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Effects of Rosiglitazone on Serum Levels of TGF- 1 and IL-1B in Patients
with Type 2 Diabetes Mellitus and Acute Coronary Syndrome
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ABSTRACT Objectives: To explore the effects of rosiglitazone on serum levels of transforming growth factor-B 1 (TGF-f 1) and
interleukin-13 (IL-1B ) in patients with type 2 diabetes mellitus (T2DM) and acute coronary syndrome (ACS). Methods: 116 patients
with T2DM and ACS were randomly divided into rosiglitazone group (n=58) and control group (n=58). Fasting plasma glucose (FPG),
plasma lipids, serum TGF-f 1 and IL-1f of the patients were measured at baseline and after 4-month treatment. Results: At baseline,
FPG, plasma lipids, serum TGF-B 1 and IL-1B were similar between the two groups (all P>0.05). After 4-month treatment, serum
IL-1B levels in the two groups were significantly decreased (P<0.01) while serum TGF- 1 levels were significantly increased (P<0.05).
Moreover, the changes in serum TGF- 1 and IL-13 were enhanced (both P<0.05) in rosiglitazone group compared with control group.
Additionally, serum TGF-B 1 and IL-1f levels after treatment were similar between the two groups. Conclusion: Rosiglitazone may reg-
ulate the releases of inflammatory mediator and anti- inflammatory factor and consequently ameliorate atherosclerosis in patients with
T2DM and ACS.
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Table 1 Clinical characteristic of patients in both groups before and after intervention

Rosiglitazone group (n=58)

Control group(n=58)

9T

Prior treatment

WY

Post-treatment

9T

Prior treatment

T

Post-treatment

P/ 1)
40/18 40/18 42/16 42/16
Sex(male/female)
TEW (%) Age(year) 59.7+ 13.1 59.7+ 13.1 58.9+ 12.8 589+ 12.8
W4 [ (mmHg)
] 137.6x 10.5 1332+ 13.1 138.3£ 9.7 134.6= 10.2
Systolic pressure
#75K s (mmHg)
) ] 79.4% 11.3 78.6%+ 10.9 78.5% 12.1 77.8+ 104
Diastolic pressure
IR A kg (m?)
) 24.6% 2.9 239+ 34 243+ 3.7 24.1+ 2.8
Body mass index
TG(mmol.L") 3.7+ 1.1 2.2+ 04 3.6 0.9 2.1 0.5
TC(mmol.L™") 6.2+ 1.3 53 1.5 59+ 1.2 52+ 14
HDL-C(mmol.L™") 1.2+ 04 1.7£ 0.6 1.3+ 03 1.7£ 05
LDL-C(mmol.L™") 3.3+ 0.9 2.6+ 0.7 3.1+ 0.8 2.6 0.9
FPG(mmol.L™") 8.7 1.6 6.5+ 0.944 8.4+ 13 6.7+ 0.744
TGF-B 1 (ug.L") 9.7+ 4.8 27.1% 2.9%44 10.1+ 3.2 19.5+ 2.844
IL-1B (ng.L™") 146.4% 35.6 76.3% 14.4%44 145.8+ 40.7 98.7+ 12.544

i 5P SIMALG ST AT, A AP <0.01; 5E PGS ALGIT AT ELEL, AAP <0.01; 5H PGS 46T 5 HLEL, *P <0.05
Note: vs Ros(Rosiglitazone group) prior treatment, A AP <0.01; vs Control group prior treatment, /A /AP <0.01;vs Control group post-treatment, *P <0.05
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