Table (

RESULTS

1) i Comparison between ¢ases and controls as regard

= Studied groups | Cases (n = 34) Controls (n = 20)
Agein years
X | 13.029 "10.95
+ SD +2.897 +4.161
t Lon
B >0.08

This table shows no significant difference between ca

age
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RESULTS

Table (4) : Compaﬁson between cases and controls as regard age

Studied groups | Cases (n=34) Controls (n = 20)
Age in years '

X 1 13.029 Tuws

+ SD £2.897 £ 4.161
t - 1.971
p >0.05

This table shows no significant difference between cases and controls as regard

age

(68)



Female 528 %

. Case

Figure (1) Piechart showing sox distribution of 34 IDDM patients,

Female 45 %

Male 55 %

Controls

Figure (2) Piechart showing sex dstribution of 20 normal control,



Table (6) : Fasting and 2 hours serum glucose levels in INDDM patients | {

and control-group.

Studied groups Cases Controls t p

X Tz [ [x | |0
FBS 20682 | £ 3999 | 75.15 | « 5976 | 18.844 | <0.001
6128 193.75 | £ 4.253 | 21208 | <0.001

BL.S after 2H 131754 1 &

This table: shows a significant increase in fasting and after 2H serum glucose

levels in cases compared with control group.
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) O g

died

groups
No. % No. %
Cases 5 147 29 85.3
Controls 0 0 20 100.0
Z 0 1.285.
o >0.05

This table shows no significant difference between cases and cotnrols as ragard
Prevalence of positivity of ANA

(71)



Table (7) : Distribution of the casés and cotnrols according to results
of ANA.

ANA | Positive Negative

died

groups
No. % No. %
Cases 5 14.7 29 - 853
Controls _ 0 0 20 100.0
Z ' 0 1.285
P >0.05

This table shows no significant difference between cases and cotnrols as ragard

prevalence of positivity of ANA

(71)



tble (8) Lipid profile levels in IDDM patients and control group,

" Studied Cases Controls t P
groups

id

>

(mg%)

X + SD X + SD

Mesterol 186.88 | + 36.79 147.25 |+ 8.955 1 5.986 | <0.001
glyceride | 85.118 | + 28.995 | 75.5 + 5.826 | 1.871 | >0.05
L-c - 46.65 + 7.93 47.5 + 546 | 046 > 0.04
L-C 123.74 | 34.37 48.69 + 998 |6.2 <0.001

1s table shows :-

significant increase inserum cholesterol levelsin cases compared with controls

10 significant increase in

controls

o significant increase inserum HDJsClevelsin controls compared with cases

significant increase inserumLDI:Clevelsin cases compared with controls
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serum triglyceride levels in cases compared with

| )
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Table (10) Clinical and laboratory findings in subjects with IDDM divided

according to presence or absence of ACA IgG.

ACAIgG+ve(n=9) ACAIgG-ve(n=25) | Signiﬁcaqce

|
Age in years 12,333 + 2,345 13.28 + 3.076 | t0.952 | >0.05
male/ female 4:5 12:13 22 | >0.05
ratio- |
Disease 3556 & 2128 | 4.76 T 3358 |t1233 | >005
duration in :
years

FBS mg/dl | 219667 ®  s4615 | 20216 & 33311 10,902 | >0.03

BL supar | 36889 & 9256 | 30888 & 46589 10869 | >0.05
after 2Hmg/
dl

HBAic % 10622 % 1871 | 8.7% % 1.794 | 12.593 | <0.05

Microangiop- (n=5) $5.5% (n=4) 16% | ¥53 j <005
thic
complication

This table compares ACA IgG positive and negative casés and shows :-

- no significant difference between ACA IgG poé_itive and negative cases as
regard age

- no significant difference between ACA IgG positive and negative cases as

regard sex -

(14)
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Figure (6): Microangiopathic complications
in ACA IgG and negative
ACA lgG patients
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glucose levels in positive

ACA 1gG and negative ACA IgG
patients



- no significant difference between ACA 1gG positive and negative cases as

regard disease duration.

grificant increase in fasting Bl. compared

» N0 5i Sugar in ACA IgG positive cases
with ACA 1gG negative cases.

ant increase in Bl. Sugaf after 2H in ACA 1gG positive cases

. mno signific

e WL AR

: : : » o
ease in HbAic levels in ACA IgG positive cases compare(\ wﬁL

- a significant incr

ACA 1gG negative cases.

ease in the percentage of microangiopathic complications in

- a significant incr
ACA 1gG positive cases compared with ACA IgG negative cases.
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ACA lgG -ve

Fiqure. (5):
| in positive ACA IgG and in
negative ACA IgG patients
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Table (11) ¢ Lipid. profile in diabetic subjects

prsence or absence of ACA (IgG).

divided according to

ACA1EG Positive ACA 1gG negative ACA IgG t P
(a=9) (=258 |
profile )
X 2 SD X + SD

Cholesterol | 200.889 :l:” 40.349 | 182.64 T ]3464 |1206 |>005
Triglyceride | 1067781 % 21948 | 7732 T | 27498 |3.219 |<0.01
HDL-C 46.333 + 9.394 46,76 * 7.628 0.123 > 0.05
IDLC SEo T [#0167 12048 | x |3231 |0837 | >005

This table compares ACA 1gG positive and ACAIgG negative as regard lipid

profile and shows =

compared with ACA IgG negative cases

compared with ACA IgG negative cases

ragard serum HDI.-C levels.

regard serum LDL-C levels

(76)

non significant difference between ACA IgG po

no significant increase in serum cholesterol levels in ACA IgG

a significant increase in serum triglyceride levels in ACA 1gG

positive cases

positive cases

non significant difference between ACA IgG positive and negative cases as

sitive and negative cases as
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Table (13) Laboratory data in Control Group.

No [ Age | Sex Bl Sugar | ANA Lipid Profile ACL
" Tasting | Afler Cholest | Trigly | HDL [ LDL | 1gG | IgM
2 Gpl Mpl
T {5 [ G |wo| - | 150 | 70 | S0[8 |19.-] LI
211819 73 90 1 - 130 | 75 [ 45170 ] 48- | 16-
3(16]Q TR EE 140 | 70 | 48 | 78 | 208 | 13-
aj1alo 70 19| - 1 135 [ 8 | 50 | 69 | 195} 13-
ST 10 [ | 80 {95 | - | 145 | 70 | 48 | &3 [224-| Ll-
6 It 75 || - [ 150 |75 | 38| 971182 08-
7] 8 | @ 80 | 90 | - 145 | 80 | 45 | 84 | 192-| 14
Bl 7 1g | 78 1951 - [ W5 |70 {40 82 [j0l-| 2&
99 g 0 (9| - 150 | 80 [ 45 | 89 [ 11.9-| 3.0-
0] 10 | Q 80 [ 9§ - [ 165 | 75 ¥ 59 | ot | 20.6- | I.1-
i e 80 1100} - | 145 | 70 | 49 | 82 | 226- ] 13-
121 8 15" [ 8 J100] -} 165 | 85 |45 [ 103 [ 93- | 29-
Bi 14 |g" | 70 [ 95| -1 155 9 | 43| 94 | 69- | 2.3-
149 [Q [ 8 [90 | - [ 156 | 80 | 45 | 89 | 85- | 25-
15|15 (g | 70 [ 9 - [ 1451 75 [ 58 ] 72 [224- | 1.3-
6] 1710 80 [1o0] - I55 | 70 [ 45 | 96 [ 123-] 23-
1778 [ & | 30 Moo | - [ 135 | 80 | 50 |69 | 12.4- | 3.2-
187 6 [s*| 8 Jo| - 150 | 75 | 38 | 97 [ 11.8-] 3.0-
19({ 8 J Q[ 75 [ 8 - [ 140 {70 | 45 | 81 [10.4-| 2.8
20) 6 [ g | 70 9| - [150 {70 |55 781 118 | 30-
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