HCEE BS540 2015 R4 40 #5485 11 ) (Joumal of Chongging Medical University 2015.Vol40 No.11) — 1395 —

B IR A

DO : 10.13406/j.cnki.cyxb.000817

GLP- 152 BEFIX B - a 2- HE4
M HEBREBREEPIRRA

XA LW RRER L AR, Bty ELWEAEL K L FLE R

( BRHEAARERAS B, BR 400000 h BERDITFER STILRERAS R, B 40000
. ERERNASZHES-ERKMBEL,ER 40000

il
=
A
T
=

B 2 ]H 49: '@ﬂﬂﬁ—az—ﬁﬁa iim-.—{ﬂ—giympmtr:in'ﬂ[;) SERBFRRAAXRURRA BRI 1 élue:agrm—likr: pep—
Gidee1’ GLP-1 Eﬁiﬂﬂﬁ'ﬁﬁﬁﬂﬂ%ﬂﬁl_l Fik A, BRI Sﬂwi}r diagnosed T2DM" JTODM EE 120 PIBERL 5 AT LS AR
H {45 FIHEK g6 1 8 merif g TS ZFWAE (45 WS 66 1 g e il qde— F O o5, 1) REFA
§300 ERBEK |50 111 o TR 5, i) AT 1o F, FARAERERS PEVRTCRRAORRREUIGH (E A RBERI A
0 RIERERHE 15 ooy MEBRHERBIGMIE ,, 0 BER () KFBELRBIES 4,
ooy EEBRIE K FERETFREHEA () ETARK IS, ZRRIGATE |, B, SE0RL
M e, SR, WA , |, I, i SRR ST 0 5 RIS BA T IR TIE f 00 , TR
B E LA RESTHASKATE [ ) MEHEDRS,  ERRAE foo) M5 SHFIRL, fESk
IFIRILE ) wpp KEMRI fooo) i ropy BEE o p_y BT, MM 5 REUS IS
BAE, M, KERHRAE, BT, BTEBIED MR AERE 1y, B— SRS

el oo TEE R BREAR i p_ R , BREKS

[ B 4255 R589.2 Crihin & A e Fs H 81 Ro15-03-15

Effects of GLP-1 receptor agonist on Zinc—a2-glycoprotein
and its relationship with insulin resistance in patients
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[\bstract JObjective ‘To illuminate the relation of Zine—o2—glycoprotein FAG) and fusulin vedistance: TR i patients with newly di-
agnosed type 2 diabetes STZDM} "and to examine the effect of glucagon-like peptide—1 l(?-Ll:"—l“l'L receptor agonist on ZAG and
adipoecotin  RDP.. Metliols Totalle 120 siljicie il 5 TIDM: weie: swianed sandomly to veecme plascbic toemal aklivevmstioemn
or liraglutide’ or metformin + liraglutide for 12 weeks. Before and after the treatment’ subjects received 75g OGTT” euglycemic—hyper—
insulinemic clamp IEI']C.‘:?] *and measurement of metabolic index’ serum ZAG and ADI concentrations. Results :[:ir{:uiating LZAG was

significantly lower in nT2DM than in nomal individuals IE":D.{I']]. After 12 weeks of liraglutide or metformin + liraglutide’ glyco-
sylated hemoglobin l(lhﬂl{r) *fasting blood glucose IGBG} * oral
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dlucose tolerance test 2 hour blood ghicose 2hBG) * triglycerides
$6) and HOMA—IR were decreased significantly compared with
disen of pie—tiaament Pe005) “aliness M vakios difing
EHCs ieie siificantly icicased Pe0Or . Tnpostantly aftes
the treatment with liraglutide’ circulating ZAG and ADI con-

centrations were significantly increased along with improved
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glucose melabolism and insulin sensitivity compared with these of pre—trealment |§ulh F-r:ﬂ.ﬂ'I} . Conclusion Circulating ZAG level”

insulin resistance and glucolipid metabolism are significantly increased afier with liraglutide treatment.  ZAG can be used as a novel

biomarker for metabolic syndrome and T2DM.

[Key words Fine—a2-glycoprotein fadiponectin ‘glucagon-like peptide—1 receplor agonist iype 2 diabetes mellitus
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Tab.l Comparison on ZAG and ADI levels between nT2DM group and health controls (x+ )

£ 51 i &5/ g @) BMI kg/m® ZAG fog/L) ADIT frg/L)
— FOBUNE + g S IR 45 (22/23) 542+ 8.9 26.4+ 3.2 37.1% 4.5° 35.2+¢ 2.4°
Fll i & k4 45 (25/20) 56.1¢ 9.1 26.1% 3.5 37.9+ 5.6° 354+ 1.1°
LRI 30 (15/15) 55.6+ 10.2 26.3¢ 3.2 37.4% 5.1° 34,9+ 1.5°
EgE Fogisk ] 30 (15/15) 549+ 9.5 25.9+ 3.3 59.4+ 1.2 38.9+ 2.3

Fia 0.083 0.358 0.127 183.650 30.748

P{a 0.987 0.783 0.944 0.000 0.000

E: A L AR L, a, P <0.05:b, P <0.01
F2 TP EE IR (ZAG HEZEED)
Tab.2 Multiple Inear comrelation and regression analysis (ZAG as the dependent variable)

ADI TG FFA LHL-C HOMA- IR

R 0.246 -0.659 -0.399 -0.524 -0.641

B1{E 0.264 -0.047 -0.101 -0.199 -2.656

btk i 0.127 0.192 0.142 0.165 0.189

Beta 0.093 -0.096 -0.128 -0.024 -0.319

t {8 3.139 -3.330 -2.586 -3.149 -3.274

P i 0.024 0.000 0.012 0.007 0.000

TE: R, #HR R B, 5|3 R4 Beta, friELL R Y
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Tab.3 Comparison on clinical and biochemical indicators among three groups before and afier the treatment (xt 5)

- Z U R R f=45) Flir &Ik f=45) LR /=30 BT IE

o izkEdi i E R izpid s YRR HITIE F P
BW kg 62.6+ 6.5 56.5¢ 75" 63.4% 6.1 59.2+ 8.1°  62.1% 64 61.7+ 6.2 2956 0,049
BMI kg/m?) 26.4% 3.2 24.8+ 3.7* 26.1% 3.5 249+ 3.1= 255+ 33 253+ 2.9 4412 0.014
WHR 0.91% 0.04 0.79% 0.05 091+ 0.05  0.82+ 0.06*  0.90% 0.05 0.88+ 0.04 3976  0.031
FAT @) 30.2¢ 5.5 2704 55¥ 29.7+ 4.9 27.6+ 4.8 281t 5.1 29.0+ 4.1 2034 0.137
SBP fmHg) 134+ 11 128+ 12° 135¢ 11 129+ 10° 133£ 7 130+ 8 0304  0.739
DBP immHg) 76% 7 72+ 6 76+ 7 13t 6 75+ 4 75 5 2.688 0.072
TC famol/L) 5.57+ 0.34 4.84% 0.52¢ 5.56+ 0.56 499+ 0.61*  4.66% 0.78 4.67 0.60 1265  0.286
TG famol/L) 2.23% 0.46 143t 0.32% 227+ 0.60 161+ 0.45% 222+ 0.79 2.17¢ 0.61 7227 0,001
FFA funol/L) 0.94+ 0.22 0.87+ 0.24 0.98+ 0.30 090+ 034  0.95% 0.20 0.94+ 045 0470  0.626
HDL-C famol/L)  1.24% 0.31 1.53% 0.34% 1.29+ 0.24 .51+ 0.31%  1.25% 0.27 132+ 024 3512 0031
LDL-C fomol/L)  3.81% 0.55 3.65¢ 0.63 3.62+ 073 351 0.82  3.68+ 0.49 3.58+ 0.52 1.614 0204
HbAlc @) 8.73+ 0.55 7.17¢ 0.52% 8.72+ 0.62  7.52t 0.57°  8.16% 0.48 8.02+ 0.83 3.154  0.024
FPG fmol/L) 9.9+ 1.2 7.4t 0.5% 9.5¢ 1.1 7.5¢ 0.9% 9.1¢ 1.3 8.1 0.8 17.227  0.000
2hPG fmol/L)  17.6% 5.0 13.7¢ 4.2 17.5¢ 4.2 141+ 3.1%  174% 45 161+ 3.2 23415  0.000
FINS fnlV/L) 11.5% 5.6 14.2¢ 4.5% 11.8% 6.6 13.7¢ 26%  12.8+ 43 12,6 3.9 3.435 0,027
2hINS @U/L) 42,6+ 11.9 63.8+ 12.7¢ 41.8+ 9.5 58.1+ 11.7=  41.9+ 8.9 425+ 8.1 11.023  0.000
HOMA-IR 5.10% 0.91 4.57¢ 0.82% 498+ 135 453+ 105  5.12¢ 1.02 5.03£ 1.40 4325 0.019
ZAG fng/L) 37.1% 4.5 46.5+ 4.1 37.9+ 5.6 44.1¢ 47%  37.4% 5.1 366+ 44 32036 0.000
ADI fug/L) 35.2+ 2.4 38.9+ 3.2+ 354+ 1.1 38.6+ 25 349t 1.5 352+ 2.0 3087  0.039

VE: SVAST UL, 2, P<0.05, b, P<0.01,

70 1

5 A AL, ¢, P<0.05; d, P<0.01

90 1
80 1
70 1
6l |

50 - :/T\(i_________ﬂ___ua
30 '\\.\

o HITH
=had =

ZAG the/l)

20 1

10

0 20 40 _60 . 80 100 120 140
i, )

A, OGTT i Firh ZAG a5},

a
a
: iafTal
il

= iRITkE

ADI g/t

50
40} -
30 -
20 -
10

0 20 40 mﬁ{]’ .{13% 100 120 140

B. OGTT i fi ADI ZF{k

: SR A4 L, a, P <0.05
B 1 GLP-1 ZEMEhHGT TG OGTT it il 3% ZAG ,ADI ({45 {k

Fig. 1

Changes of ZAG and ADI levels during OGTT before and after GLP- 1 treatment
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