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Effects of Pitavastatin on Dyslipidaemia and Oxidative Stress in Patients with Type 2 Diabetes

YAN Tao', TAN Ming-deng’, YI Xun', LIU Lian-ling' (1. First Dept. of Internal Medicine, Chongging Wanzhou
District People’ s Hospital, Chongqing 404000, China; 2. Baian Branch of Chongqing Three Gorges Central
Hospital, Chongqing 404000, China)

ABSTRACT OBJECTIVE: To investigate the effects of pitavastatin on dyslipidaemia and oxidative stress in patients with type 2
diabetes. METHODS: 80 patients with type 2 diabetes complicating with dyslipidaemia in our hospital during Mar. — Dec. 2011
were randomly assigned to group A (pitavastatin, 2 mg/d) and group B (lovastatin, 20 mg/d) with 40 cases in each group. Treat-
ment course lasted for 12 weeks. The levels of fasting blood glucose (FBG), HbA,c, TC, TG, LDL-C, HDL-C, AST and ALT
were determined, and the contents of MDA, and the activities of GSH-Px and SOD were evaluated before and after treatment. RE-
SULTS: During 12 weeks of treatment, 5 patients gave up and withdrew from the study in each group. Compared to before treat-
ment, the levels of FBG, TC, TG, LDL-C and the contents of MDA after treatment were all significantly reduced in both groups
(P<<0.05), especially in group A (P<<0.05). Compared to before treatment, the levels of HDL-C and GSH-Px, SOD activity after
treatment were dramatically enhanced in both groups (P<<0.05), especially in group A (P<<0.05). There was no statistical signifi-
cance in the difference of HbA c, AST and ALT between 2 groups before and after treatment (P>0.05). CONCLUSIONS: Pitavas-
tatin efficiently regulates dyslipidaemia and inhibits oxidative stress in patients with type 2 diabetes.
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H2EEL(P>0.05), FLENAYTHTFBG & HbA ¢ 4 TEH] .
25 (P>0.05) ; 29475 M4 FBG ¥ESAI TR BT (P<
0.05) ; HbA ¢ HUBIRYTHIA T B H H2E R LG4 X
(P>0.05), L& 1.

F1 FWABHEBTHJSFBGEHbAcTEWL (x¥+s)
Tab 1 Changes of the levels of FBG and HbAc in 2 groups

before and after treatments(x *s)

FBG, mmol/L HbAc, %

4 P — P
G g IR A
AH 35 9.0£45 7.1+2.6° 85129 8.1+45
B4 35 8.8+4.1 69+28" 84145 83+3.6

SRYT AT : " P<<0.05

vs. before treatment: *P<<0.05
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Wi 20 %16 97 Bl TC. TG HDL-C . LDL-C . 2 & (P>
0.05), £ 12T A, W4l TC . TG .LDL-C i i ¥ 4534
S7 T A S FIK (P<<0.05) , HDL-C W 7+ 35 (P<<0.05) ; H A 4
BH BRI AUR (TC R . TG Fi# \HDL-C |4} LDL-C
R, X e A ) s A2 s (1 B3CA 30 461)) B SR HEF B 41 (18 4
(P<<0.05), L3k 2,

®2 WARFBTH JETC. TG HDL-C K LDL-CZ4L (x £ 5)
Tab 2 Changes of the levels of TC, TG, HDL-C, and LDL-C in 2 groups before and after treatments(X *s)

15 (% - “iC,mmol/‘L _ : EG ,111m01<L _ : I}-?B}—C ,mm(‘)l/]i : ]ilzf—C,mm(?l/Lh
IRYTH BT IE IRY T WA VYT BT IRY T I A

A% 35 5.68+0.45 3.79+0.32" 331+£0.81 2.29+0.73* 0.95+0.15 1.21+0.11% 3.82+£027 2.49+0.21"

B4 35 545+038 4.51+043*"  325+0.75 2.89+0.78°"  091+0.15 1.03+0.107 3754031 2.99+0.23*

SRIFETHEL : T P<0.05; 5 A4 #:"P<<0.05

vs. before treatment: *P<<0.05; vs. group A:"P<<0.05
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W 2H 5B 3 VA7 1T SOD . GSH-Px 1 7} MDA & & 22 %6
GiitFE L (P>0.05), 697 12 A5G, PigH ¥ GSH-Px .SOD

WEPEF B (P<<0.05) , MDA & 5 S A% (P<<0.05) ; H A ZH R
A 11 GSH-Px . SOD i 14 B &2 5+ B 41, 1 MDA % & B AKX T
B4H(P<0.05), L33,

%3 FWABEAITH JS GSH-Px SOD K& MDA 4L (¥ £5)
Tab 3 Changes of the contents of MDA, GSH-Px and SOD activity in 2 groups before and after treatments (X + s)

a1 s - ;;SH-PX,U/HL} : _ SOD,U/ml : : LNIDA,nmol/m‘l
IRITHI BITIE IRITHI BITIE BT BITE

Al 35 70.1+34.2 97.2+33.5" 452+11.3 75.4+15.3" 65t1.5 38+1.1°

B4 35 68.9+35.2 81.5+38.2" 48.6t13.9 63.4+13.8"" 63113 47+1.0"

ERRITHTELES " P<0.05; 5 A4 [EE."P<<0.05

vs. before treatment: “*P<<0.05; vs. group A :"P<<0.05
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R4 MABERTH FASTRALTEL (X £5)
Tab 4 Changes of the levels of AST and ALT in 2 groups be-
fore and after treatments (X + s)

AST,U/L ALT,U/L
HH P e

TRIT R YT A JRYT R BIT A
A 35 2514102 284+12.6 214+123 254+113
B4 35 284+113 279+11.7 2534129 23.8+168

HE— A IE 52 2 BUWE R B E IR AR 8 2 2R BN TG
LDL-C J}& ,HDL-C F#fi% .
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[ A% 1 mmol /L, 3 .0 M55 514 1 & A2 R B AIK 23 %
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