatment

Treatment X time
Error among groups

Error within group

RS AF YA 4L BT RIS ML A-FABP & kK
VR B W B T 25 4 i R

Table 5. ANOVA of repeated measurement design of the
serum A - FABP level between before and 3 months after
treatment in 3 groups

Source of variation SS df MS F value P value
Treatment 97830512 2 48915.256  0.609  0.548

Time 2536881.572 1 2536881.572 39.830  0.000

Treatment x time 46195.538 2 23097.769  0.363  0.698

Error among groups 4 178292.665 52 80351.782

Error within group ~ 3312003.623 52 63692.377
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