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WHR JJ}S\ L;\ ng\hum;am(u o
190 55y 10 85/130 < 4 4clss )\ aklhy ‘Alpk2 GJ\,@J\ L Slea alasiuly ool )L..MS\

SBMI 230 2 WHO aallal) 43 al) daliia julee e psll 8aly)s Dol Gyt 3 Liadic | o3
P20 g5 e/ S BMI 225

079 L3 e aw 80 < 5 Jlall dic a 90 <WC = IDF s 45sdal) dilad) <),

(B0 LEN xie 0,8 < 5 Jlayll dic 0,9 < WHR 2550 NCEP ana Caadds LS

140 pdal) Qe -3-1-5

53l alua any (Je 10) Vaccutainer canlil e ¢lilie JS e gapsll a2l (e e Canas 29
Aggladl il A eha) s 4°C s dapy B Glial) Gladag de e 12-10
Pl DG 3 A e Cieia gl
HbALC 5358kl aladlls dipay ale dasd ehay s xleS EDTA 53k g5as :J3Y)
— TC I Jsiud &l — TG LN ol — 23l R ylaal asilll 53 gomy 1 360
uaddie Jg il Il — High Density Lipoprotein Cholesterol (HDL) 43tsll e Jg sl 1)
.(LDL) Low Density Lipoprotein Cholesterol 4aG<l|
bkl Jsli e cpie b ny 23 R e ) A5
Thyroid Stimulating (&2 Oseed Elall Geasedls deadl el spled Gala el
.(TSH) Hormone
deadll o BB Jaa3E cyals ¢ gden REPEN Ayl e g & Slball Jud 5
:Roche/ Hitachi 912 autoanalyzer (Roche Diagnostics, Mannheim, Germany) Jlea e
ol sbis) ( glucose oxidase peroxidase method) GOD-PAP dinh (3is :adl Kul
-enzymatic colorimetric assay ( - 5
Lis) (Glycerol phosphate oxidase method) GPO-PAP 4yl (35 :TG A5 4 salill
.enzymatic colorimetric assay (‘é.m}?\ O
.Cholesterol oxidase method 4iy)ka 385 :TC I s 5iaad <)
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4yl (385 :(TSH) Thyroid Stimulating Hormone (3l (yseyed Calall () 50 5l B

.(ECLIA) electrochemiluminescence immunoassay

8- +2 Bha dayn adin 2ay ralall sludsall i pie 8 (5380l Cladll Sylaa cupaly

Boditech Med < alasiuly I-CHROMA™ Slea e ¢ il 32 L0 7 334l Z5h 3ay0

gala I «fluorescence immunoassay @JLA\ e liadl Aunliall Lagl S <Incorporated
-.competition immune-detection Gu:ﬁh.ﬁ\ ol aisl) A5l

{19 le oK1 21 U Lo i b Liadic| o3
- JYge 125-100 abpa a3 K v/
-JY & 199-140 e\’ja]\ sl (e (fie L 22y a2 K o vV
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Homeostasis Model Assessment of Insulin = HOMA-IR = (plsuidl dagliall Clua g0
:0%7) LA Uslaall 385 (HOMA-IR) Resistance

405 /[ (J9fis) 2 Ras * (JafsanssSaa) cplsnsdyl = HOMA-IR

L foam g3 10 20 < Taalm (ol gl Ty (ol g o slill ety o
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-Microsoft Excel 2010
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:dlal) Ciag —1-6

rowiall b s liall g565 -1-1-6

5 (31,2%) 1S3 154 151 . Guinll e 0uS)lial) €35 (1) o) Jsondl el
:(68,8%) i 339

il b V) 555wl (1) s

Gender N %

Male 154 31,2
Female 339 68,8
Total 493 100

A3 Al 5 aaad) ;4 i)

: ouiall Eéj ‘“gm‘ I J8la R a..wu -2-1-6

)58 «(%16) Liaiye 79 2ic 2010 ADA iyl s Prediabetes L;jsu\ A U8 Loas
1(2) ) Jsaall & mlage a5 ¢(%60,2) Sl 48 (%039,8) 15331 ) Ciall e

riall 8y (R0 U8 L (e s el (2) s

Gender N %
Male 31 39,8
Female 48 60,2
Total 79 16

A3 ) 5 aaed) 4 i)

Jina b %95 A (s5ime de ilas¥) Lalll 0o 2b 38 a5 p3e (3) ad) dsaall ekl LS
:P-Value = 0,11 il ¢ pnuiall o (o Kl J Lo L)
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R ke i)y Gl Zilasy) 4ubil (3) Jsaa

Chi-Square Tests

Asymp. Sig. | Exact Sig*. Exact Sig. (1-
Value | Df (2-sided) (2-sided) sided)
Pearson Chi-Square 2.805%| 1 .094
Continuity Correction” 2379] 1 123
Likelihood Ratio 2717 1 .099
Fisher's Exact Test 12 .063
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 24.68.

b. Computed only for a 2x2 table
Gilas) 44la P-Value < 0,05 i

.Chi-sequare sl s axdiuall HLasY)

Al A oS liall clialge —3-1-6
: IS S alS A b (S liall (53] Jemiia S el Ay die
 aadl e o )Lial) £555 -1-3-1-6
R Jile ampe oo Laligie OS5 clale 38,06 % 13,2 Auhyd b (pS)Lad) jee Lalisia oS

:(4) a8y Jsaadl @b iy Cus lele 12,74 + 45,96 Prediabetes

eall Tag A die elah (4) Jsaa

Group Statistics

Prediabetes N Mean Std. Deviation %
el Patient 79 45.96 12.744 16
Normal 414 36.56 12.751 84
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alaaY) desanay R Jile (oiaye degane O JleeY) Laligia 43)lia (5) ady Jsanll jelad LS
O e sanll G %95 A8 (e e Gilan) 2o (38 20ns Jpadl selals omaall A1 R g3
:P-Value < 0,001 cuilS Cus jaall Cus
el Sus (e (e ganal) G A3EA (5) Jgan

Independent Samples Test

Levene's Test for Equality

of Variances

t-test for Equality of Means

95% Confidence Interval
Sig. (2- of the Difference
F Sig. T Df tailed) Lower Upper
sl Equal variances .038 .846 6.007 491 .000 6.328 12.480
assumed
Equal variances 6.010| 109.888 .000 6.303 12.505
not assumed

ilas) 42l P-Value < 0,05 _iad "
.Independent t-test p2aiuall ;LAY

:%31,6 Ay Lle 47-38 lecly 1518 (5 KLV Jile (oaiaye o SY) il

prediabetes * age category Crosstabulation

age categor

more
18-27 28-37 38-47 48-57 than 57 Total
Prediabetes pateint Count 7 13 25 18 16 79
%within 8.9% 16.5% 31.6% 22.8% | 20.3% 100.0%
prediabetes
normal Count 117 114 102 56 25 414
% within 28.3% 27.5% 24.6% 13.5% 6.0% 100.0%
prediabetes
Total Count 124 127 127 74 41 493
% within 25.2% | 25.8% 25.8% 15.0% 8.3% 100.0%
prediabetes
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Oe ks ADle aay Cum (S Jdley ead) G Al Alany) AWhA (7) Ay Jsaall el
cals k_tga cL:)a:d\ QL&}M\ a"_s:\; (e u:\.\.CJAMM O %95 i ng'.'mm e 2\;\31.\4;}“ 2\_);133\

:P-Value < 0,05

@Rl s peall cp 3D jedd (7) Jsoa

Chi-Square Tests

Asymp. Sig*. (2-
Value Df sided)
Pearson Chi-Square 34.260% .000
Likelihood Ratio 33.252 .000
Linear-by-Linear 32.772 .000
Association
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum

Ailas) 42l P-Value < 0,05 b
.Chi sequare ;a il laay)

LYY dbal A f (17) o8y ISl (8) oy Jsaad) e uinlly anll e (Ll paniig
Lile 47-38 jemy AL L SY) 40l i Gum Wpeal) Clesanall 8 8 <Y o
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osiall 5 yanll L diiall & 558 (i (8) Jsan

prediabetes * Gender * age category Crosstabulation

age category Gender
male Female Total
18-27 prediabetes Patient ~ Count 3 4 7
% within prediabetes 42.9% 57.1% 100.0%
normal Count 20 97 117
% within prediabetes 17.1% 82.9% 100.0%
Total Count 23 101 124
% within prediabetes 18.5% 81.5% 100.0%
28-37 prediabetes Patient  Count 5 8 13
% within prediabetes 38.5% 61.5% 100.0%
normal Count 41 73 114
% within prediabetes 36.0% 64.0% 100.0%
Total Count 46 81 127
% within prediabetes 36.2% 63.8% 100.0%
38-47 prediabetes Patient  Count 9 16 25
% within prediabetes 36.0% 64.0% 100.0%
normal Count 40 62 102
% within prediabetes 39.2% 60.8% 100.0%
Total Count 49 78 127
% within prediabetes 38.6% 61.4% 100.0%
48-57 prediabetes Patient  Count 7 11 18
% within prediabetes 38.9% 61.1% 100.0%
normal Count 13 43 56
% within prediabetes 23.2% 76.8% 100.0%
Total Count 20 54 74
% within prediabetes 27.0% 73.0% 100.0%
more than 57 prediabetes Patient  Count 7 9 16
% within prediabetes 43.8% 56.3% 100.0%
normal Count 9 16 25
% within prediabetes 36.0% 64.0% 100.0%
Total Count 16 25 41
% within prediabetes 39.0% 61.0% 100.0%

Gpiall (%05 48 (ggine vie Gilian] 43 Jiah (3)8 dgay ade Load elah lany) 4l
:P-Value > 0,05 <uilS Cua ¢(9) o) Jsaal) @l jeda) LS L panll cile sanall JS 8
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S ey Lol 8 uialls seall Cp A jeday (9) o8 Jsan

Chi-Square Tests

age category Asymp. Exact
Sig. (2- | Exact Sig’.| sig. (1-
Value | df sided) (2-sided) | sided)
18-27 Pearson Chi-Square | 2.902%| 1 .088
Likelihood Ratio 2.357 1 125
Fisher's Exact Test .118 .118
N of Valid Cases 124
28-37 Pearson Chi-Square .031° 1 .859
Likelihood Ratio .031 1 .860
Fisher's Exact Test 1.000 541
N of Valid Cases 127
38-47 Pearson Chi-Square | .088%| 1 767
Likelihood Ratio 088 1 .766
Fisher's Exact Test .822 478
N of Valid Cases 127
48-57 Pearson Chi-Square | 1.697°| 1 193
Likelihood Ratio 1.618 1 .203
Fisher's Exact Test .228 .159
N of Valid Cases 74
more than 57 Pearson Chi-Square 246' 1 .620
Likelihood Ratio .245 1 .620
Fisher's Exact Test .746 431
N of Valid Cases 41

S wan e IS @byl 5N e JS ol el Slegend) o Tlaas) 2ls (36 ang oSy
1(10) o) Jsaall & miaga 138y &Y xie P-Value < 0,001 15535\ Jie P-Value = 0,03 <l
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oiall lag 47 peal) e ganal) (s A8Mall =in 5 (10) Jsas

Chi-Square Tests

osin Asymp. Sig. (2-
Value Df sided)
A Pearson Chi-Square 10.469% 4 .033
Likelihood Ratio 9.611 4 .048
Linear-by-Linear Association 8.726 1 .003
N of Valid Cases 152
Sl Pearson Chi-Square 24.431° 4 .000
Likelihood Ratio 24.837 4 .000
Linear-by-Linear Association 23.201 1 .000
N of Valid Cases 341
0,
64% 70.00%
61.10% 61.50%
56.30% 57.10% L 60.00%
.009
.80% .90% >0.00%
0,
X 40.00%
S ’
G\
s 30.00%
20.00%
10.00%
T T T T T 0.00%
ov< ¢A-0V YA-£Y YA-YY YA-YY

saadly puiall g (5 L Jile (om ye £ 55 (i (17) JS&
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Sl Sl Lo ¢S el £ 558 -2-3-1-6
O %671 S dim agiSu oSl cuea AW 3 GSGLAA) 55 (11) ) Jsaad) el
e %329 O Lad GL;’—..\..\LM A K (593 (e %57,7 Jalie (el b (ysdimy o KL Jile aaye
pemlal) A R (553 e %42,3 lie ol & sy (sl
8ol b oS il ¢ 555 (11) Jsaa

prediabetes * address Crosstabulation

Address
Civilian Rural Total

prediabetes Patient  Count 53 26 79
% within prediabetes 67.1% 32.9% 100.0%

Normal  Count 239 175 414

% within prediabetes 57.7% 42.3% 100.0%

Total Count 292 201 493
% within prediabetes 59.2% 40.8% 100.0%

da g f‘j GATEN ‘L;jSLJ\ Juley oSl Gl o Al 3\_).11..4;‘2\ i.ubﬂ\ (12) é) Jsaal) )@_laé LS
Cun S e Eua e e geaall G %95 A8 geiie e 2;\31.»4;‘}'\ Lallll e la ADle
:P-Value = 0,14 <u\<

SR Jiles (Sl oy A jel) (12) Jsas

Chi-Square Tests

Asymp. Sig. (2- | Exact Sig*. (2- Exact Sig. (1-
Value df sided) sided) sided)
Pearson Chi-Square 2.406% 21
Continuity Correction® 2.034 .154
Likelihood Ratio 2.456 117
Fisher's Exact Test .135 .076
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 32.21.

b. Computed only for a 2x2 table )
Blas] A4l P-Value<0,05 i

.Chi Sequare i) jLady)
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HAlilad) Adalt B85 cpSyliial) £33 -3-3-1-6
i (R Uil ange o Lnit 14 oIS i AN plal o 23 i (S8 g5
Osfumy %384 Loty Lads 159 auhll A Ru gd die K Lad addjier (sdumy %17,7
a3y Jooall ey jelah LS (%823 aissile (58 Jile agodl (ae saiyiall (K& Laiy caddjian

:(13)

L) Al b S Ll 355 56 (13) s

prediabetes * family status Crosstabulation

family status
Single Married Total

prediabetes Patient  Count 14 65 79
% within prediabetes 17.7% 82.3% 100.0%

Normal  Count 159 255 414

% within prediabetes 38.4% 61.6% 100.0%

Total Count 173 320 493
% within prediabetes 35.1% 64.9% 100.0%

Cun o Kl Jilag (S )liall 3llall AMal) (p AL Lilany) Auh3 (14) a8y Jsaall el LS
5 e OSU 8a Gun e Otie gaaall G %95 A4S (ssiue die Alanl) Al e daly ADe s
:P-Value < 0,001 <uils

@R Jaile s Alilell Alall (y 4D (14) Jsan

Chi-Square Tests

Asymp. Sig. (2- | Exact Sig*. (2- Exact Sig. (1-
Value Df sided) sided) sided)
Pearson Chi-Square 12.461% 1 .000
Likelihood Ratio 13.668 1 .000
Fisher's Exact Test .000 .000
N of Valid Cases 493

Lilas) 44 P-Value<0,05 s+

-Chi Sequare paaiuall HLiY)
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Ay Ailal) Liadl) -4-3-1-6
slofl o 2 last R oIS Tl Hle A ny o Al b 0S8
GRL Al Lyl Llle A1a8 agual %57 sty KL ey Hlas L 45 Y ISV) 40,30
sall ol selsi LS o] bl A0ad pgdl %324 Sy Giboadll 52 00 L8134 52 Lo

:(15)

0 Ll a5 (20 155 e 15) e

prediabetes * positive family history Crosstabulation

positive family history
Yes No Total

prediabetes Patient  Count 45 34 79
% within prediabetes 57.0% 43.0% 100.0%

Normal  Count 134 280 414

% within prediabetes 32.4% 67.6% 100.0%

Total Count 179 314 493
% within prediabetes 36.3% 63.7% 100.0%

e 2 Jaai (o Kl oA Alaly) Ablal) Aladll ALY Ailan) Auh)d) (16) A8y Jsanll jelals
vie lasy) el e Al ADle aag Cus (oKL Jiley Sl V) A3 Ll

:P-Value < 0,001 <uil€ 4 ¢ )<l & o (e Odie seaal) 0 %95 48 g giua
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@ma Juile g bkl Aladll (A (16) Jsas

Chi-Square Tests

Asymp. Sig. (2- | Exact Sig. (2- Exact Sig. (1-
Value df sided) sided) sided)
Pearson Chi-Square 17.353% 1 .000
Continuity Correction” 16.306 1 .000
Likelihood Ratio 16.705 1 .000
Fisher's Exact Test .000 .000
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 28.68.

b. Computed only for a 2x2 table

Lilas) 44la P-Value < 0,05 s
.Chi sequare s pxaiwall jLady)

traaladl) (6 ginal)-5-3-1-6
Jile Llae Lasd 47 ) gl el (s5inddl Coua ZuhA) 3 LA g5 oIS LS

e Llae Ladzi 32 5 e 5 40500 5ales po (of Ladiie Tl (55ise pgedl %59,5 Aty (g KL

ol pnlsiad Lo Sl 358 (17) Jsan

prediabetes * ad2i Crosstabulation

palad
high low Total

Prediabetes  pateint Count a7 32 79
% within prediabetes 59.5% 40.5% 100.0%

% within asas 13.1% 24.1% 16.0%

normal  Count 313 101 414

% within prediabetes 75.6% 24.4% 100.0%

% within asas 86.9% 75.9% 84.0%

Total Count 360 133 493
% within prediabetes 73.0% 27.0% 100.0%
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oy sand) Jelah e Kl Jlay (uSliall el (gginsal) (Al Alean) Aud )l Aol
Gomall Cun (e Gfie gaaall 1 %95 4SS sime die Ailasy) Aalll e ddla ADe a4y (18)
:P-Value = 0,005 <wilS Cua ¢ agladll

@R Jiles calelll (g5iunall (p AL (18) s

Chi-Square Tests

Asymp. Sig. (2- | Exact Sig*. (2- Exact Sig. (1-
Value df sided) sided) sided)
Pearson Chi-Square 8.740% 1 .003
Continuity Correction” 7.942 1 .005
Likelihood Ratio 8.183 1 .004
Fisher's Exact Test .005 .003
Linear-by-Linear 8.722 1 .003
Association
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 21.31.

b. Computed only for a 2x2 table

Lilas) 44la P-Value < 0,05 s
.Chi sequare s ax3iual jLiaY)

) L& -6-3-1-6

Jiley Ulae Lass 32 U sl ool aelalis cam dubll 3 S)laal g55 oS
U gand 8 Janay gy Ulina Lad 47 5 438 150 fesund Jhay ()5 %405 Ay (5 K1)
1(19) Jsaadl Ay jels) L ¢%59,5 Ay
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sl agalzi et (5Ll &35 (19) Jsaa

prediabetes * <« Crosstabulation

e
>=150 min | <150 min Total

Prediabetes  Patient  Count 32 47 79
% within prediabetes 40.5% 59.5% 100.0%

Normal  Count 159 255 414

% within prediabetes 38.4% 61.6% 100.0%

Total Count 191 302 493
% within prediabetes 38.7% 61.3% 100.0%

(20) Al Jgaall o ‘99)5»;!“ b diley SHliiall Aol Jaliil) 48Dk laay) dufyall 4l
Llall dua o Gficsaadl G %95 A8 (gsiue die ilaal) Lalill e s ADle 25a a2
:P-Value = 0,8 <ulS Eus ¢ Sl

@S Jilag  Sadl LUy 4l (20) Jsan

Chi-Square Tests

Asymp. Sig. (2- | Exact Sig*. (2- Exact Sig. (1-
Value df sided) sided) sided)
Pearson Chi-Square 1232 1 725
Continuity Correction” .051 1 .822
Likelihood Ratio 123 1 .726
Fisher's Exact Test .801 409
Linear-by-Linear 123 1 .726
Association
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 30.61.

b. Computed only for a 2x2 table ‘
Gilas) 44la P-Value < 0,05 _i=d
.Chi sequare s paaiuall HLSAY)
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IM" . i a.um djm -7-3-1-6

%60,8 & dasie Lewd (bl Gl LA 8 € liall 6 R0 Jile iy Ao CuilS s
) 11l Y leaall (40 %39,2 5 cdandial) andll (pelglity culaddl e e %47,3 A Laiy
1(21) Jsanl) elld el LS cariiall

Lnpdal) pusdl) gl o S Ltall 348 (21) s

prediabetes * fat Crosstabulation

Fat
saturated fat | unsaturated fat Total

Prediabetes  pateint Count 48 31 79
% within prediabetes 60.8% 39.2% 100.0%

normal  Count 196 218 414

% within prediabetes 47.3% 52.7% 100.0%

Total Count 244 249 493
% within prediabetes 49.5% 50.5% 100.0%

ady Jsaall Com cL";jSLJ\ Jiley (Ll dapiiall andll Jolin (o A8all Liliasl) Au)all 4l
d}\.\.} &L\:\; (e L):“'Q}M‘ O %95 ads ng.b.u Qe 2;31.«4;?\ 3.;;13\ e s Adle Q29 g (22)
:P-Value = 0,036 <uilS Cua ¢dapiiall (s.ww.ﬂ\

Sl Jila s Anpiall ansdll J5li5 G ALl (22) Jsaa

Chi-Square Tests

Asymp. Sig. (2- | Exact Sig*. (2- Exact Sig. (1-

Value Df sided) sided) sided)
Pearson Chi-Square 4.777% 1 .029
Likelihood Ratio 4.806 1 .028
Fisher's Exact Test .036 .019
Linear-by-Linear 4.767 1 .029
Association
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 39.10. )
Gilas) 44la P-Value < 0,05 il
.Chi sequare s# aaaiuall jLisy)
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:48)gdlly sLadl) Jslis -8-3-1-6

Gag Jlady aSls Gavan 5 < (pglility o & Jile (mpe (e %24,1 & bl <yl
sl e %759 Loty cliagy Lkl oda slslity el 31 R (g5d Gl (e %23,7 Jilia
1(23) a8 Jsaall b maly 58 WS clagy paan 5> (slsliy

alilly Jlasl Oyl e 2l ¢35 s (23) s

prediabetes * uaaa Crosstabulation

Uasan
<5 >=5 Total

prediabetes  pateint  Count 60 19 79
% within prediabetes 75.9% 24.1% 100.0%

normal  Count 316 98 414

% within prediabetes 76.3% 23.7% 100.0%

Total Count 376 117 493
% within prediabetes 76.3% 23.7% 100.0%

Jiles uSliall Tagy algliiall aShedlly Hloadll avan Gn 48l Lilasy) aulill ddll,
On %95 A (ggise die ABlany) Aalll (e dals ADle dgay ade (24) a8y Jsaall ()KL
:P-Value =1 <uilS Sy casldlly jliaddl J5l Cun (e (i sanall

R Jiila s 4SIgdlly sloadll Jolii oy A8l (24) Jsan

Chi-Square Tests

Asymp. Exact
Sig. (2- Exact Sig. | Sig. (1-
Value df sided) (2-sided) sided)

Pearson Chi-Square .005% 1 .942

Likelihood Ratio .005 1 .942

Fisher's Exact Test 1.000 522
Linear-by-Linear .005 1 .942

Association

N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is
18.75.

113



:opdail) -9-3-1-6

g 00 %797 Jilie gptad) e oKW Jile mpe e %203 G AL cujelal LS
1(25) oy Jsaall 3 il o8 LS ¢pmidndll

05 1 el 555 iy (25) s

prediabetes * (waaill Crosstabulation

opaxil
Yes No Total
Prediabetes  pateint Count 16 63 79
% within prediabetes 20.3% 79.7% 100.0%
normal  Count 83 331 414
% within prediabetes 20.0% 80.0% 100.0%
Total Count 99 394 493
% within prediabetes 20.1% 79.9% 100.0%

e (26) A8y Jsaall ()Rl Jilas GuSHLiall i Bl ARl Ailiaa) Al Al L
Cun Al Eua e e sanall (g %95 A8 (ggiue 2ie Aflasy) 4alll (e ddla ADle a5ag
:P-Value =1 culs

Sl Jla s (padil) G AR (26) Jsaa

Chi-Square Tests

Asymp. Sig. (2- | Exact Sig*. (2- Exact Sig. (1-
Value Df sided) sided) sided)
Pearson Chi-Square .002?% .967
Continuity Correction® .000 1.000
Likelihood Ratio .002 .967
Fisher's Exact Test 1.000 .536
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 15.86.

b. Computed only for a 2x2 table ‘
Gilas) 44la P-Value < 0,05 _ixd
.Chi sequare s paaiwall HLEAY)
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:Jeasd) -10-3-1-6

%98,7 Jslia Jsasll yslsliiy ol (e (g KL Jle (oimye o %1,3 G Liad )2 < pelaly
1(27) ady Jsaall b pemaly 58 LS Jsas) Ighliny Y Al (e

Jsasll b Al 355 iy (27) Jsan

prediabetes * Jsasll Crosstabulation

Jdsasl
Yes No Total

Prediabetes  pateint Count 1 78 79
% within prediabetes 1.3% 98.7% 100.0%

normal Count 19 395 414

% within prediabetes 4.6% 95.4% 100.0%

Total Count 20 473 493
% within prediabetes 4.1% 95.9% 100.0%

Al agag axe o KL Jiley opS Ll vie Jpasll o ARl Alany) Al )3 @ ekl L
il Cua (Jalll Jol Cun (e fie saaall G %95 A& (5 siwe die ALanl) Lalill e ila

1(28) @d Jsaal) dlld (1 LS «P-Value = 0,2

& R0 a5 Jsasll (p A8Dall (28) Jsan

Chi-Square Tests

Asymp. Sig. (2- | Exact Sig*. (2- Exact Sig. (1-
Value Df sided) sided) sided)
Pearson Chi-Square 1.883% 1 .170
Continuity Correction” 1.126 1 .289
Likelihood Ratio 2.434 1 119
Fisher's Exact Test 224 141
N of Valid Cases 493

a. 1 cells (25.0%) have expected count less than 5. The minimum expected count is 3.20.

b. Computed only for a 2x2 table ‘
Gilas) 44la P-Value < 0,05 _ixd
.Chi sequare s paaiuwall HLEAY)
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:BMI -11-3-1-6

copic %5/3$30,20 + 7,12 Tlawss iy 2 (BMI pueal) AES jriia e 3Ly ampall () pnii &
LAl Jie gane A BMI Y oleall Il i) (29) a8y Jsoall mlagn Cua

BMI J  obuall Ll siall el s (29) Jsan

prediabetes N Mean Std. Deviation
BMI pateint 79 30.292532 7.1200921
normal 414 | 26.078986 4.9013415

Ll e dsay o SO Jiley S liadl sl &ladl (A8 Alany) du )3 ekl Lo
Qb it WS P-Value < 0,001 <ilS Cua BMI ) Cus (e Lagin %95 48 (5 sivua die Gilas)
1(30) #2 J sl

R J8les BMI ¢y A8l (30) Jsaa

Independent Samples Test
Levene's Test for
Equality of
Variances t-test for Equality of Means
95% Confidence Interval
Sig*. (2- of the Difference
F Sig. t df tailed) Lower Upper
BMI Equal variances 16.644 .000( 6.456 491 .000(2.9311613| 5.4959309
assumed
Equal variances 5.037 | 92.601 .000 | 2.5523137| 5.8747786
not assumed

ilas) 34 P-Value < 0,05 s’
.Independent t-test JLEA) sa aadiuall HLEAY)

wiv

CIWHO wlaal Wy ins 30 (35 593 sl (e ) BMI el b (ouiayal) il 3
1(18) a8y ISl (31) a8y Jsaall L Sl il
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e senall a BMI g (5Ll ¢35 mlasy (31) Jsas

prediabetes * &lx Crosstabulation

Wl
normal overweight Obesity Total
prediabetes pateint Count 18 27 34 79
% within prediabetes 22.8% 34.2% 43.0% 100.0%
normal Count 195 139 80 414
% within prediabetes 47.1% 33.6% 19.3% 100.0%
Total Count 213 166 114 493
% within prediabetes 43.2% 33.7% 23.1% 100.0%

1(32) o Jsaall g Aalia g GO e sanall sl Jal i) S

EDEN Cle ganall BMI L loal) Il giall elat (32) Jsaa

BMI
prediabetes Al Mean N Std. Deviation | % of Total N
pateint Normal 21.870556 18 1.9291219 22.8%
Overweight 27.886296 27 1.3568747 34.2%
Obesity 36.662059 34 5.5885645 43%
normal Normal 22.155795 195 1.9363359 47.1%
Overweight 27.174460 139 1.4840759 33.6%
Obesity 33.738375 80 3.6087062 19.3%
Total Normal 22.131690 213 1.9328215 43.2%
Overweight 27.290241 166 1.4837855 33.7%
Obesity 34.610351 114 4.4755050 23.1%

117



47.10% - 50.00%

43.00% - 45.00%

- 40.00%

33.60% _34.20%
- 35.00%

- 30.00%

B o el de sana

280% . 25.00%
W Gl e sana 309 e

- 20.00%
- 15.00%
- 10.00%

- 5.00%

. . 0.00%
O Ol (sl ol ganh

BMI 2l 5 o jliiall g 555 jedal (18) JSi

WDle a5y U Jiley pSlidl sal Dl Gilesena AL Lilasy) )il Cyelil LS
Eun il gaily cpadl die BMI D Cus (e (e senall Gp %95 AT (gsive die Uilas) dala
A Gl LS ol Janh palail) ve Tilas) Gls )8 clis o) o) L <P-Value < 0,001l

1(33) Ay Jsaal)
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BMI Cua (e Gl ganall ¢ 4558l (33) Jgan

Independent Samples Test

Levene's Test

for Equality of

Variances t-test for Equality of Means
95% Confidence Interval of the
Sig*. (2- Difference
F Sig. t df tailed) Lower Upper
Normal Equal variances .218 .641| -.609- 212 543 | -1.2275917- 6483967
assumed
Equal variances not -.609-| 20.262 549 -1.2799952- .7008002
assumed
Overweight Equal .095 .758| 2.537 164 .012 16743 1.34329
variances
assumed
Equal 2.608 | 39.832 .013 .16986 1.34087
variances not
assumed
Obesity Equal variances 7.740 .006| 3.549 111 .001 1.3812149 4.8729442
assumed
Equal variances not 29891 43.615 .005 1.0177907 5.2363684
assumed
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ilaa) 44la P-Value < 0,05 ias
.Independent t-test JLisl s aadiuall LAY




A5 agandd) i) -12-3-1-6
«J3fie 110,58 + 65 Jilia J3/3e 161,2 £ 133 (o) Jila daye die 23 asand haligia (IS
1(34) ) Jsaall b ualy 58 LS

OSOliall die 23 4 s Lalgie pelagy (34) Jsaa

Group Statistics

Prediabetes N Mean Std. Deviation
TG Patient 79 161.228 132.9625
Normal 414 110.575 65.0083

Gilaa) 25l Ao pns L) (5l 23 apad Ciligine G ALY Llas) AN el
A R 550 alaily oKL il mge Gn o2 sl (ssiase Cum (e %95 AE (ggiue e
:(35) o8y Jsaall €y (i LS <P-Value < 0,001C5S Cua ol

Al 2 g s (e e ganall G A3)laall (35) Jsan

Independent Samples Test

Levene's Test for
Equality of Variances t-test for Equality of Means

95% Confidence

Interval of the

Sig . (2- Difference
F Sig. T Df tailed) Lower Upper
TG Equal variances 26.605 .000 5.172 491 .000 31.4102| 69.8957
assumed
Equal variances 3.311| 85.245 .001 20.2400| 81.0659
not assumed

ilas) 4a P-Value < 0,05 i "
.Independent t-test JLis) sa aadiuall HLEY)

Pl agd (@KU Jile (are e %38 O (i Ly Aadine a3 agnd () Cile ganal) aunig
Jsand) 3 (e 135 g W)Y 13 gl a3 S (653 Galai) (e %20 OIS Lagh o) o sad
:(36) o3,

120



Al asnt oY lag Cle sanal) apdl (1 (36) Jsan

prediabetes * TG1 Crosstabulation

TGl
normal High Total

prediabetes pateint Count 49 30 79
% within prediabetes 62.0% 38.0% 100.0%

normal Count 331 83 414

% within prediabetes 80.0% 20.0% 100.0%

Total Count 380 113 493
% within prediabetes 77.1% 22.9% 100.0%

O o o g ) S (50 %05 A (giase i Uil 2als Al 25ms 08 AiilanY) syl
1(37) o) Jsall & mnly 58 LS P-Value = 0,001 <S5 ¢ (e sanall

Al o sadi o )Y L Kilanyl A0 s} (37) s

Chi-Square Tests

Asymp. Sig. (2- | Exact Sig*. (2-| Exact Sig. (1-
Value df sided) sided) sided)
Pearson Chi-Square 12.067° 1 .001
Continuity Correction® 11.074 1 .001
Likelihood Ratio 10.993 1 .001
Fisher's Exact Test .001 .001
Linear-by-Linear 12.042 1 .001
Association
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 18.11.

b. Computed only for a 2x2 table )
Lilas) 44la P-Value < 0,05 iz
.Chi sequare s axaiuwdl jlisy)
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:LDL gl.&:j -13-3-1-6

Jy/4e 36,79 £ 122,66 oSl Jile mye vic LDL alsgia oIS 388 LDL ¢ i) Cum (g L
1(38) oy dsaall 3 maly g8 LS (Jy/aa 34,5+ 111,25 Jilia

GSliall aie LDL 1) Lalisia gela gy (38) Jsan

Group Statistics

Prediabetes N Mean Std. Deviation
LDL Patient 79 122.66 36.791
Normal 414 111.25 34.495

Giliaa) Lala A8le 3pa 5 S liiall (sl w30 o sad Ol ginsa (g ADlall Aliaa ) Al H3) < el
Al R o33 palad¥y o KWl Jile oam e (m LDL st Can e %95 A8 (5 siwe 2ic

(39) & Jsaall b (i LS cP-Value < 0,001 G anidal

LDL (s5ie Cun (e e sanall oy 455840 (39) Jsas

Independent Samples Test

Levene's Test for
Equality of
Variances t-test for Equality of Means
95% Confidence
Interval of the
Sig . (2- Difference
F Sig. T Df tailed) Lower Upper
LDL Equal variances .700 403 2.666 491 .008 3.000 19.823

assumed
Equal variances 2.5511105.800 .012 2.543| 20.280
not assumed

Lilas) 4ila P-Value < 0,05 siad”
.Independent t-test JLis) & addiuall HLEAY)
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2(40) ?BJ djdﬂ\

LDL 1 gl b ile genll apusi (i (40) Jsan

prediabetes * LDL1 Crosstabulation

LDL1
normal high Total

Prediabetes  Patient  Count 23 56 79
% within prediabetes 29.1% 70.9% 100.0%

normal  Count 182 232 414

% within prediabetes 44.0% 56.0% 100.0%

Total Count 205 288 493
% within prediabetes 41.6% 58.4% 100.0%

On LDL gli) G (e %95 48 (gsie v Uilias) Zals ADle apag (fuf Alanl) 4l
(41) 35‘) d}&ﬂ\ c_é C».m\} B LS ‘P-Value:0,0Z &L\.“S} cu;\.c}M\

LDL 1 g1y Gum (e 38 (i (41) Jsaa

Chi-Square Tests

Asymp. Sig. | Exact Sig*. Exact Sig.
Value Df (2-sided) (2-sided) (1-sided)
Pearson Chi-Square 6.020% 1 .014
Continuity Correction” 5.425 1 .020
Likelihood Ratio 6.230 1 .013
Fisher's Exact Test .018 .009
Linear-by-Linear 6.008 1 .014
Association
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 32.85.

ilas) &4a P-Value < 0,05 iad”
.Chi sequare s ~a3iuall HL5aY)
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"HDL y<«lddll -14-3-1-6

ilie J3/3e 16,13 £ 49,37 (oK) Jdle aiape ic alalgia IS 28 HDL 1) (ails Gy
:(42) oy Joaall 4 maly g8 LS ¢330 13,02 + 52,4

RS Ll vie HDL ) ki sia miiagy (42) Jsas

Prediabetes N Mean Std. Deviation
HDL Patient 79 49.37 16.129
Normal 414 52.40 13.021

Glaan) Zals 4Ble dpag p2e LA (52 HDL lisiose 0 AN Alanyl Al cipelif
ermhal) A R g5d (aladVls o R Jile omye (o HDL (s5ise Cum (30 %95 48 (55iuse dic
:(43) a8y Jyaall el (fn LS P-Value = 0,1culS cua

HDL Jl (g5iue dua (30 Gle gonall G 43)8a1 (43) Jsan

Independent Samples Test
Levene's Test for
Equality of
Variances t-test for Equality of Means
95% Confidence
Interval of the
Sig’. (2- Difference
F Sig. T Df tailed) Lower Upper
HDL Equal variances assumed 2.116 .146| -1.819- 491 .070| -6.301- .243
Equal variances not -1.574-198.323 119 -6.847- .789
assumed

ileaa] 2ila P-Value < 0,05 a3 "
.Independent t-test JLEA) sa aadiuall HLEAY)
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Lﬁ)ﬂ\ d.éu A (e %36,7 C)i U;.“-’ X;HJL} 4833 HDL &"_\LU.\MA L.A;\ QLC)AMM (‘;.Lusﬁ e g
(Rl 138 gl xb a3l S 553 alaiY) (e %32,6 OIS Lad HDL J 8 (aldsil ago
H(44) &) Jsaall (b e 124

HDL 1) =liasy laii cle sanal) an i (44) Jsoa

prediabetes * HDL3 Crosstabulation

HDL3
Low Normal Total

prediabetes pateint Count 29 50 79
% within prediabetes 36.7% 63.3% 100.0%

normal  Count 135 279 414

% within prediabetes 32.6% 67.4% 100.0%

Total Count 164 329 493
% within prediabetes 33.3% 66.7% 100.0%

HDL (alisil us (o %95 48 (g5iwe die Uilas) 42ls ADle dgag axe (i Lilany) 4wyl
:(45) o8y Jsanll & mals 58 LS P-Value = 0,5 <uilSy ¢ yiie sanall
HDL 31 [malias) Gun (e 480l (o (45) Jsaa

Chi-Square Tests

Asymp. Sig. | Exact Sig*. (2- | Exact Sig. (1-
Value df (2-sided) sided) sided)
Pearson Chi-Square .502° 1 478
Continuity Correction” .335 1 .563
Likelihood Ratio 496 1 481
Fisher's Exact Test 515 .279
Linear-by-Linear .501 1 479
Association
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 26.28.

b. Computed only for a 2x2 table o
Gilas) 2dla P-Value < 0,05 _uixs

.Chi sequare s a3l Lasy)
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Al Al yal) il Ui ) -15-3-1-6

e Al alay) lpEl) halall bl oS8 (oilage e e SlyEl) Jaalall duly;
LS ol K e palad) ol Jae 114 £ 13,65 S Laiy jee 123,16 + 17,43 S0 Jil
1(46) pd) Jsaall (8

Al e (s oml i) il Ll L e e (46) s

prediabetes N Mean Std. Deviation
=bi) Laal) pateint 79 123.16 17.434
normal 414 114.01 13.649

Lalall gl Cus e %95 A8 (gsie o lghy Lilas) Ll smy cho Gilas) lgiuh 53
:(47) Ady Jsaal) o)k WS (P-Value < 0,001 cwilS sl ‘:—1\-3)-&5\

Independent Samples Test

Levene's Test

for Equality of

Variances t-test for Equality of Means
95% Confidence
Interval of the
Sig’. (2- Difference
F Sig. T Df tailed) Lower Upper
=kl baall - Equal variances 4.584 .033 5.208 491 .000 5.701 12.609
assumed
Equal variances not 4416 97.062 .000 5.040 13.269
assumed

Lilas) 4ila P-Value < 0,05 siad”

.Independent t-test JLEA) g8 aadiiall HLadY)
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e e 79,7 O (8 Bl Aadipe (oomll) (s Taia Clisione ) e sandl il 53
(ormb Syl b agl %20,3 S L abil) SLydll bilall e il agal &0 Jaél
H(48) &) sl (8 e 3

a3l balall ¢ i)Y lag Gl sanall ansi (i (48) Jsaa

prediabetes * L&l Crosstabulation

ok
High Normal Total
prediabetes Patient  Count 63 16 79
% within prediabetes 79.7% 20.3% 100.0%
Normal  Count 389 25 414
% within prediabetes 94.0% 6.0% 100.0%
Total Count 452 41 493
% within prediabetes 91.7% 8.3% 100.0%

Lalall g i) G (e %95 A8 (s die Ullas) dala ADle dsmy oo Alasy) 4wl
:(49) pd) Jsaall 8 mals g8 LS (P-Value < 0,001 uilSy ¢ piie ganall G i) @L;):ﬂ\

abay ) SLyall haalall o)) G e A iy (49) Jsaa

Chi-Square Tests

Asymp. Sig. (2- | Exact Sig*. (2- | Exact Sig. (1-
Value df sided) sided) sided)
Pearson Chi-Square 17.580° 1 .000
Continuity Correction” 15.765 1 .000
Likelihood Ratio 13.997 1 .000
Fisher's Exact Test .000 .000
Linear-by-Linear 17.544 1 .000
Association
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 6.57.

b. Computed only for a 2x2 table o
Gilas) 34la P-Value < 0,05 _uixs

.Chi sequare s a3t sy
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1 habaay) (A i) badal) plis ) -16-3-1-6

@Sl Bl oimpe o Bl S a8 Jhlegyl Syl lslall dal e G
G o WS Gl S ek palalY) Al Jae 7112 £ 11,36 O Win jee 77,66 £ 11,52

:(50) 33) Jganll

A Ao ol hluaY) Ly baalall Liigie ek (50) Jsas

Group Statistics

Prediabetes Mean Std. Deviation
bty Patient 79 77.66 11.515
Normal 414 71.12 11.358

Lalall i) Cum e %95 A (grime de Lty dilias) Ll asa i Wlaa) leiuhs sl
1(51) ad) dsaadl @l jeki LS <P-Value < 0,001 <uilSs bl iyl

bl (Fpal bailall Sia e Giesanall G A8 (51) s

Independent Samples Test

Levene's Test for

Equality of
Variances t-test for Equality of Means
95% Confidence
Interval of the
Sig’. (2- Difference
F Sig. T Df tailed) Lower Upper
el Equal variances .035 .851| 4.678 491 .000 3.792 9.283
assumed
Equal variances not 4.634| 108.942 .000 3.742 9.333
assumed
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Lilas) 4ila P-Value < 0,05 siad”

.Independent t-test JLEA) g8 aadiiall HLAdY)



e 0n BT G G Lmhas Aniipa sl (il Labm Clasione () e ganall iy
bl lyd lakim agaal %20,3 dilde abugY) byl Jalall b gl agal oKW Jal
1(52) oy dsanll (A e Naag ¢ oanda

bl 3Ly laalall ¢ i)Y las Cle sanall ol (i (52) Jsos

prediabetes * blwsdl Crosstabulation

(bl
High Normal Total

prediabetes pateint Count 63 16 79
% within prediabetes 79.7% 20.3% 100.0%

normal Count 386 28 414

% within prediabetes 93.2% 6.8% 100.0%

Total Count 449 44 493
% within prediabetes 91.1% 8.9% 100.0%

Lalall g i) G (e %95 A8 (s die Ullas) dala ADle dsmy oo Alasy) 4wl
1(53) ad) Jsaall 8 mals 98 LS P-Value = 0,001 uilS ¢ (piie sanall G  Aaluaty) @L_Wx\

bl Slpall haalall o 18 Cua e A (i (53) Jsaa

Chi-Square Tests

Asymp. Sig. | Exact Sig*. (2- | Exact Sig. (1-
Value df (2-sided) sided) sided)
Pearson Chi-Square 14.852° 1 .000
Continuity Correction® 13.239 1 .000
Likelihood Ratio 12.065 1 .001
Fisher's Exact Test .001 .000
Linear-by-Linear 14.822 1 .000
Association
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 7.05.

b. Computed only for a 2x2 table .
Lilaa) 44la P-Value < 0,05 s

.Chi sequare s axiiwal jLiY)
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oabial) cpl gl g0 -17-3-1-6

Rl Jil e v alligie o a8 allall deadYl Glgise Cua e Gl
1(54) a8y sl b mals 58 LS «Jo/3n 5,47 £7,96 Jilie J3/3e 9,05 £ 11,17

Sl vie eblall Gl g Ll gia xlag (54) Jsaa

Prediabetes N Mean Std. Deviation
Ol gl Patient 79 11.165443 9.0479876
Normal 414 7.964229 5.4706205

Cun o %95 A (ssims Ye (e sendl o ilos) el aimy (i Gloaa) Lol s,
1(55) a8y Jsaad) @l jela) LS P-Value < 0,001 <uilS s abalall Gl gu) il gina

eblal) (i) Cligine Cun e e ganall (G AL (55) Jsaa

Levene's Test for
Equality of
Variances t-test for Equality of Means
95% Confidence Interval
Sig. (2- of the Difference
F Sig. T Df tailed) Lower Upper
odswil  Equal variances 13.334 .000| 4.220 491 .000| 1.7106872| 4.6917399

assumed
Equal variances not 3.040( 89.180 .003| 1.1092100| 5.2932172
assumed

Lilaa) s P-Value < 0,05 ias *

.Independent t-test JLEA) g8 aadiiall HLAdY)
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Jile mye (o %8,9 (f (i Lmphay dadine Lislpn Glgudl Clisine Y Slesanal) apuidly
Ll Lalia Clgusl Cilysiane agadl %91,1 Jilie Laalilall Joadl) cplsusil 8 ¢ 1)) agaal (g &)
1(56) Ay Jsandl A s hag

oliall o) g LY b Cle sanall asedi (s (56) Jsas

Insulin
normal High Total

prediabetes pateint Count 72 7 79
% within prediabetes 91.1% 8.9% 100.0%

normal Count 400 14 414

% within prediabetes 96.6% 3.4% 100.0%

Total Count 472 21 493
% within prediabetes 95.7% 4.3% 100.0%

o) £ 1) Cun (e %05 48 (g5l die USlas) Aals ADle 25my a0 (i Alan) 4l
:(57) a8y Jsaad) & als s LS P-Value = 0,06 ilSs ¢ (yiic sanall (  alilall

ol ol ¥ el ) Cun e AR i (57) Jsaa

Chi-Square Tests

Asymp. Sig. | Exact Sig*. (2-| Exact Sig. (1-
Value Df (2-sided) sided) sided)
Pearson Chi-Square 4.884°% 1 .027
Continuity Correction” 3.632 1 .057
Likelihood Ratio 4.002 1 .045
Fisher's Exact Test .060 .036
Linear-by-Linear 4.874 1 .027
Association
N of Valid Cases 493

a. 1 cells (25.0%) have expected count less than 5. The minimum expected count is 3.37.

b. Computed only for a 2x2 table

Lilas) 4 P-Value < 0,05 ixd

.Chi sequare s sxiiwdl HLadYy)
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‘HOMA I &y g daglial) 2929 -18-3-1-6

R Jile mye v culS a8 HOMA 1 Gy (e Loslid) apagl Al
S roals s WS (a1 K gsd Galai) die Jofie 1,52 £ 1,12 dilie Jofie 2,79 £ 2,66
:(58) A3y Jsaall

prediabetes N Mean Std. Deviation
HOMA pateint 79| 2.789659 2.6642391
normal 414 1.524551 1.1151362

I S e %95 A (s e (e ganal) o Alas) Ll 3pay (i Gilias] Leuhs 3l
1(59) ad) Jsaadl Glld yeday LS «P-Value < 0,001 <wilSs HOMA

HOMA 1 Cus (e (e sanall (0 483l (59) Jsas

Levene's Test

for Equality of

Variances t-test for Equality of Means
95% Confidence Interval
Sig*. (2- of the Difference
F Sig. T Df tailed) Lower Upper
HOMA  Equal variances 54.428 .000| 6.989 491 .000 9094612 | 1.6207548

assumed
Equal variances not 4.152 ] 83.285 .000 .6590639| 1.8711521
assumed

Lilas) 24la P-Value < 0,05 sias ©

.Independent t-test JLEA) g8 aadiiall HLAdY)
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) (L Jle (ape (e %405 Gl (5 Timphay dxiliye HOMA Jied ) il sanall pandly
a5 o Y1 10 ageal ab A3 S (553 (il e %14 OIS 5 HOMA 1l Aud b ¢ o)l
:(60) pd) Jsandl (& (e

HOMA ) & &Y laii cle sanal) ardii (s (60) Json

HOMA
sensitive | Resistance Total

Prediabetes  pateint Count a7 32 79
% within prediabetes 59.5% 40.5% 100.0%

normal Count 356 58 414

% within prediabetes 86.0% 14.0% 100.0%

Total Count 403 90 493
% within prediabetes 81.7% 18.3% 100.0%

HOMA J\ 8133J\ &L\:\; UA 0/095 333 ng.'\.».u RRTS t\jl.m;‘\ &L«s :@v@ J}_A} u:uﬁ 2;\31.»4;}.” I\...USSLU
1(61) pd) Jsaall & mzaly g8 LS P-Value < 0,001 <uilS ¢ piie sanall

HOMA JI Cus (e 483l (30 (61) A8 J 5o

Chi-Square Tests

Asymp. Sig. | Exact Sig*. (2-| Exact Sig.
Value df (2-sided) sided) (1-sided)
Pearson Chi-Square 31.211% 1 .000
Continuity Correction” 29.461 1 .000
Likelihood Ratio 26.487 1 .000
Fisher's Exact Test .000 .000
Linear-by-Linear 31.148 1 .000
Association
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 14.42.

b. Computed only for a 2x2 table

Lilas) 48 P-Value < 0,05 _ytiad ©

.Chi sequare s sxiiwdl HLadYy)
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4358l D) 3509 -19-3-1-6

e %671 & a5 dua GWHR ygllf padll lama o 2l A5S5a0 Dlad) dsag a2
A K (gsd alai) e %56,3 OIS 5 sl jadll Jies g i)l ageal oKL Jdle iy
:(62) ?3) djdﬂ\ ‘éﬁ u;\.u \5.&»} c&mjg\ ) 8 &ﬂ wﬂa

)l yadll lagh Cile sanall i xlas) (62) Jsoa

WHR
high Normal Total

Prediabetes  pateint  Count 53 26 79
% within prediabetes 67.1% 32.9% 100.0%

normal  Count 233 181 414

% within prediabetes 56.3% 43.7% 100.0%

Total Count 286 207 493
% within prediabetes 58.0% 42.0% 100.0%

WHR 3 Ll Cun (e %95 48 (gsise vic Uiliaa) dals dDle 35 ade it Lilany) 4wl

:(63) pd) Jsaall 8 maly g8 LS P-Value < 0,08 <ilSy ¢ (piie sanall
WHR 3 Cua (e Al (i (63) Jsaa

Chi-Square Tests

Asymp. Sig. | Exact Sig*. (2- | Exact Sig. (1-
Value Df (2-sided) sided) sided)
Pearson Chi-Square 3.182% .074
Continuity Correction® 2.753 .097
Likelihood Ratio 3.251 .071
Fisher's Exact Test .082 .047
Linear-by-Linear 3.175 .075
Association
N of Valid Cases 493

a. 0 cells (.0%) have expected count less than 5. The minimum expected count is 33.17.

b. Computed only for a 2x2 table

Lilas) 48 P-Value < 0,05 _yiad ©

.Chi sequare s sxiiwdl HLadYy)
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iy il By g Sl JBla uape A —4-1-6
toll el s Prediabetes Sl U e oaage g5 S

183 17 5 (%58,5) il 24 (FG  liall 3Rkl Jasd ylaal ge (%51,9) Liays 41
-(%41,5)

(%45) 839 5 (%55) ol 11 (dGT S glall Jan ase aa (%25,3) (axe 20

«(%42,9) 153 24 5 (%57,1) il 32 ((%6,4-5,7) HbALC ¢ lii) ae (%70,9) Liayye 56
1(19) JSs (64) ad) Jsaall & (i 1y

sl s L U8 Lo (aye g5 G (64) oo

IFG IGT HbAlc 5,7-6,4
N % N % N %
Male 17 415 9 45 24 42,9
Female 24 585 11 55 32 57,1
Total 41 51,9 20 253 56 70,9

(A0 sl Aaill) 22l sl
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el pdaya dic phal) Jalee —2-6

Jalsall 53 (g5ai) Jalgall sdaia lasiy) aladind 28 Wiuhy & hall Jase 4ali e
Jalsall dlasinly @l Glas 5yS3l) CREN Jalse Jasal @lly o KL Jile Cipan & Zieal <Y
Cus lite 3 2aY) Slaall dele g Lle 57 < jaall (IS @llyy cials 4Dle pas Uas (o )
LBl el (Lle 47-38 jeall clad) clile 48-57 aall 4ily Exp(B)=6,722 P=0,001 cwilS
apiiall andll Jols e(pyell salyy AL A ¢ I A5)3 s Ll die 2 Jaat (oS0 1A 25al
1(65) o) Jsaadl 3 alase @iy ¢l st daglial) 5 a2 o gads o i)

Kilasy) lgiaal o laall Jelse el (65) Jsos

95% C.l.for EXP(B)
B S.E. Wald df Sig. Exp(B) Lower Upper

Step 1* Age>57 1.905| .563| 11.443 1 .001 6.722 2.229( 20.273
Age48-57 1.592| .482| 10.894 1 .001 4.912 1.909| 12.639
Age38-47 1.031| .424 5.915 1 .015 2.804 1.222 6.437
Fat 534 .259 4.255 1 .039 1.706 1.027 2.835
Family history 977 | .255| 14.636 1 .001 2.658 1.611 4.385
TG 361 .295 1.491 1 .034 1.697 1.391 2.244
HOMA 1.092| .333 10.744 1 .001 1.336 1.175 2.645
Family status .970| .318 9.335 1 .002 2.638 1.416 4.916
Obesity 1.326| .359 13.640 1 .000 3.766 1.863 7.611
Overweight .684| .307 4.970 1 .026 1.982 1.086 3.615

.Multivariate logistic regression s axiiwdl jLisy)
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@ legd SV G Bie dugpadl delsall andlly (S g550 (66) oy Jsonll el LS
1%82,3 Jhnas eV & o KL Ui Loy Culaall cpay fial) L il Eum (liidle

e e bl Jalie 4 (66) Uses

% N
82,3 65 (9 il
79,7 63 (BLAN) Al ) il gl )
79,7 63 (b)) Ll g s )
75,9 60 Ua gy gaan5>48) b g jlad J gl
70,9 56 LDL 1
67,1 53 Oall A sl
67,1 53 &8l paidd) s 1
60,8 48 Aapiia aaud J gL
59,5 47 Jgadl)
59,5 47 e anlal (5 gl
57 45 Ay Aalilad) Aaat)
43 34 a3l
40,5 32 O iU A glial)
38 30 all) agadi g3 )
36,7 29 HDL |
31,6 25 Lle 47-38 s
20,3 16 i adl)
8,9 7 bl ol gl L )

(A0 Al 22l o )
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‘Discussion 4aliall -7

el Y1 ase byl el o BaY) alld) (alasY) (e dls 601 Auhl) culed

08 payee i e (Llall GLbA o Ulls Gandll sualie ol (S ¢ oaiapal) i Bens

(a3 58 Alla 93 (s Ru 213 pgd (=l Alls 15 slagivd B 2015 slall DA cppinl) ey Llel8
Alls 493 e Al e il

:Prediabetes g Sull J@ L L) Jiea —1-7

rnhall 35S Il OB Gy Aalisie Alaje say dalle Baa A KL 8 L
Jae Giling (Sl cllall Jsn ORI alaee die lails Lhlaoal ojliie] (Sabs <2 Jaad (g)Sull s lalls
OSas Gyally eadly Guindl cava 43 Blia) Jire ol LS (Y A (e Glalll o oyl
.(24‘23‘11‘10)05.“]\
Jalse ¢35 Ao @l ally pelly adladl Gluh e 2l U8 e gauasall 138 Ay i
v Gy (A Al Caes 4y Adaiyal) Hladl)

lelie 138 S5 %16 ladine 3 Prediabetes (&) U8 Lo il Jhee o sl & Wl
Ngiliana s Ay 0K Gy g af il oo ki s el

il WHO U8 (e adinall Cappalll Cavs Prediabetes Sl U b oy 2555

AFG slua 3585k Jaad ihylaal %51,9

AGT 385le Jaad axe %25,3

-(%6,4-5,7) HbAlLc ¢ &) as %70,9 5

 paiadl iy Llay) gig5 —2-7

Gy s Alia) duws (g e Prediabetes &L 0 La iyl bl das G Laag
ol Cun legiy Gllas) 4 Jab B 3pmy ae ae AN e %398 Jilie %60,2
Sy el e asalll gigs Alad gad A 50l Y ase L) 1y P-Value = 0,11
Jiley 2 baws (8L I DY) Gabeld 3k e L ety Loy Akl 235850 Dl
Jile pli Y L (o35 gl Sy on gAY Jhall dalse sy ) ALYl (R0
cagaal (oS0
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: yaall Wy Llay) £555 -3-7

O Ly Lle 12,74 + 45,96 Liulyy 3 Prediabetes oSl Jile aye jee Llegia (IS
53 G llia (IS G clile 12,75 + 36,56 aphall 22 R (g5d (alaiY) desena oo Jalisia
obd gl e Jay L P-Value < 0,05 CulSy e sanall (i jeall Cua e Lilas) AN
ils panlly 238N Asshal) i) Cusan B3l Caana @llyy jealls W38 pa (R0 Jiler Dls!
Gl colyy) @y pag 2 Jaah &L 1A y3das Wby &L J8 Lo 3k jlad alse (yam JAS
e13ally Jalad) shal) Jash ey Ly cpia)yall vie ()80 U Lag 2 Jaad (o) S0 6 Chgan daws
[(328137) -y ALl
b Bl s culS Cun Lile 47-38 jae b ol b Blaa] el il S cnlS LS
Al CulSy Dpenll Glegand) IS 3 Y o GLY) Ala) dus cilSy %316 exll 12
Ll L oY) o Lle 58 < Lpeal) Ayl culS Lt %64 Jirar Lle 47-38 jany SV
Ol MS vie el Cus e Loyl Lalill e 2la (38 Sllia (S5 %43,8 duiy <3 Ne
Gleseaall I8 3 Guial) Cua (e Alas) 2l dla () &l Wiy P-Value < 0,05 culS dua
A sl 8alyys Ailimal) AEKY o ¢ Sad) LN i Can 585 o S 1305 g paall 3 panl)
BulySl) iy WIS Ay e jeall il U A8LaYL sSal) die 3Lals jenlly 236 o iy

(138.137)

National Institute of Diabetes and Digestive and Kidney Diseases s ADA &l\.\aj Sy
sba Jalse a5 s 8 Lle 45 > (alaa¥) v &) U L Jal (e asall chals (NIDDK)
L0508 Qe ssms pae s ilele 45 < ey s A

g paal) A yadally A0y ) mlaall e 45 jaal) —4-7

1) Jiise JalaS gl dic Aug paall Jalsall (s 8 Aals Alian) Ao Auhill 28 el
SR A Elay) A3ble Alad dsa AL ASD) ¢ penll Jia s(dadine AY) Jalpall Cada 2y
gyl (LDL gla) (adll asnd g lii)) il cdania awd Jolih aifiall ailafl) (ggivall 2 Jaas
CulS Cun Ol Aaglially alilall cplpud) gl ¢ alusyly oaaldl) SLydl) Jalal
(AN CRL (uind) Cua (he Uiliaa] 4y Jiah (3)l da g ol L ¢ alsill o3 (e P-Value < 0,05
gl (Lagy paas 5 < Jia 4Sldlly Jladl) o pavas 5 o oadl WL (JoaSl) Jols
HDL alasily 4338 ) Zsladl ol &ygll/ jeadll Jama

4
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(i) 3adetia Auhl (558 Jalgall 50 Cada vie 3 o28 clial) Gy aa
:Prediabetes g Sudl J@ L Ciyjail 88y 45)\8al) —5-7

aie lY) vie ST Jaeay % 51,9 IFG ebilall 5kl Jead Clyaial aiaye 4w culS
ey %253 1GT &5kl Jand ade amye duws 5 o183 %415 5 Gl %58,5) SN xie
# ) e (oumpall Api CulS LS o )5S0 %45 5 i) %55) Sl die 4o LY die L e
5 LY e %57,1) LSV de die ElY) ve Lad S Jhee %709 (%6,4-5,7) HbALc
DO pladdl Gim e A e el Gy Gl dus cnl B o S e %42,9
Lol Aalay Al dgag das gl ) asm Wy Lad 13a5 cHALC ¢ 1))y IGT <IFG 525a 54l
Ul slall ) Ul slall o s ) @laYl S xie 6,21 jhall Jalses il
Dy vie (Bgiall slad) Jiae g i)y ayill salaidy) 3l

allal) g 8haall b s il o3a il a8 ey ma

R U8 L padd L HDALC ()5Sl clmdll o0 s L (ailis e a3l o
Lale dsay s ad Bl JGd) o) LA Gl diplee O leany Gy d g KU 613y
Gl ey et il 4 Bulul) L) ablal) 23 K plad CalS Lo 41 43S Dl
130 jnska et al sy Ly 5 WS (apd Sl 3 JGdll sl Ll atydie) (g A

i W Laall (el jules (peca ADA (oS0 o)A £50Y) Lmaal) aslial a8 agde 2Ly,
Dbl e aeilld Sl Jaad L) aay 3 K spladd Al W 2010 alad) 8 (g R0
acie shal w4l ¥) @ bt R oAy SR Jdle Ala 3 ol el Ly
Joli (e ofieles day a3 R bylasy ale Licawtio) 38 Gl caihnl Sysh Uy wlingg oyl
(2T 0y Sl Ty 3atien Y 4 () ALY ¢ oiapal) U (e sy 3] Aged olaal

:BMI 2 by dlay) £i55 —6-7

Cun P38 30,29 £ 7,12 A A sana b oaimyall (53l BMI auiall AES jaia Lalugia oIS

e (5 e %342 %43) sl Gsails cuadl (@Kl Jdle A 2Ly Wil el
sa 3 ameY Ly (I e P=0,001 / 0,01) BMI dus (e Uilaa) 2la G)lb a5ay
B G Jay W o(P=0,5) (sl mde (alasV) die Lyl Cus (ha (yfie sanall (g Uilas)
o e Loy (oD Aasliall 50l 8 Wayes DA e (o K il lall 8 Bala g0 ol
b (b Akl Alala Leal) AN e ) ALYl 38N Lo sY) Dl Ay 4 sl

141



Oy g Aagliall Cigan MBIy alecs cpdouadd) SHE J3a8 A1 gl ) Alas] Ssal
8 Y s %228 (sl (mele palaY) e R Jle BlaY) Jiee oIS o 2
(7SO0 L Thso canli (g aT Hlad else lligh amsgll jlasll (le 4l

Al b legad Y il Jalge —7-7

Sie Jlail) aladinly Alasy) WY b culS s dugaell hall Jelsed 4wl G e

@R ey Lol dalsal) o3a Lol b Jalas of o€ad il Jalsall sleind ey cl il

&us
el 4y (Exp(B)=6,722 P=0,001 <ulS Cya lifie b zaY1 jladll Jele 58 Lle 57 < jeall v/
WA diday e peal)l bl djee 2ay 2nda 135 Exp(B)=4,912 P=0,001: Lle 57548 (o
a4l ) ALaYL el SEN e 580N CDlE 8 chal By sl Gy
ALyl sl saly Pl LLEN ey Gl s (R0 Jdle G S (8 lall Jelse
Univariant s yeieS jeadl Jaled Zalal) ZuhA cilae Glld aas cageal dle )l 2l )Yl
G s o5& o 0848 135 «%31,6 Jinas Lele 47-38 & panll de sanall 52 SV ALaY) A
IS Cpels ) AR s3a (e Areg Aagi aef e (el die 3agagall (a1 Aabadl) ol 58
-Multivariant <)yixiall s33xie duhAlly asl
Al sy o 0S4 ) (e %37 s G gl (Exp(B)=3,766 P<0,001 <uilS Cua :ilad) v
Gl Aaly Ailas) ded 4l IS0 (R0 Jdley Alad) Bls) e Jy Lae o K0 U8 Ley L)
el (ol 3oL dsas Adl) o328 Caalajls %43 liuhy A R Jile age sl Dladl A
Raglia e adind W KU dile e vie legd SSY) Sl dalse e iiad JBIL %77,2
ALDELY e 3 Aala pal S
dwd il G I AN s aie 2 bt oKL A Alagy) ABld dladll v
LolagY) Qb 2ladl) (g6d paladl g %26 s G sl Exp(B)=2,658 P=0,001 sy
b)) ALa8) el 13l cleghy Gileas) 2l GH5 amg ML (R0 ddla lnlad of 084
e Ll 3 ooapall A il K0 il ) phadll dalse (e KU1 o 1A Alany)
Laalise L3l Jalsall i @iy linnlly Uniipe Linpe oliiely ol 1305 (%57 Llay) 4ble 4008
Anzalhay) b Ll

Ala 385 a5 e Ju L (Exp(B) = 2,638 P=0,002 Lmay¥1 A il a8 A0 Al v
L) 8 S0 Jiley oubaaad) e sl daws cilS 5 (800 Jilay Tl Al oy Golas)
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G 058 ¢ (S 15 cliaaing b @R Jile sl jha dale #1530 olS JBILs <%82,28
Lzl 40y 41l slall Jaas ) ABlal cad dmadiall ol aladiady il sedall ol
syl gAY il Jalge S5 Ailadls cadial

e L %17 G ol Exp(B) = 1,706 P=0,04 Lina ) Aot cilS Ly sdaial) ol Jols v/
adlly 1)l Alall e Jsliall 603l daa S JELy oo ) ddla o sibaaies ol 138 afie
b o) A i€ i Lilaa) Bl LLoY) 13 oS5 (&L Jild jhall Jelse (g Anaiiall
Wladly sl 80l (e AU 13 (38 Lo ) ALYl <%60,8 Axsdie Lewd (yslsliny cpdll Ayl
LSl Jile Gigan ylad salyy AL ¢l gunSU Ao slaally

%16 Msa & Ja aag (Exp(B) = 1,697 P=0,03 Laay¥l daws <l a0 o g i) v
Jile o Tolaas) 2le il llin B (R0 Jiile agaal j3kaises 3l agadi g )] agadd (jae
O S 438 G5 %38 asaill o i) pe L)y 8 aapal) dpess ciilS g ) o sand g il (g S0
) bl ha dale 43S e GRI Gmin 2 et (RU oI Ly (R U L et
Arpiiall audll e @Dlginl o S sLall aat (S a3 agad g i) G ) ALYl el
sl LA (adiy oyl saly)

aedl (e Loy %13 & sf Exp(B) = 1,336 P=0,001 {inay¥) Ao il ¢l S e liall v/
il Liloan) 2ly (S0 Lagiilp e Ja Lae o 8L Jile pgaal Ciamy o (80 ol puaid) deslie
H6 JELs %40,5 Liuly 8 HOMA 3 e Gl suiSU dagliall dgns o R0l Jile aimpe dpasi
iilesl) Al sl Jelses Bl ae Lol (o 8L Jile ipany Bala Dyga anli ol puiSl) e glid)
A R adiyd casliall o3 Jaaadl sayfiiall dalall (el e Bale Gy WA maudl Cus (o2
(g R Jdle 3k AL aluZal

Univariant ams jeieS Ll vie Gl 5l dale il a6 A jaall aY) Jalsall 20l 5

tleia s ol el 300xie A )AL AaaY) o328 clly (S
dag S ‘5.11,3).&5\ Lalall oo duhe ve liuhy 8 laay Cua @u}m Lilall gli) v
sabie Al LYl oda e 48 2y (P<0,001 il Cua (R Jile po Uiliaa) Lila als))
S e Ll A AU Al Jie sagasall (AY) dalgall e 4l ) asry aag ccliana)
Dl b s Lyl Jaalal gl e e %50 lsa and Cum by s drniiall andl
Al IGT cigaal Bilaa) 2l o lad agual (SLEN Jalall g i) oy Gl JELy 558501
GRw 6la (g ysham Al halall gl e e %15 O Dy Lae o Syl baxlall ewl ae
9 S e gliall e Ll Jaiiyy LS (2 s
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CulS Gy R Jile (s Lein Tilaas) als Baliy) 4ab 6 aay adiiad) el ol V)
oSy Whys «%59,5 Liwlyy & adiiall adelill (553 (S0 Jile dage dui Cialys <P-Value = 0,005
Ly o oSabs cadiiall alelll sgiuall ae il Alall e eldal) alaiy Agusl) shall Jass ol
oda ol sall Ldpmdll Talal (e a3l o ol elaay) ol ssiuall ge Lo @lly
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(1892 Bws R 1A 3k yhad 5ol Ly e laiey ek aag GG <%70,9

e w2 o iilas) el clmiall sadxie ) saasll lgiuh Lt ol dalie (e A5 Loy @
L LS (R dile 3l b Uaglod aled layes ) ALYl Wi 8 &als Gawsy Laasa
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tJe lgina
e Uiy omge e %759 At s Cus alliilly laall e alabll ggiae etk
Olla adpaile ) Gaiiyall 2l o3 0903 Ly clagy liadlly 481l (ga s 5 > (5lsliy
Al e LD b Ll pliee 0585 Ujlead g6V Dl el o3a (el b Lsma
apiall andll Dlginl salyy (Alall e S AU e lagtiles cpdall ol Al il
@R Bl Cigan Hhad e s Lae ¢ alpnaS Zaslially Alally ol 30l (Bl chnyealls
2 haas &L 21 ) oyplas Ll
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Abstract

Background & Obijective: Prediabetes is a global health problem, which is an intermediate

stage between normal glucose metabolism and type 2 diabetes. The reported prevalence of
prediabetes varies widely from study to study, and the incidence rate varies according to sex,
age, race and place of residence.

The aim of this study was to estimate the prevalence of prediabetes in a sample of Syrians,
and to explore the associated risk factors among the participants.

Materials & Methods: A cross sectional study was conducted during two years 2014- 2015.

601 participants aged > 18 years were screened in Alassad University Hospital. Fasting
glucose, HbAlc, glucose after two hours after eating, triglyceride, Low Density Lipoprotein,
High Density Lipoprotein, TSH and insulin, in addition to weight, height, waist circumference
and blood pressure were measured in all.

The study was performed using SPSS statistical software (version 18 statistical) and
Microsoft Excel 2010.

Results: The prevalence of prediabetes in our study was 16%, mostly females, especially aged
> 58 years, and among the obese. The age of the patients 45,96 + 12,74 years.

The most important risk factors in our study are advanced age, obesity, family history positive
for type 2 diabetes, marriage, overweight, eating saturated fat, high blood lipids and insulin
resistance.

Conclusion: The prediabetes is a common disorder in most populations worldwide, so it is
important to conduct a general survey of high dangerous people as part of routinely general
medical examination systems for early detection, and to design public health strategies to

prevent and reduce associated morbidity by appropriate interventions to these patients.

Keywords: Prediabetes, Risk factors, Hemoglobin Alc, Syria.
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