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Effects of Vildagliptin on Inflammatory Factors in Overweight Patients with Newly Diagnosed Type 2 Diabetes
LI Yan,ZHANG Xian-xiang, LUO Yong, WANG Yi, WANG Bang-giong, YANG Hao, XU Wei(Dept. of Endocri-
nology, Chongqing Three Gorges Central Hospital, Chongging 404000, China)

ABSTRACT OBIJECTIVE: To observe the effects of vildagliptin on inflammatory factors in overweight patients with newly diag-
nosed type 2 diabetes. METHODS: 34 overweight patients with newly diagnosed type 2 diabeties were randomly divided into vilda-
gliptin group (18 cases) and pioglitazone group (16 cases). Both were given metformin (1.0 g/d), and then were treated by vilda-
gliptin (100 mg/d) and pioglitazone (8 mg/d) for 12 weeks, respectively. The inflammatory factors level, blood glucose control, oth-
er metabolism index and adverse events were observed in 2 groups before and after treatment. RESULTS: Compared with before treat-
ment, there was no statistical significance in average decrease of HbA,c between 2 groups after treatment (P>>0.05). Compared with
pioglitazone group, the levels of CRP, TNF-a, IL-6 and visceral fat factor were reduced while adiponectin and body weight was in-
creased significantly in vildagliptin group (P<<0.01) ; the incidences of gastrointestinal adverse events were higher in vildagliptin
group (16.67% ) than in pioglitazone group (12.50% ). CONCLUSIONS: For the overweight patients with newly diagnosed type 2
diabetes, vildagliptin shows similar effect as pioglitazone on reducing HbA.c, but is more efficient in improving inflammatory factors
(CRP, TNF-a, IL-6, adiponectin and visceral fat factor). It may be a new approach to the treatment for insulin resistance.

KEY WORDS Type 2 diabetes; Vildagliptin; Pioglitazone ; Inflammatory factor
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K7 B IR A4 AR, B BN IR I BB T 29 2 — o ARF
FLUBHZ Wi 5 T2DM B E ARG %4, L DPP- IV #ill il 7]
YR A TT 55 1 5 2R S AR H A 270 KA U LR 98
K A5
1 MERFAE
1.1 X%

I ARRUE : DAERE : 25~60 % ; QUK T 45 B0 (BMI) 24~
28 kg/m’; @Fr 2 HY T2DM & [ (TR T AL (WHO) 1999
AEFRIUE, 25 B (FPG) =7.0 mmol/L 8/FIZS 5 1A (PPG) =
11.1 mmol/L)]; @WFPG<\10 mmol/L. HkF&#xE : D1 KB IR
975 5 O PRAG AE 192 HH 8 A% Yl A RS O H B e
REVEGR ; DI B0 s & AR 28 P oL 5 © AT IR S A 4T

PEEL 2012 4F 8 H —2013 4 1 A R EGE N 43I FRL B2 Wit =
T2DM R 35 34 1], $& BEALER T3 1 o M A 51T T 4L (18 1)) 5
NEAS SERZE (16 B1]) o RYT T R IR BE s 2+ A0 B 23 D 2L
BE BB AIEREA .
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121 —fHEYT . AEE e T A AR U, DR
WK 1.0 g/d, SZ 4% FPG MMk 212 3 (HbA ¢ ) , H i ARtk
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0.05). SIRYTHIILE, ALIAYT S FPG . 2hPPG \HbA ¢ it
B B B AR (P<<0.01) , 2 1E 19 HbA ¢ -3 R IR 405 A (— 1.28 +
0.07) % 1 (—1.36 + 0.10) % , IE 45 R MG 36 AL ST (41 10) 22 57
95%CIIH FRR<0.4% ) , 4878 BMHEY T B RORAE P[R9 25 53
TG £ L (P>0.05) o 4iAg 47T AR & FRIE[(—1.9 +
0.2)kg], WA 51 2E 145 B R A SRR AR [ (— 0.9 £ 0.1)kg], 217
F A HERs ST T LR A4 T W BH B (P<<0.05) , L& 1,

®1 MABEHEXELERLE (X +s)

Tab 1 Comparison of baseline index between 2 groups (X +s)

i ‘ Ea \ Mk 5IRRAL

i) il eI TR
(425 10/8 9/7
Lo 51204743 50.0348.25
BMI, kg/m’ 26.74+138 20.84+133 2685+ 141 24.15+098*
WHR 089+0.07 0.81£004* 0.88+0.08 0.81+0.05*
ki, % 34504523 28.55+4.12 3654435 30.52+3.98*
TG, mmol/L 3.5843.02 289+1.05 3.80+4.28 286+1.10°
TC,mmol/L 6014132 5.04£089° 634+201 510+ 1.04°
HDL, mmol/L 1404051 136£0.18" 164045 135£0.12°
LDL, mmol/L 358121 2814085° 3544135 298+ 101°
AST,w/L 263241058 271410017 259841098 2567+ 1242°
CREA, pmol/L BA+1315 672451230 0598+ 1345 6545411547
HbAc, % 8354125 6644115 839+1.42 6.75+1.24*
FPG, mmol/L 8654135 565+ 1424 8574140 565+ 165
2 hPPG, mmol/L 14.65+324 83542.42% 14724347 832+245¢

HIBITIT L * P>0.05, " P<0.01; 5kAs S 4 AL A P<
0.01,"P>0.05

vs. pre-treatment: *P>>0.05,*P<<0.01; vs. pioglitazone group: *P<<
0.01,"P>0.05
2.2 REERFHER

PIZH A& SONE H 7 B2 (22 5 T ge i B L (P>0.05) . A
TG, SRR 1TT 41 K A% 1 i 41 CRP T B (29.66 + 0.09) % Fil
(12.01 £ 0.08)% , IL-6 T [% (27.93 + 0.06)% #1 (12.30 +
0.07) % , TNF-o F#(23.27 £ 0.07) % F1(15.17 + 0.06) % , P9 I
HE i L7 R B (25.04 £ 0.08) % F1(9.04 + 0.04) % , BEEE R THR
(19.79 £0.04) % F1(9.47 + 0.08) % . P4 5IAY7 AT LA R
BLHH CRPTNF-o. IL-6 . A JIER 5 P95~ B AIG , AR IR 28 7 s (P <
0.01) , 1A LA A% 517 T 2H bt 2 W . (P<<0.01), W3R 2.

x2 WABRERTAIERERFILR(XEs)
Tab 2 Comparison of inflammatory factor between 2
groups before and after treatment(X+s)

5k ‘ S IITH ‘ ek FIRAH

TRITHI RITR TRITHI TR
CRP,mg/L 9.34(4.12~18.12)7 657(3.20~1654)**  9.38(3.96~19.54) 825(3.87~1542)*
IL6,ng/L $332£1612°  3843£1565% 550011453 4832%1754°
TNF-a,ng/L 25874775 19.85£7.25* 2611698 20.15+654*
MHERSHIA T pg/l  2820£205°  2114£221% 27.98+198 25454235
KIEZ mg/L 10.56+1.89" 12,652,124 1024£197 1121 +240*

SIRYTHT LA *P<<0.01; S MEAE SR L4 . *P>0.05,4P<<0.01
vs. pre-treatment: “P<<0.01; vs. pioglitazone group: *P>0.05,*P<<
0.01
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FHI1E T, DPP - IV 35157 Alogliptin 7635 FH = IR A i S 1A
Jrle/IN R, BE RGBT 2H 4 5 W 2 i B % i P F- CDLLb Al
CD11c Hy /K15 BE AR ApoE JE R Bk & /N BRLIL-6 AT A 25 1
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Efficacy Observation of 5-fluorouracil and Isotretinoin in the Treatment of Gynecological Condyloma Acu-
minatum

ZHOU Yi, SONG Ying, SHEN Yun-hua (Dept. of Gynecology, Jinhua People’ s Hospital, Zhejiang Jinhua
321000, China)

ABSTRACT OBIJECTIVE: To observe therapeutic efficacy of 5-fluorouracil and isotretinoin in the treatment of gynecological con-
dyloma acuminatum. METHODS: 141 cases of condyloma acuminatum which admitted in outpatient department were randomized
into 5-fluorouracil group, isotretinoin group and combination group with 47 cases in each group. They were given 2.5% 5-fluoroura-
cil injection or oral dose, smear administration of 10 mg Isotretinoin capsule, two-drug combination respectirely. Curative effects of
them were observed within 2 weeks, and recurrence rate and adverse drug reactions were observed within 10 months. RESULTS:
After 2 weeks of treatment, the total effective rates of 3 groups were 93.6% , 91.5% and 97.9% ; there was no statistical signifi-
cance (P> 0.05). The incidence of adverse drug reactions were 8.5% , 6.4% and 10.6% ; there was no statistical significance (P>
0.05). After 2 and 4 months of treatment, the recurrence rates of combination group were 14.9% and 2.1% , which were lower
than those (44.7% , 17.0% ) of 5-fluorouracil group and those (38.3% , 19.1% ) of isotretinoin group (P<<0.05). CONCLU-
SIONS: Inhibitory effects of 5-fluorouracil or isotretinoin alone on recurrence of condyloma acuminatum are unsatisfactory; com-
bined use of 2 drugs will have an effective inhibitory effect on recurrence of condyloma acuminatum on the first four months.

KEY WORDS Gynecology; Condyloma acuminatum; 5-fluorouracil; Isotretinoin; Recurrence
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