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The clinical course and quality of life of diabetic nephropathy in patients with
chronic kidney disease-induced diabetes Type 2 was studied under the SF-36
survey. For the study, 60 patients with chronic kidney disease were taken for
examination. Of these, 40 QD type 2 patients make up core group 1. Control
group 2 consisted of 20 SBK-infected non-QD patients. A "SF-36" questionnaire
was used to assess quality of life indicators in patients on the examination.
According to the SF-36 survey, all indicators are separated into physical and
mental components. In patients with chronic kidney disease-complicated
diabetes Type 2, there was a decrease in quality of life by the physical
component by 23.5% and by the mental component by 16.9% compared to
patients with chronic kidney disease who did not have diabetes. Patients with
chronic kidney disease as a complication of diabetes mellitus were observed to
have more severe SBK compared to non-diabetic patients, and quality of life
indicators were found to be dependent on the severity of SBK.
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RELEVANCE OF THE TOPIC: The 21st century is
characterized by "diabetic" life circumstances in the
entire history of mankind. Over the past 25 years, the
prevalence of Type 2 diabetes in the United States has
almost doubled. In India, Indonesia, China, Korea, and
Thailand, the rate increased by 3-5 times. In 2007, 246
million people worldwide suffered from diabetes, which
could reach 400 million by 2025. While 310 million
people were infected with glucose tolerance disorder,
known as "prediabetes", by 2012 the number had
increased to 480 million. The prevalence of diabetes
has been observed to increase significantly, especially
in developing countries. For example, in Mexico, 18%
of the adult population is expected to suffer from Type
2 diabetes by 2025. According to the WHO, there will
be 130 million diabetics in China and India by 2025,
whose treatment will require nearly 40% of the health
bujet. This hinders the economic growth of these
countries. This trend is especially clearly observed in
age groups over the age of 40 and is characterized by
Type 2 diabetes, which is 85-90% of the total number
of diabetics.

Diabetic  nephropathy  ranks  third  after
cardiovascular and oncological diseases that cause
early disability and high mortality. Only 20% of
patients with Type 2 diabetes reach or slightly exceed
their average life expectancy. For a long time it was
believed that type 2 diabetes is a completely harmless
disease, and therefore it was not given enough

attention. But the results of a quality of life assessment
of patients aged 35-55 with mild type 2 diabetes and
impaired glucose tolerance showed that every fifth
patient died after 11 years.

Currently, diabetes is the main cause of the
development of SBK in developed and developing
countries. In 20-40% of patients who began treatment
with SBK for the first time in the world, this disease
was considered the main diagnosis. The number of
new patients with Type 2 diabetes in Australia First
increased 5-10 times between 1993 and 2012. In
Japan, the number of new patients who started kidney
replacement therapy for diabetic nephropathy
increased 7 times between 1983 and 2015, accounting
for 40% of the total number of new patients. Thus,
over the next 10 years, 30% of the $ 1.1 trillion
worldwide - the estimated cost of dialysis treatment-
will be spent on the treatment of DN. A study of
diabetes in the United Kingdom found that the rate of
newly diagnosed Type 2 diabetes patients moving from
normal albuminuria to microalbuminuria,
macroalbuminuria and kidney failure was 2-3% per
year. With an average medical follow-up of 15 years,
40% of the 4,000 patients included in the study
developed microalbuminuria. In a DEMAND study
involving 32,280 patients with Type 2 diabetes from 33
countries, microalbuminuria was observed in 39% of
patients, and its prevalence rate increased depending
on age, duration of diabetes, and the presence of
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hypertension. The factors listed above determine the
importance of the problem of Type 2 diabetes both
socially and medically, and the above facts that
indicate its cause in high rates of the development of
chronic kidney disease once again confirm the actuality
of the subject.

RESEARCH OBIJECTIVE: Clinical course and quality
of life study of diabetic nephropathy in patients with
Type 2 diabetes mellitus with chronic kidney disease
based on SF-36 survey.

RESEARCH MATERIALS AND METHODS OF
EXAMINATION: 60 patients with chronic kidney
disease were taken for examination. Of these, the 1st
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core group consists of 40 QD type 2 TTA clinic 3
Endocrinology unit and patients of the riiaetm diabetic
nephropathy unit. They have an average age of
56.7+1.0, an average QD duration of 10.5+0.8, and an
average SBK duration of 6.2+0.7 years. Control group
2 consisted of 20 SBK-infected non-QD patients. They
have an average age of 55.8+0.9, with an average
SBK duration of 6.9+0.8 years.
In determining the severity of chronic kidney disease in
patients examined, two indicators were used:
glomerular filtration rate (GFR) and symptoms of
kidney damage (proteinuria, albuminuria). Depending
on their combination, 5 stages of SBK are
distinguished:

Table-1.

1 Nephropathy symptoms, normal GFR >90

2 Nephropathy symptoms,

Slight decrease in GFR 60-89
Average decrease of 3 GFR 30-59

4 average decrease in GFR 15-29

A "SF-36" questionnaire was used to assess quality of
life indicators in patients on the examination. The
survey is made up of eight scales.

1. Physical function scale (PF) - execution of various
physical loads determines the possibility-from minimum
(self-service) to maximum (long walks, running, doing
sports without restriction).

2. The physical factor scale (RP) is a specific
age specific and defined as reflects the ability to
perform work that is socially relevant (professional
commitment, household).

3. Physical pain scale (P) - significance
determined by survey and it can cause simple
restriction of patient activity.

4. General health scale (GH) - subjective
perception of the previous, current state it allows you
to assess how to do and determine its prospects.

5. Survival ability scale (VT) - experience
internal energy, reflects the non-existence of fatigue,
the desire for energetic actions.

1 Nephropathy symptoms,
normal GFR >90

2 Nephropathy symptoms,
Slight decrease in GFR 60-89

Average decrease of 3 GFR
30-59
4 average decrease in GFR
15-29

6.1 social aspect scale (SF) - towards full-
fledged communication, development determines the
feature (family, colleagues, loved ones, etc.).

7. Emotional factor scale (RE) - the emotional
status of the patient, his reflects the impact of feelings
on everyday activities, the attitude towards those
around you resumes. whether there are problems in
the Ish process and within the wusual activities
evaluates.

8. Mental health scale (MH) - level of
neurotization, depressive determines predisposition to
circumstances, feeling happiness, spiritual peace,
calmness.

All indicators according to the SF-36 survey are
physical and mental decomposes into components.
Physical function (PF), physical factor (RP), physical
pain (P), general health (GH) - enters the physical
component. Viability ability scale (VT), social aspect
scale (SF), emotional factor (RE), and mental health
scale (MH) - enters the mental component.
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In the survey, answers are scored from 0 to 100
points.How many points the large number indicates
that the quality of life in the patient is at such a high
level and vice versa.

Glycated to assess the state of diabetes
compensation hemoglobin  (HbAlc) levels were
determined. Glycemia amount glucose-oxidase method
with the help determined on an empty stomach and 2
hours after meals.

RESEARCH RESULTS: Patients in the main group in
2 groups according to the SBK stage separated: 16
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patients in Stage 1 and 2 of Group 1 SBK, average age
54.8+0.6, average QD duration 8.7+0.9, average SBK
duration 5.2+0.7 years. 24 patients in Phase 3 and 4
of Group 2 SBK, with an average age of 58.5+1.0, with
an average QD duration is 12.7+0.8, average SBK
duration is 7.2+0.9 years (Table 2).

All 20 patients who make up control group 2 have SBK
1 and 2- patients at the stage. They have an average
age of 55.8+0.9, with an average SBK duration of.
5.9+0.8 years.

Table 2.
Glomerular filtration rate (GFR) and kidney damage chronic in terms of symptoms (proteinuria,
albuminuria)
QD type 2 patients with kidney disease complications SBK stage distribution by

SBK stage number age
1-2 16 54,8+0,6
3-4 24 58,5+1,0

In order to determine the level of compensation
for carbohydrate metabolism, blood sugar levels and
glycated hemoglobin levels were determined.
According to this, the average blood sugar content is
6.85+0.12 mmol/l on an empty stomach, 10.54+0.12
mmol/| after 2 hours of meals; the amount of glycated
hemoglobin is 7.07+0.12%. The examination included
patients with blood sugar levels and glycated
hemoglobin indicators close to the state of
compensation. The reason is that the decompensation
state of QD itself also leads to a deterioration in the
quality of life.

QD duration SBK duration
8,7£0,9 5,2+0,7
12,7+0,8 7,2£0,9

In all of the controllers, the SF-36 questionnaire
was fully completed. According to this, the variation in
SBK severity in QD type 2 patients with chronic kidney
disease is as follows: Group 1, i.e. QD type 2 patients
with stage 1-2 SBK, have decreased PF-15.3%, RP-
44.7%, VT-17.7%, SF-9.3%, RE-27.6% compared to
those in the control group; Group 2, i.e.3-4 stage SBK
48.9%, P-4.6%, VT-24.2%, SF-16.3%, re-31.4%, MH-
4.3% decreased compared to those in the control
group; Group 1 patients showed almost no change in
P, GH, MH, and Group 2 patients showed almost no
change in GH.

Table 3.
SF-36 survey shows changes in SBK weight levels in QD type 2 patients with chronic kidney disease
complications
SF - 36 survey scale Control group QD type 2 patients with complications of SBK
SBK 1-2 stage SBK 3-4 stage

PF 58,8 49,8 46,4

RP 61,5 34,0 31,4

P 21,75 21,2 20,75

GH 30,0 30,0 29,8

VT 61,5 51,0 46,6

SF 21,5 19,5 18,0

RE 59,5 43,1 40,8

MH 62,2 61,6 59,5

In Group 1 patients, the physical component is 21.5%, the mental component is 14.4% compared to those in
the low control group; in Group 2 patients, the physical component is 25.4%, and the mental component is 19.4%

compared to those in the low control group

\
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Table 4.
Indicators of physical and mental components according to the SF-36 survey in patients under

examination
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Components per SF-36 | Control group

QD type 2 patients with complications of SBK

survey SBK 1-2 stage SBK 3-4 stage
Physical component 43,01 33,75 32,09
Mental component 51,18 43,80 41,23

CONCLUSION:

1. Glomerular filtration rate (GFR) and symptoms of
kidney damage chronic kidney disease by indications
(proteinuria, albuminuria) in QD type 2 patients with
complications with SBK stage 1-2 stage 40%
in patients, the 3-4 stage was found in 60% of
patients.

2. In patients with Type 2 diabetes mellitus, which
is complicated by chronic kidney disease patients with
chronic kidney disease who do not have diabetes the
relative quality of life rate is 23.5% on the physical
component, mental there was a decline of 16.9% by
Component.

3. Chronic kidney disease was a complication of
diabetes mellitus SBK is more severe in patients than in
patients who do not have diabetes performance and
quality of life indicators depend on the weight level of
SBK.
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