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Prevalence of Diabetic Retinopathy in Type 2 Diabetes Mellitus
Families in Yunnan Province
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[ Abstract] Objective To detect the prevalence and the genetic pattern of DR in type 2 diabetes mellitus
families in Kunming. Methods We selected T2DM outpatients or inpatients with family history of diabetes in Han
nationality as probands from Diabetes Department in the First Affiliated Hospital of Kunming Medical University in
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Kunming, from January 2010 to January 2011. We collected 19 T2DM families with a total of 147 different—pedigree
family members. Then we retrospectively recorded the clinical data from all subjects with questionnaires, including
the history of diabetes/hypertension and other special diseases, as well as age, sex, family history, smoking history
and hypertension history. Results (1) In 19 families of 147 folks, two cases were of newly diagnosed T2DM with
DR (2/147) and the prevalence of DR in the population was 22.45%.
first—degree relatives and second—degree relatives were 57.89% , 22.11% and 3.03% , respectively. (3) The

(2) The prevalence of DR in probands,

prevalence of DR was higher in women (17.69%) than in men (4.76% ). The prevalence in mothers of probands
with DR was very high (83.33%) , and there was no statistically significant difference in the prevalence of DR he—
tween brothers and sisters in siblings (P>0.05). (4) The ages of subjects in NGT, IGR and T2DM group were
(33.13+18.15), (54.43+11.35) and (56.15 + 11.98) years old, respectively; there was statistically signif-
icant difference in ages between the IGR group and NGT group, T2DM group and NGT group (P<0.01) . (5)
(47.65 +
17.17) and (21.94 + 14.32) vyears old, respectively; there was statistically significant difference between

The ages of probands, first—degree relatives and second—degree relatives were (52.58 +10.27) ,

probands and first—degree relatives, first—degree relatives and second—degree relatives (P <0.05). The ages of
T2DM probands with DR and the T2DM siblings with DR were respectively (58.09 + 7.71) and (56.09 + 3.99)

(6) The subjects with
especially the majority of 50 to 70 years

years old; there was no statistically significant difference between two groups (P> 0.05).
Age = 50 years old accounted for more than 90% of the DR population,
old. (7) The patients with the duration of diabetes of 5 to 10 years accounted for 50% in DR population. There were
5 probands with DR with the duration of diabetes less than 5 years and 6 probands with DR with the duration of dia—
betes of 5-10 years; There were 7 siblings with T2DM and DR of probands with the duration of diabetes less than 5
years and 4 with the duration of diabetes of 5-10 years; there was no statistically significant difference in the dura—
tion of diabetes between two groups (P=0.392, P>0.05). (8) The number of families with= 2 DR patients ac—
counted for 47.4%. The number of families with mothers of DR as probands was 10. Conclusion (1) The preva—
lence of newly diagnosed T2DM with DR is 1.36% and the prevalence of DR is 22.45%. (2) The prevalence of DR
is higher in women than in men. The prevalence in mothers of probands with DR is high, and there is no statistically
significant difference between brothers and sisters in siblings with DR.  (3) The further the kinship of the population
is, the lower prevalence of DR is. Compared to the T2DM probands with DR, the T2DM siblings with DR is in ad-
vance. (4) The DR population are mostly the older crowd, the duration of diabetes of which are at least = 5 years.
(5) DR may happen in a familial aggregation way, and maternal inheritance is an important feature of the study
population.
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FOBEI & 3241 (impaired gloucose tolerance, 1GT) ,
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Tab. 1 The basic composition of diabetes mellitus families

AR 4
FERRAT (n) T2DM (47, 12/35)
NGT (86) IGR (14) — —
AfEDR H AL (14) £ DR & ANEL (33)
SeuEE (19) 0 0 8 11
LB 2 2 0 0 0
IS 12 0 2 0 10
J) 18 9 2 3 4
SRR 5 EL7S 35 17 9 2 7
JLF 9 9 0 0 0
ZJL 19 18 0 1 0
ZHEE (33) 31 1 0 1
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DR M Z R 22.11% (21/95) ; — K EJEFE DR
H 16, HBREER 3.03% (1/33) .
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