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ABSTRACT:  
The study was conducted for the purpose of studying the immunological and biochemical conditions of TB 

patients. 100 samples of confirmed tuberculosis patients were collected from the Center of respiratory and chest 

diseases. Blood samples were collected for the purpose of immunological and biochemical tests of the disease 

The results of this study have shown below:  As illustrated In Table (1), a marked rise (P <0.05) of the serum 

AST, ALT, BUN and T. Bilirubin concentrations and significant decline (p<0.05) of serum Creatinine 

concentration in TB patients were reported in comparison with normal people. As illustrated in Table (2), a 

marked increase (P <0.05) of the serum TNF-a and IL-12 concentrations in TB patients were reported in 

comparison with normal people. 
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INTRODUCTION:  
Tuberculosis is still the largest infectious disease that 

causes in humans the mortality rate is many, resulting in 

the death of three million people annually, about five 

deaths per minute. Approximately 8-10 million people 

are affected with this disease each year1. The total of 

cases, 40% of cases are absorbed Southeast Asia alone. 

And India, there are about 500,000 deaths a year. 

Mycobacterium tuberculosis is a cellular pathogen 

within cells that has a tendency to oxygen tissue rich in 

oxygen supoted. Enter the bronchioles The body through 

the respiratory tract. Bacteria spread from a site of 

primary lung injury through lymphatic vessels or blood 

to other portions of body, and a top of the lung and 

regional lymph node were preferred. Out-of-lung 

tuberculosis happens from the pleura, lymphoid, bone, 

reproductive tract, meningitis, peritoneum, or coating in 

about 15% of TB ills2. TNF plays a critical character in 

preventive resistance against MTB contamination, as 

TFF/toxin-toxin paired mice3, and mice critical of the 

future of TNF4, developed a fatal infection of MTB.  
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In addition, slight-positive tuberculosis ills have a great 

attentiveness of TNF in bronchial lavage fluid5. The 

standing of IL-12p40 is pure from human readings but it 

is hard to identify the mechanism. In this regard, modern 

rat studies were useful, and the comparative roles of IL-

12 cytokines in the control of fungal infections were 

identified. The abrupt development was the sympathy of 

IL-12p40 as an agonist for the resistant reply6. 

 

MATERIAL AND METHODS:  
Samples collection: 

One hundred blood samples were collected from each of 

the normal TB disease at the Center of respiratory and 

chest diseases, Thi-Qar, Iraq. Blood samples were 

divided into two parts, one for the purpose of gene 

expression and the other was used to separate the serum 

for the purpose of biochemical tests. 

 

Laboratory measurements: 

Blood samples were obtained after fasting for at least 10 

hours. The serum was obtained and analyzed for HbA1c 

and lipids including AST, ALT, BUN, Creatinine and 

Total Bilirubin using the Siemens Siemens RXL 

diagnostic analyzer. HbA1c was resolute using the 

Variant TM device (BioRad, Hercules, CA). The Elisa 

test was used to determine IL-12 TNF-a. 
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RESULTS:  

Biochemical parameters: 

As exposed in Table (1), a important increase (P<0.05) 

was reported from serum concentrations of AST, ALT, 

BUN and T. Bilirubin and significantly reduced (P<0.05) 

serum creatinine concentration in TB patients compared 

to normal people. 

 
Table (1): Serum Biochemical parameters in normal and patients. 

Parameters Control TB Patients 

AST  31.463 ± 9.881 62.238 ± 14.981* 

ALT  23.082 ± 5.017 48.191 ± 8.974* 

Creatinine 1.751 ± 0.127 * 0.878 ± 0.034 

BUN 8.12 ± 0.05 12.91 ± 1.025* 

T. Bilirubin 0.321 ± 0.02 0.951 ± 0.05* 

* The values are expressed as M±SD  

 

The stars denote significant difference (p<0.05) between 

studied groups. 

 

Immunity Parameters:  

As shown in Table (2), a important increase (P<0.05) 

from TNF-a and IL-12 attentions in TB patients were 

reported compared with normal people. 

 
Table (2): Serum ranks of TNF-a and IL-12 in normal and 

patients.  

Parameters Control TB Patients 

TNF-a 44.463±9.881 63.238±14.981 * 

IL-12 101.191±8.974 142.082±7.017 * 

*The values are expressed as M±SD  

 

The stars denote important difference (p<0.05) between 

studied groups. 

 

DISCUSSION: 
The results of the present study showed a close 

correlation between liver enzymes (AST, ALT) and 

some renal parameters (BUN, T. Billirubin and 

Creatinine) and tuberculosis rate as exposed in Table 1 

(important increase) p<0.05> ALT and BUN and T. 

Bilirubin and significantly reduced (P<0.05) serum 

creatinine concentration in TB patients were reported 

compared with normal people7. The appearance of MTB 

in the pulmonary vesicles and their formation within 

pulmonary hemorrhage Mains to the construction of 

cytokines such as IL-1, IL-6 and TNF, but also from 

cellular chemical attractors called chemokines. These 

cytokines are small chemocines of 8-10 kDa that are 

performed on cells by binding to protein receptors that 

are sensitive to sensitive gout proteins for pertussis. 

Chemokines and their receptors consist of a composite 

grid of future homogenous association reactions that rule 

cell passage and position8. As TNF is a cytokine that is 

pro-inflammatory, it is rather inconsistent that it can also 

do some anti-inflammatory activity. Given its ability to 

defend and damage the host, such a "behaviour split" of 

TNF-a is additional indication of the highly compound 

immune role of this particle in regulatory mycbacterial 

infections. 

 

So, the contamination of mice lacking TNF9, or mice in 

which TNF has been provisionally neutralized10, is the 

pro-inflammatory character of TNF, the main to 

separating the contamination within well-organized 

granular tumors. However, in the progressive 

contamination, TNF-may have its anti-inflammatory 

possessions, the exact contrivance of this anti-

inflammatory action of TNF-is unidentified, but it is 

attractive to venture that TNF-associated tissue may 

tragedy a role. IL-12p40 but not IL-12p35 is 

unconditionally compulsory for IFN-to M. tuberculosis 

(11) protective reactions with IL-23 enhanced IFN-in 

reaction in the nonappearance of IL-12p35 [12]. 

However, this complementary reaction is not satisfactory 

for long-term endurance and IL-12p35 suffers from mice 

with a lack of infection11. IL-12 is wanted for IFN-prol 

cellular reactions for prolonged periods12, and whereas 

IL-12 can reassemble guard alongside tuberculosis in IL-

12p40-/ - mice, this is mislaid when IL-12 is detached13. 

The aptitude of cells relocated to the RAC protection but 

not IL-12p40/ supports rat rat additional necessity for 

this cytokine14. Human disappointment with IL-12Rβ1 to 

preserve Th1 transcript memory indicates that IL-12 is 

also required to preserve this category of humans15. In 

dissimilarity to deficient mice IL-12, mice lacking IL-

23p19 or mice preserved with IL-23 antibodies are 

endangered in contradiction of principal fungal 

infections12,13.  Specifically, Th1 numbers are not 

compromised, bacterial load and little-term existence16. 

In contrast, antigen antigen antigen Th17 is also 

confused with IL-17 in the lung12,13. Irrespective of this, 

the delivery of adenovirus viruses that express IL-23 to 

WT mice directly previous to and through contamination 

leads to abridged bacterial load and amplified cellular 

reaction17. This capacity to progress reactions proposes 

that initiation of IL-23 after normal respiratory injury is 

not best. Therefore, therapeutic potential can be careful. 

Instead, IL-23 manufacture may be limited to a 

contrivance where problems of chronic inflammation are 

incomplete. IL-23 production of persistent indications in 

the rat perfect requires several sclerosis, which uses the 

fungal antigen to initiate the disease18. 
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