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Abstract: 

The destruction of the beta cells is the major part of form 1 diabetes. It is observed that according to the anti-gad 

and anti ia2 these two anti-bodies effect the destruction of beta cells. It is observed that these two auto antibodies 

effects on the destruction of the beta cells. It is observed that the according to these two anti-bodies the destruction 

of beta cells increases it is also observed that the role of beta cells the role of beta cells it is responsible for the 

proper observance of the insulin. If the insulin cell not proper observes in the beta cells it causes the form 1 diabetes 

so for this theory you observe the role of insulin. So for the avoidance of these strategies it is observed that the beta 

cells and insulin what they play role in our body.  So for the treatment of the form 1 diabetes we uses the method of 

the insulin therapy it is observed that the we trying to the multiples the beta cells so that the proper insulin is 

starting production and patients start healing. In the easy way it says that he we reverse the form 1 diabetes by 

using the multiplying the beta cells. In this study the mice must be included it is observed that the human has the 

type 1 diabetes we apply a multiplying method on it. We use the another analog in this study these analogs are 

called the brdu analog. It is observed that the brdu analog is responsible for the dna and it is generally associated 

with the dna. It is observed that the brdu plays a same role in the human like a beta cells plays a role in the human 

body. So we study the brdu and beta cells both to clarify that what is actually happened.  

Keywords: Brdu, beta cell multiplication, human, DNA, role, mayo hospital Lahore auto antibodies, proper 

observance of glucose. 
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INTRODUCTION: 

By the prevention and cure of a diabetes 1 patient we 

use the method of the multiplication in this method 

we multiply the beta cells which is responsible for the 

proper observance of insulin in the blood it is talk 

earlier in previous studied that the destruction of beta 

cells causes the form 1 diabetes [1]. So it is clear that 

insulin what plays in proper observance of glucose 

[2].  It is also observed in this study that this brdu 

plays an important role in the human [3]. It is 

observed that the brdu plays a same role in the human 

as the beta cells plays a role in the human body [4]. It 

is also observed that the brdu is not having one use it 

has a main role in the overall biology [5]. By using 

the different condition by using the different 

condition it is observed that the role of brdu in the 

beta cells had been observed we observes it by using 

the monitoring of the destruction of DNA [6]. Now 

from this you observe that the brdu and DNA and 

how it’s associated with the each other [7]. It is 

observed that the multiplication of the beta cells we 

have to studied the role of the brdu it is observed that 

the brdu resists the from the successfully mitosis [8]. 

The question is that the is the brdu is associated with 

the s phase entry it plays what role in the s phase 

entry  it is observe that the it is a very un relevant 

process during the dna destruction [9].  It is important 

to clear the role of brdu in the destruction of beta 

cells during the destruction of the it is very important 

to reveal this study [10]. The major goals of this 

study is to find the all the possibilities activities of 

brdu and the histone family member and any other 

causes [11]. The mayo hospital Lahore takes this 

clear and a danger so that its takes it’s very important 

so that this role of brdu and what it have to do [12]. 

 

METHODOLGY: 

In this study the human including in this study are 

must from the age of 11 to 13 week. It is also kept in 

eye from the age of the 60 to 70 week old. The sex 

include in this study are both male and the female. 

We leave them in the breeding balcony. It is observed 

that the human has access to another human. It is 

observed that the islet injection must be inoculated in 

the all the human. We performed a different types of 

the test and study on it is observed that the for 

dispersed study islets were have the digested with 

some other chemicals. We gave them a 24 hour 

treatment. 

 

RESULT: 

It is observed that the human beta cells in these cells 

we find the brdu cells in the humans of the form the 

islets treatment following figure shows that the how 

brdu and other chemical test had been conducted and 

then what role of a brdu in this. It is observed that the 

in the beta cells that some beta cells have the human 

islet culture. It is observed that the it is observed that 

the human that are removed from this study how their 

blood cells effects with in the 72 hours. It is observed 

that the almost the 6 percent glucose given to all the 

cases it is observed that these human AN A’ B C D 

D’ it is observed that the after from some incultion of 

the glucose how the body changes and blood cells 

changes it selves as shown in the following figure. It 

is also observed that the two profliferative stimull 

how the it increases in the brdu and the frequency of 

these twos.  As shown in the following figure. 

 

In this studied we performed a test in which most of 

the data over laping and effect the whole result as 

shown in the following figure we show it by using 

the venn diagram it is mathematically term which is 

used to find the over laping result or the visual result 

as shown in the following figure. In the following 

figure different shows that the data in the form of 

table by using the young old category and the brdu 

and other category we take the young old category on 

the horizontal line and brdu category on the other 

vertical line as shown in figure. All data shows 

according to the obtained result. This result shows 

according to the movements of the cells after 

inculting the insulin. 

 

DISSCUSION: 

In this study we have to find the brdu [14]. It is 

observed that the we uses the human it is observed 

that the young human is not more old then the 11 

months and it is also observed that the young human 

is not more than the 61 it is observed in this study 

that the after inculcating the insulin it how effects the 

whole study it is also observed that the how the rates 

kept on easy body temperature and have the 

allowance in the breeding all. Our studied performed 

in the mayo hospital Lahore clearly shows the all 

matters and all studied by using different diagrams by 

using Venn diagram and by graph of the different 

type. 

 

CONCLUSION: 

By using the different condition, the role of brdu in 

the beta cells had been observed. We observed it by 

using the monitoring of the destruction of dna. It is 

observed that the brdu plays a same role in the human 

as the beta cells plays a role in the human body. It is 

also observed that the brdu is not having one use it 

has a main role in the overall biology [15]. It is 

observed that the it is observed that the human that 

are removed from this study how their blood cells 

effects with in the 72 hours [16]. It is observed that 

the almost the 6 percent glucose given to all the cases 

it is observed that these human A’ B C D’ it is 
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observed that the after from some incultion of the 

glucose how the body changes and blood cells 

changes [17].  
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