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Progression of Type 2 Diabetes Mellitus
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Background and aims: Progression of pancreatic B cell dysfunction has been suggested to be an important
factor in the development of type 2 diabetes (T2DM). We investigated to see whether insulin secretory
defect is a crucial factor in the development and progression of T2DM.

Subjects and Methods: In this study, 25 subjects with normal glucose tolerance (NGT), 39 subjects with
impaired glucose tolerance (IGT), 62 patients with type 2 diabetes mellitus (T2DM) were included. We performed
oral glucose tolerance test and measured plasma insulin and glucose to calculate acute insulin response (AIR,
Ainsulin{30min-0min)/Aglucose(30min-0min)). HOMA B and HOMA ir were calculated using fasting plasma
insulin and glucose levels, We also measured plasma adiponectin, free fatty acid, hs-CRP, TNF a and IL-6
levels in all subjects.

Results: Both HOMA ir and plasma fasting proinsulin level were significantly increased in IGT. Both HOMA B
and AIR were remarkably decreased in T2DM, but not in IGT compared to NGT. When was adjusted with HOMA
ir, AIR was significantly reduced in IGT. Fasting plasma adiponectin level was not decreased in IGT but was
prominently low in T2DM. AIR was significantly low in T2DM compared to IGT. Decreased P-cefl function and
insulin sensitivity were not progressively worsen in mild to moderate diabetes (fasting plasma glucose < 11.1 mmol)
according to the duration of diabetes FFA was increased in type 2 diabetes.But others were not different significantly
Conclusion: Both decreased insulin sensitivity and mild B-cell dysfunction are causal factors in impaired glucose
metabolism: A marked defect in early insulin secretion is a critical contributor in the development of type 2 diabetes
mellitus. Decreased adiponectin may also play a role in the pathogenesis of type 2 diabetes mellitus

— 114 —
Sy BHALNA B Hosteoprotegerinis T2 ZUA N AEgAMMo] MAANA

sR#oly Z2aMwa Uy, sy o=ocy® sy’
olex'™, opg' mag' eI 2o’ wyn Ayl Pue!

|'0

HHZ: Osteoprotegeri(OPG)2 RANKLSl decoy receptor2A, 228450 =28 YHAX0ILL sWHEs o
HME MHECD 2 LYIEID AL PSS SYFHI BTHe HEFY ZELEM OPGU B
WZsle ULE I 4 U 22 Y4Y=U YWOM OPGH e A3sE Hel gle &
HO|Ch S Snd EXAM OPGR SUAIY A UsHMT A dia gich olo HMASE
S BRISA HYE OPGC =T SUAL SlEiMEd W MEZES QUXSHO 2THES YO
wWA Ghech .
NP oA U ey o ZEAMEY UEREH WA YeHeZ ASEY 4U(TA 33%, A 51
o, "I 56.7M)e BAXNES Aoz Y HIAYXSE, 2 Y, F ZULHE, LT ALY,
MYST Ao ZY <2, =4 XY, 0MHYE, 38 sAUSE2 EHSIA2H 438 HAME
2UTE, 45H0 M= A & ESLUME Al st 20 SEMEXAZA osteocalcin™ L+
deoxypyridinoline® ZXSICH &AM EY HEXNXNIAMHOMAZE QUICKIE HAHMsid BT QAN
YoM UsSY=2e MIS #TF EHOlGALL, 2 #XHAM sandwich ELISAEHEZ 083510 &3 OPG
& ZEFstyct

H . 8 OPC sE& Uzt Aole g9er HWE, LV mass index, FaY A7, HOMA ¥
9 AMUAUAEB BUCHE<005). 2FF ZYS{(gam?), QUK, Y #a sZ=As 89 H&HHAE
2UCHE<005), 2F T-scorei= 3o 2@MAC ZFEO 2AEZATH (=0067). O/MHY 2] 2o
wal MzZeE Usy0 A OPC SSE Hoyel uidis Aozt AEHA BU sWS2
MB|5 RPH WE OPGETY RO0IE FoAGHK  YUCHE>0.05).

BE . Sy HANAM HY OPCske 2YTI ZagsE [FYAGHH BotslAch E IESSMEY
o AVEYUD AHBEMoR QIS AL SO oAl MHlH Fest BAHI AEEUCL
OPCEl EUZsel MK U8 NS AN WO 2 AP "yl ey Hes M=y
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