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The effect of hypoglycemic therapy on the plasma omentin—1 levels in

non—obesity type 2 diabetes mellitus

YANG Hao ,LUO Yong,LIU Wei—juan,GUO Lian , XU Wei
(Department of Endocrinology ,Chongqging Three Gorges Central Hospital)
[ Abstract JObjective: To observe the plasma omentin—1 levels in non—obesity subjects with different glucose tolerance , investigate the
effects of pioglitazone and short-term continuous subcutaneous insulin infusion(CSII) on plasma omentin—1 levels in patients with new—
onset type 2 diabetes mellitus. Methods:59 patients with new—onset T2DM were treated with pioglitazone for 12 weeks or CSII for 2
weeks , respectively.Plasma omentin—1 levels were measured by an ELISA kit.The association between plasma omentin-1 levels and
metabolic parameters were analyzed. Results:Fasting plasma omentin—1 levels were reduced in T2DM than in NGT groups (26.13 +
6.20 vs 22.01 £7.51 vs 17.58 + 8.81) pg/L,P<0.05.Both pioglitazone and CSII therapy significantly elevated omentin-1 levels (22.01 +
7.51 vs 2445 +7.31) pg/L, (17.58 +8.81 vs 22.32 + 8.69) pg/L,P<0.05 accompany with a decrease in HOMA-IR. Conclusion:In
non-obesity T2DM patients, plasma omentin—1 levels are decreased,but significantly reverse after pioglitazone and CSII treatment.
Omentin—1 may be associated with the severity (indicated as HbAlc values) and insulin fesistance(indicated as HOMA-IR values)
in T2DM.
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neous insulin infusion, CSIT) 3R fb 67 FURA% 3 E y4 77 X+ e AL
FERY T2DM B & M omentin—1 KRR,

1 NREFE

1.1 sH&

FRAE 1999 5 WHO B2 WiR 1 . 25 15 UBE (Fasting blood
glucose ,FBG) = 7.0 mmoV/L, ¥ FA /5 2 h MAH (2 h post—glu-
cose load blood glucose,2 hPBG)=11.1 mmol/L, FriTiZWrhY
T2DM £ 59 5 (T2DM 48), 35 23 #, % 36 B, HARHE:
R EHH(Body mass index, BM1)20~30 kg/m?; 4E#8 40~70 % ;
FBG 7.0 mmol/L; BEFE MR A AR TR 244 s B ob 1 2
WE PR T AE BR rh 2 FUBR I 5 B S 00 5 JOJR % R S gk
St BRI ER RIE, 1B ¥ 24 (Normal glucose toler—
ance,NGT)35 BN BRAR AR EEE, B 36, & 22 4,
AR (54.42+7.04) 8, TR B FES3 0 EDUR A,
B IHERR O SR AR ER AN E E R e I R
9 o NGT LI TCRE RN ZIE S . R4 1997 4 WHO W2 iR
HERE X BMI<30 kg/m? SHAEAERE,

T2DM £H 8 5 48 M W5 /K 43 . CSILIGYF 4 (HbAle =
10.0%,CSTI 41 )32 5], 5B 12 ), % 20 ], F- B F#% (52.81+
6.20) % ; MARFIE 157 45 (HbA1c<10.0%,P #1)27 ], B 11
B, 4 16 ), F-HI4ERS (54.93+5.90) % , CSII R E i
CSII 3R ALVRYT , =R VIIR IR B B &#=(0.4~0.6 ) Ux{KHE
(kg) , A RMBRTAFER & 50%, BRiFI R LU $:8
(L1140, AREA R R S R A&, sk
FRJE (FBG<6.1 mmol/L,2 hPBG<8.0 mmol/L) 44k 4 45 & %
FIRIT 2 A, PHRETI T2 TLUIORMAESIER 30 mg/d, &
JrAE 12 . 2 44 T2DM B E BT IR AR R AT IR &
B RGESE, A AR
12 F&k
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B R 12 h RS HEER KL, D AR 75 ¢ TOKEESS 2 h
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24 h W MBREA, ZSHE M3 omentin—1 ¥ 18 3R FHBRER S iF
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FE MW x2S IR B 2 )/22.5; B B B A IR AR S (HOMA-18) =20
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13 %itFE o
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*R1 BREAEZEWLIER
el BMI WHR SBP DBP TG TC HDL
215 =33 Body fat
B4 (kg/m?) (%) (mmHg) (mmHg) (mmol/L ) (mmol/L)  (mmol/L)
NGT#H 1322 544+7.04 2394:243 0.88x+0.05 30.56+4.05 127.89+16.59 77.77+894 1.57+054 487+0.87 1.13+0.24
P4 11:16 5493 +590 2468+2.06 0.88+0.08 32.57+6.50 127.11+ 1049 76.00+6.64 2.56+142" 5.19+0.88 1.17+0.29
CSIIZH 12220 52.81+£620 24.16+223 0.90+0.05 31.64+546 130.19+10.57 79.94+870 3.50+ 1.73% 5.65+1.19° 1.11x0.27
FFA HbAlc FBG 2 hPBG FINS PINS
HA HOMA-IR HOMA-IS
( mmol/L) ( wmolL) (%) (mmol/L)  ( mmol/L) (mUL) (mU/L)
NGTH 289:0.17 057(023~294) 594+044 583:055 855:123  930(5.09~194) 5349(28.20~8563) 238 (144~537)  74.15(35.59~22039)
P 3274087 066(038~224) 761076 862+078 16.08+1.99" 10.10(6.60~33.90)" 56.80(3140~180.20)" 3.85 (244~1401)" 4247 (2453~13534)°

CSI  3.59+091° 097(054~2355)" 11.03151% 13.87+146%

221+4.14* 581(2.70~1037)%

16.16(4.11~56.26/*  354(1.77~647)*  1067(4.58~2183)*

¥ . %, 5 NGT S HLEE, P<0.05;#, SlAg FIFRIG T AR L , P<0.05, NGT, IE B ¥ET & normal glucose tolerance; SBP, {48 Ik systolic blood pres—
sure; DBP, 873K & diastolic blood pressure; TG, H il =#§ triglyceride; TC, 5 iH B BX total cholesterol; HDL, & % B JE 2 H AH [ BZ high density
lipoprotein cholesterol; LDL, {45 & 5% F1HEEBY low density lipoprotein cholesterol; HOMA-IR , HOMA -fB¢ % B #&H1 76 % HOMA-insulin resis—

tance index; HOMA-IS, HOMA - & & 2135 3 HOMA-B—cell insulin secretion index

£2 ToDM BE AT SEME omentin—1 R E M istRELE
HE BMI(kg/m®)  WHR  Body fat(%) SBP(mmHg) DBP(mmHg) TG(mmol/L) TC(mmol/L) HDL(mmoV/L) LDL(mmol/L)
Pt WITRET 2468+2.06 087005 3257+650 127.11£1049 7600664 2.56+142 5.19:088 1.17:029 3.27£0.87
WITIE 2521+201 088:007 31.97+6.12 12674+1330 75.15+7.88 1.99+1.07% 459077 120:024 2.88:0.70
. JGFTRT 24.16£223 090005 31.64+546 130.19+1057 7994870 350+173 565:1.19 111027 3.59+091
WIFIE 2425:231 089004 31.59+542 128.16+1020° 78.72x7.01 284+139" 417+0.94° 1.15£026 2.68x0.72"
45 (,Lfni?/L) H(bf;:;c (mii?/L) (i}ﬁ/ﬁ) (iltljv/i) (S{ﬁ) HOMA-IR HOMA-IS Oinigt}f)l
- TR 066(038-224) 7611076 862:078  1608:199  10.10(6.60~33.90)  5680(31.40~180.20) 385 (244~1401) 4247 (2453-13534) 2201751
WHFE 058(027~124)% 640:055 707059 10.15:178  890(5.72-1636)*  4450(2581~8438) 290(1.72-558)* 4642(2857-81.78) 24.45£131*
- WHFH 097(054-255) 1103151 1387:146 2221414 S81Q270-1037)  16.16(4.11-5626) 354(LT1-647)  1067(458-2183) 1738881
VTR 082(0.12-286) - 5876048 722:064°  9.03(6.12-2097)  37.42(13.74-92.78) ' 234(161-5.03)° 8330(46.75-220.74) " 22.3248.69"

¥ #, SARFIERSTT BTAE L3, P<0.05; %, 5 CSII IGY7RIAH Ho L, P<0.05

FKE-H7 8 B FEAK 25 B I 3% omentin-1 /KEF+ & ; {H BMIL,

£ 3 M3k omentin-1 A FE5RGFELIERNETEER BRI

Body fat% & WHR HIMAEAZR LI #E L,

T HbAlc=10.0%) T2DM ¥ 28 H CSII 3B 4LIBIT
J& ,SBP.TG.TC.LDL.FBG.2hPBG F1 HOMA-IR 4 i % %
{8 i FINS.PINS 1 HOMA-IS BB 878 , = 3 omentin—
1 K BEA S (HIAIFRIS BML Body fat% &% WHR B3

AR (R 2),
2.3 ¥ omentin—1 K- 5 KA ILIEH 440 £ AT
FENGTHA fi 3 omentin—17K F 5 BMI(r=-0.887, P<0.001)
FIWHR (r=—0.737,P<0.001) 17 # 3& ; 7ET2DM & 3 o [fy 3 o-
mentin~17KF5BMI (r=-0372,P=0.004) .Body fat%(r=—0.304,
P=0.019) . WHR (r=-0.338,P=0.009) .FINS (r=-0.354,P=0.012)
L4 X HOMA-IR (r=—0.530, P<0.001 ) fA #H3% , LA il % omentin—1
KEAEE, LIS 4E# BMI, WHR. I/ [ f§ .FFA .HbAlc,
HOMA -IR . HOMA -IS 2% B ZF B # 17 £ Ju & & [l 13 4+t
(stepwiselE ) F2H] , TR A T2DM 2% A BMI, SBP HbAlc
1 HOMA-IR B2 MR omentin-1 KEHIHELE R
(#£3),

g BE PlE
BMI -0310 0.009
SBP -0.265 0.017
HbAlec -0.256 0.023
HOMA-IR -0.452 <0.001
ERRWEE R 0456
3 W i

RERIRERESE T2DM O ML EBRNR | 1o 1L PR A K% o R MLAE £
FERIE R o PR R —Fh oy IO BB Ay 2 42 4308 B B s A B XD
T, R B A B RO TE IR VR B AR AR B A BB AR S-0,
Saremi F1 Moreno—Navarrete Z41 %t A~ [6] ARP OB E KA &
YGMEE BN FET & MK omentin-1 /K, 3 HH
5 SR RREREA X, Tan FEREERESRER
HEHT AL BTG 3K A 2 38 OB B 4% B 1iE (Polycystic ovary syn—
drome , PCOS) B2 # w1 H M3 omentin-1 /K FALFEIK, 3 HIE
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W i B L 28 B 3K T R B R A T — TR R BF R &
3] ,ﬁiﬁ%%iﬁ(lmpaired glucose regulation, IGR )1 T2DM A
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omentin-1 7K 5 BMI.Body fat% WHR.FINS X zHOMA-IR
K, ZILEMZE S HE 4073 BMI,SBP HbAlcHl
HOMA-IR &Mz 1% omentin-1 /K EHMH T HXE K,
ERERE S HRTTEAR R AR FAT R RBF IR —B,
HE— RSB I 40 B F omentin-1 5 IR T2DM FEHIAH%,
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TR, A MBI R B S R SRR B K 8
RARAAR SN S R I BBEAR A 4B U omentin—1 ROFEIAFNSM M , T
TR 1% % IR BB R 1K 48k R M K omentin—17K E®, HbA e =
10.0%4 /) T2DM B MBEK-F 55, IR B, FRHER RS
FXKFEERBL, BRI omentin-1 7K F4 HbAlc<10.0%
PR NS X FTRER h F7E HbAle=10.0%4 IR FIft
WEFLIINE , TIE TS ES omentin-1 /KFH N X HR
omentin—1 RIBRZFRFE W RES T2DM I EREH X,

B BB 5T = 9 — F XU BICRE S i PCOS A TEFR o-
mentin—1 ¥ FEN A CRIENTAR L EABRBEERLUY
Liraglutide BEA 3053 T2DM B RS FIE S 2 88,
AT FHE 3K omentin-1 K-, A T HITARIBERRATT X
S B omentin—1 ¥R BE IR0 , 7E AT P 43 B MBS ML 2
TEASEES R EGRIMAR SIE A 12 AT RAEHRS R
FORALIATT 2 POy HE AR AR T2DM B & 13K omentin-1
WRERRIR , CSI SRR REIBE A 0 MR I W , A BR =
mBEFEEE A, SO B S EHEGT, TRk — S B R
ot BB AR AR | i R R, (BAE B RR . At
TR BTS2 ) I6H R 5 BRI At 4] (B R 5218
AR IS T2DM B KA N3 omentin-1 7K F,
{8 omentin-1 7£ T2DM &4 F1 K& J& o i HARYE FHBLHI A 27
A R R A — SR,

£ b AR EWHAERREAR T2DM B3 13 omentin-1
KPR, k= BE W 5 T2DM M EREA X, XE

Ji 1 B R B MRS T BB I N L 3% omentin—1 /K, [
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