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[ ABSTRACT | Aim To investigate the changes of sugar and lipid metabolism in syndrome X rats and examine the interve-
nient effects of rosiglitazone on them. Methods Syndrome X was produced by twokindey, one cliped (2K1C) rats fed with

Renal Hypertension; Rosiglitazone;

high fructose.  Systolic blood pressure (SBP), blood lipid, the level of blood sugar and serum insulin were measured respectively

in groups, and insulin sensitive index ( ISI) was also calculated. Results At 8 weeks, compared with sham operation group,
SBP, triglyceride (TG), blood total cholesterol (TC), low density lipoprotein cholesterol (LDLC), fasting blood sugar ( FBS),
fasting serum insulin ( FSI) significantly increased; insulin sensitive index ( ISI), high density lipoprotein cholesterol (HDLC) sig-
nificantly reduced in groups with or without rosiglitazone treatment. ~ At 11 weeks, in the group with rosiglitazone treatment, TG,

FBS and FSI remarkably reduced, TC, HDLC and ISI significantly elevated, but LDLC only slightly increased; While other two

groups did not change significantly compared with that at 8 weeks.

Conclusions Rosiglitazone can reduce BP, improve -

sulin resistance and correct the abnormity of sugar and lipid metabolism.
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Table 1. The changes of blood sugar and blood lipid after 8 weeks and 11 weeks of operations in three groups (; Es,n=7)

5 i 7 BEAA i KHZH _ _ HEE _

8 JHl 11 J4 8 JH 11 4 8 JA 11 4
2 HELHE (mmol/T.) 5.36 £0.25 5.40 £0. 29 11.36 £0. 34" 11.20 £0. 26 11.52%0. 16" 6.27 0. 36"
ZRE MG B S E (MIu/L) 20.96 2. 53 21.15%2.83 52.18 3. 02 53.01 22. 60 53.4413.36"  34.471%2. 13¢
ISI [-In (FBS x FSI) | - 4.74%0.11 - 4.73%0.16 - 6.40%0.07" - 6.39%0.06 - 6.4110.05" - 5.37%0.09°
Hil =R (mmol/L) 0.8210.03 0.8310. 10 1.49 £0. 08" 1.48%0. 16 1.50 0. 09® 1. 04 %0, 13¢
JORE A EE (mmol/L) 1.41%0.06 1. 40 0. 08 1. 50 F0. 04 1. 48 £0. 07 1. 49 0. 05 1. 60 20. 09¢
HDLC (mmol/L) 0.7910.03 0.81%0.03 0.51 0. 04° 0.53 0. 14 0.49 0. 04° 0.70 £0. 06°
LDLC (mmol/L) 0.12%0.03 0. 13 0. 06 0.37 0. 08" 0.38%0. 12 0. 38 0. 10° 0.45%0. 12

a: P<0.05, b: P<0.01, 5BFARHALLE; ¢ P<0.05 d: P< 0.01, AHNF)E L
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Figure 1. Effect of rosiglitazone on systolic blood pressure in
syndrome X rats (x £s, n=7)
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