\g4d
L0 SRS g 3907 4 Mo ;o 9 Mine Bler OB 53 yd guudl & Sunglio duns o

" ol Sgrun 558 ¢ To813 9 il Jedee 58 ¢ HlBdlo i 557
Ol 38 lslal Y dlghol (Ko ke oty (2SI 5 sy Slacsslon Slidiond S 0 sy janainza )
phler 5 S gy lasilen a5 5 SiseT S e 5 Olginol (Sij pske oKl Olghaol &SI 5 gy sl Loy
Olgiol (Kb, pshe ol d e 5 5 Dl S n 3leal ¥ (Ol (S5 pshe ol

505,55 53 bl oS ol LKy on e LSS Jals (AN) IS S o5 555T 1 B § die )
i oot gt 5 Sl o il 31> S OT 3554 55 o8 alse 5SS a0 55 01, LS5 SR 5 slacer
53 o el 4 Conglin andllan ol 53558 Wil S w5 T Slaanls sloul Cor go Ll oo o gl 4 Can sl JLis
A aglis AN O Bl 065 4 AN 43 Bl 0L

03,5 5 AN G 3lse ;7Y 0,8 K ot o fio o SAST 51 50 BMIL SIS ey 8 55 55 il 2l (595
o Caslin 5058 Sy 0 i o gl 5 SIS e gl il T AN slaamls 3505 Ok L5 VP Koo
3 5 alows HOMA U5 G o gl

Lb Aaloee VY/YF/N 5 VO/OMO s 5 4 AN au e 12 g Mm 095 55 53 0 kil o gl Sl (AL
55 (P</00) did aclowe /744 /8 5¥/0-1 /8 AN & Mo 8 g Mn 03 8 95 53 o el 4 Cunslie ke (P<:/20)
VEF-V S 8 (o ma 3l 4ids ¥ (AQ/D\Y ME/d] kil o a5 o Kke AN @M 05 5 53 508 Jasws SiolesT
CAVA o5 5 an palie onl AN 4w 2 05,5 53 535 (ML) Vo V¥ day a2 VYr 3 5 VWA-FO day 4ids £+
b3 gme 4ids F 3l w W 0s S 55 CoDstl sy (mg/dD) Ve oYS 5 IYYYE ALY

AL Bl 5131 5o gl 4 S glie s g (61 sl Ll o AN 487l 03ls OLES anlllas ol 53 1S g8 ARl
o3 o il 0 S sl ¢ G 8 55T ST (S0 39

’CV'—’C;;(/G)/‘ 0)})."”/"CC-~}; J[Ad)[a;u 44[«@ A?‘/V'/D ;j’:jf""f Ar‘/l !/Vfd[i»d}.a}

L ol st sl dlamtan S8 (ol oot 55
R &SPk Insulin growth factor (IGF-1)
oSl o p 4 el 03 L sn s oy 4 el e 5l

() 5Y) <l Transforming growth factor

Miﬁwywigijdgsgww\ﬁ

slacsSy s (AN) [l K5 58T
Sy 5l ed 2 538 il 3 &y n e
3 sl e 1 o B (s s e 5
()35 0 0ti3 03 8 oty 5 0, dlaS
3o Sl glaysSB S ys AN G5 gl ks

‘)Cjaduw}h}ﬁjr)u\_ﬁ‘&uw%bfﬂ\_{

&b}&#ﬁdhd)@&%;fwﬁ&@wGb)bw}}i;jﬁtuw‘_ugbu@fﬁaJ)}Md—sjﬂ

sadeghian@sdlrc.mui.ac.ir ¢Sy 2SI oy


Z.Khani
Highlight


VI SIS et 5538 T 0 Shan e 5 s Bl U5 3 o ol 0 Con sl g s

35 AN Mo 05,5 48 515 Qi )y o) s
N3 emn e Vs 1l S 05,8 L e e
TP T P U A P Y U e
A s Jstee GTT lls Jlan A SuilSS S 5 5lST
P =l 03 i pp dn g el ubs 4 M e
5 Sl Lol en olig) iy s sb 4 o (gl elaw
AN 4 M 3131 A slgrig o5 azdls Sil53l 5 558T
(V)L 55 b o sl 4 Conlie s 51

5 opt s e L AN ol en s aalllas )
odns Ol 0T 4o &5 ol ) S50y 98 SN
23 O gl an maglin 5 0 o Sl Sl 6 SYL st
o LIS o sy anlS ) 1o AN 43 Obley
5l e Sl (VL e (glls ol 31 05 ST
NS S gy 50 sladMes!

CladMestt b AN ol s ) 40 S0 (glanlas
o gl 4 (6 5 e Caaglie 0Ty a8 s S sl
AN O3 05,8 L aaslin ;3 AN Sy, S s
53 s 5 o d Sobs pad 5 b sdalie (P=2/0Y)
33 TNY 57N/% 5 AN 65,5 45 1NY/% 57/0/A GTT
ODP> /00 3,15 AN 5055

23 sl 4 Caglie 3 g (o) addllas pl Ol
U5 bl 53 WIS S5 5 81T 4 Sen Bl 00

2Dy sy ad)le pl 4 N o Bl

Ll 95
(Case-control) dalia_ 5,50 g, 5l andllas ol
5 S ohe BMD Gl 065 ol 3550 05,8 .23 5 00
0L bt 05,8 5 AN 4 s (50 2 p 8 ST
D33 5 3105 8 55l B Solem D3k Bl
5 505 0SS ;s ea b (BMD) 0y 35 4l 5 6

oo G o gl 4y S glin (Ll s ] ]

w aslie (M558 AN wabuiie loeSS sloul Lo 5o
S5y O gl (6505 Hie &S Bl o BT Sle ] s
a5 sd oo Canilen Eslaods 5 dy 4 OT Jlail 31 Jg 5l
O el b O 5 A8 HI8T 2s 4 il 5 i &S (500
PN e S PPN E N E P N
po) Sl g3l S 5 IGF-T 4 Ly e slaets
Slaan Lo sloul o o o gl 035 VU 1 ciyls 5 52
(V)35 2 AN swy
e e 5y 53 (o) g et El (S
r S N il oy o 0y b 5 S
5 Joam SalesT ol (S Ol 21 03 i
213 Olslasy Jald dm dlo jo 655 53 B 0k fibes
shoul gl m oUls 0T 53 48 358 o udl @0 atel s 2
b A 5 05 A i kK gl ST o s
S gl s Cnsle (ol 0 gDe (F) 15 5 g
Sl o el o4 0l 4 i 0 S slais e
O e glie 45l 0t 4 (D)3 55 o o s
oz 5 s loy 51 (6313 Sl 4o Sl (Ko o g
VU o sas 5 055 slaed 53 Il 5 0 L
5 HDL 55 el 0T (a5 ook el 6 5 58,
sl odalics 5 b 51L.(F)Asl I8 (65,8 sl
SS9 Ay 5T (Bs e o ol b b Sobs S
3P 2 595 Dy A8 J ST 5 Sl ol e
B8 39Sl 51 555 (s Tl S5n LISl
SSes o gl et S A5G o el 310 (5 5155
S s 53 8 55 B8 53 MKl (6518 31 s ol
(s gl e (V5 A) ALBL oS S g Jole oS
wligu_a,'ap,c_w“uwu)fsu&ﬁ@
g Ceglia £ st glaalllan 55 (7 54 )l ¢SS
o=l 5ol sy AN L Ol 53 0T as,le 5 o sl

o sl 5 55 IS s ala3T ks 51 0 jles



/\fijc‘;OJwaﬂc/\OJjbcCMﬂxLSLb&)LoﬁMM/ FZA

Ol 552 ¥V/FF 5 e Sla 15)V e (o 8 LS AT
AYAY JLw AV 5 5 as dali oy 8 3 s ke oyl
2303,5 55 5y 35 W10 5 fe Sl VWA (o S LS
55y SolaT Sl sima Ml 548 35050 ) (a!.xf@,a
RGN

A dals 53 5 09,5 53 il pyw o et e
(P<e/00) 55— pu/mlA\Y/Y-F/) 5 V0/0MO 5 5
G Gy os S 3355 gl o Cslin KL
(P<o/00) i drlowa Y/544 /8 5 ¥/0-1/4

oot dsdr 53058 33 S I8 oot 2lesT e
05,5 9305 A5 ke oMl Lol 0l 0315 DL )
N3 smn LT a5 515 o a1 ey 0 i )
(P<e/00) 5

43,50 058 LDL yHDL o ol (s 5 o SiLee
N PN - PP GPRE § 5 o P8 SRC IR TARLY N

(P>/+0)5 5 mg/dl V\V-FY 5 FO-\F (VOV-AV

W)
gl S0 e 457 s odalie ol andllae s

s b0 8 53 5 AN ke oy S 55 0 (il

QUT LDL ¢ HDL e Jfkgj_? Cla w c;}_lf

Slol3 31,50 .2 S 51,5 e lin 5550 5 A (5,8 o511
s 423138 LS andlas I 5 5,0 se

AN i8S slou ] (gL a 9,05 5 e 4l )
CSoIasl des STy slagls oyl S5 )
Al (Slaan ST (S 585 el (Lals S5 !
(S5

Sl Y

SIlee sladdas] plu 5 msls Cobs 4 Ml ¥
ol o3l jasis

S5 s sl ol s L b e o e
Jgn b 3l o gl 4o Cnglia 5 (5,8 o5l INS-Irma
(Homeostatic Model Assessment) HOMA

Glu 0 min(mmol/lit) x Ins 0 min(pu/ml) s

YY/0

O s asloes

9 SPSS )\j_s\ (aj_: )‘ PRy P b aosls J:.L>J PR

=6 8 &, 4o Independent sample t-test ¢ 4o 3T

il
(3550 05, 5) AN 40 Mee Bl 03 7Y andllas oyl o
(o SOln 58 815 350 Sl Bl 05 YF 5

CILw FYNYP 5 5 an 3,50 05,5 BMI 5 a5 0035

Pole olU1s wall 09 5 9 Acanthosis nigricans 4 Mo Gl Ob) 1o 3 o5 Joodd Cund =) ojled J9u>

ITAY Olgho! Kby
095 W8 (ke 095 W8 (pSle 095> W8 (1Sl b (Sl
Mow dada 1Y 3ow ads . ow dada Y- [ T E
5 Gy * 357 gl O pan 3ol O pan (mg/dl)
(mg/dl) (mg/dl) (mg/dl)
Vv VA-FO \VFE-V A/BNY AN & Ms o3 &
Veroxs \YY-YS Wy AV/Y-A daliog S

P<./v0*



VHRE SIS e 5 98T 0 Yhan b 5 s Bl O 3 o el 0 Con sl g lin

e (il acdls 5 e g Cnglin o sl 4 a7 Sle )
> ao Ll g5 oad Lal 5403 5 5 O 95 5 sl (6L
o 513 4K b 6l ol b Oy 5 4SS
U5 S A5 o el (6,5 Sy Slkie 0 g5 S8
YL o sl 4 Caaglin sl 31 s g 0 pd 5 il
sls 1y o SLad shw ¢ gl 5 ol a5 31
oS o Do 4|y oS 9 e (6551 45T AS e
3sbise oo 5l YL Ol 5 5 5 A4S
A Ods > iledis fds (6551 4 oS o o o lalde
SNt isd 055 Rl Pl 5 0,553 (0 S5
p@;&o;:ﬁwa@lﬁdﬁaamlméb;
b Jols S E Glais oy Slasin Ll 5 oo o g
3 )T cols (GTT s Il (o 3 O
sy (Il 55 S B e sl 5 555l 5T
Lo Ul 5 oo sl sdalie b Cdle G 052 AN
Colg 03 (V= INLS gl 4 S slae 5 g g d 520
S Cs o3l gy Pt SO AN S 8 Ol g5 o
ARl b 0T sy 08 by odar OT 5015
Vs3Il sl 4 Ceaglie Joo cglaie Jho 32
ksi_uﬁc,_a)‘\.cd_il:}_q-}\_gdLg-:\J_éU:c,_wl(jY
Slm AL a5 &S5 Ol e 4 Bab sla i leT
Cnslis 51 (AU 85058 Sl [ e 53 Ol Ladels

3,8 Do A gl 4

References

S 05,8 53 o gl gl 5 Le 5 AN
355 So13 an Vsl AN 05505, 55 5 AN
2t 5 n iy amalS pl ) gt 53 533
AL Gl 53l o gl & Cnglie 5 g (5l

4 s glan Cx..':'.s)}awa):e\f&uedl.}mﬁ
53 o 45 s 0sls Olis 23 8 Sy AN 5 o sl
N3 syt st daliog, 8 5 AN o Mo 8
S ol s bl s o gl p 5 oS
of ot 0k iy s sb 4 05 o gl e e 25,5 5
230k 50l Gl w5 s5LST 5 Sl U
S AN 4 Mse 31,51 487 s 03ls Ol (6 K5 aalllas
el Cmagli 5 o b Sl S YL p et
L AN alen o5 lasdllan 55 o oa (1)) Liles
LS 0lays b aS s 55158 gl 4 Cnglie
Sl Mol 5 055 SalS (oS Sl ST L 5
gt o=l 5 Sl s g AN sl as Sl
Cnglio 355 a0 AN S ol dlace ol oS b
VF)3yls S o g

D) 4y S Sl gl el S AN
s 0 sl 3 LSy e et LS,
el devs 5N 5 58 S S adle pl (V)35 e
ekl G 51 S S5 S5 o &S T e 2 0
IGF 5 ) il 355 oo or s 1) o33 Slaaedls b 5
S O b 50 g ) e AN slowl 4 0 gilas Jul e

1-Schwartz RA. Acanthosis nigricans. J] Am Acad Dermatol. 1994 Jul; 31(1): 1-19.
2-Judge MR, Mclean WHI, Munro CS. Disorders of keratinization. In: Burns T, Breathnach S, Cox N,
Griffiths C, editors. Rook's textbook of dermatology. 7" ed. Oxford: Blackwell Publishing 2004:

p.34.110-34.111.

3-Davidson MB. Clinical implications of insulin resistance syndromes. Am J Med 1995 Oct; 99(4): 420-60.

4-Stuart CA, Gilkinson CR, Keenan BS, Nagumani M. Hyperinsulinemia and acanthosis nigricans in African

Americans. J Nat Med Assoc 1997; 89(8): 523-7.

5-Laakso M. Insulin resistance and coronary heart disease. Current Opin Lipidol 1996 Aug; 7(4): 217-26.



I\?ijcf'OJwaﬂc/\OJjbcCMﬂxLSLb&)LoﬁMM/ fV.

6-Shwartz RA , Junniger CK. Childhood acanthosis nigricans. Cutis 1995 Jun; 55(6): 337-41.

7-Stuart CA, Gilkison CR, Smith MM, et al. Acanthosis nigricans as a risk factor for non-insulin dependent
diabetes mellitus. Clin Pediatr 1998 Feb; 37(2): 73-9.

8-Katz AS, Goff DC, Feldman SR. Acanthosis nigricans in obese patients, presentations and implications for
prevention of atherosclerotic vascular disease. Dermatol Online J 2000 Sep 6(1): 1.

9-Moller DE, Flier JS. Insulin resistance-mechanisms syndromes, and implications. N Eng J Med 1991 Sep
26: 325(13): 938-48.

10-Varthakavi PK. A study of insulin resistance in subjects with acanthosis nigricans. J Assoc Physicians
India 2001 Jul; 49: 705-12.

11-Lestringant GG. Association of acanthosis nigricans with risk of diabetes mellitus and hormonal
disturbances in females. Int J Gynacol Obstet 2000 Dec; 71(3): 267-9.

12-Araujo LMB, Porto MV, Netto EM. Association of acanthosis nigricans with race and metabolic
disturbances in obese women. Brazilian J Med Biol Res 2002 Jan; 35(1): 59-64.

13-Katz A, Sridhar, Nakdim SS, et al. Quantitative insulin sensitivity check index: A simple, accurate
method for assessing insulin sensitivity in humans. Clin Endocrin Metabol 2000; 85(7): 2402-10.

14-Kataki R. Acanthosis nigricans with severe obesity, insulin resistance and hypothyroidism improvement

by diet control. J] Dermatol 1999; 198(2): 164-6.



IRANIAN JOURNAL OF DERMATOLOGY WINTER 2006, Volume 8 , Number 6 (34);
Page(s) 466 To 470.

COMPARISON OF INSULIN RESISTANCE IN OBESE WOMEN WITH
AND WITHOUT ACANTHOSIS NIGRICANS
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Abstract:

Background and aim: Acanthosis Nigricans (AN) is characterized by hyperpigmented velvety plaques of
body folds and neck. Insulin can have a role in the pathogenesis of this disease and hyperinsulinemia
as a consequence of insulin resistance may stimulate the formation of the characteristic plaques of AN.
In this study insulin resistance was compared in obese women with and without AN.
Materials and Methods: Glucose tolerance test (GTT) and fasting blood insulin were measured in
two groups of obese women (BMI>30 kg/m?) with AN (32 cases) and without AN (34 cases) and insulin
resistance was determined using HOMA formula. Results: The mean fasting blood insulin in two
groups with and without AN were 15.5+8.5 and 12.2+4.1 p IU/mL; respectively (P<0.05). The mean
of insulin resistance in two groups with and without AN were 3.5+1.9 and 2.6+0.9; respectively
(P<0.05). The results of GTT showed that the mean fasting blood sugar was 89.5+12mg/dl and
following using glucose were 144+7 mg/dl after 30 minutes, 132445 mg/dI| after 60 minutes, 107+30
mg/d| after 120 minutes in persons with AN and in the other group were 8748, 13043, 122+26 and
100+26 mg/dl; respectively. The difference between two groups was only significant after 60 minutes.
Conclusion: Acanthosis nigricans maybe a marker of insulin resistance in obese women.
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