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Abstract: Background and Aim: In stimulants dependence, the initial
immune defense that play a role in response to central nervous system (CNS)
inflammation. A novel nucleotide (TRB3 Q84) has been linked to a genetic
variant with several metabolic disorders. In serum of individuals with
stimulants dependence, assess of TRB3 Q84 levels and find associations with
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other markers, this was our aim in this study. Results: The *mean* of TRB3
Q84, IL-6 and CTX levels showed a significantly increased in stimulants
dependence as compared with control. Conclusions: The present study
demonstrated that individuals with stimulants dependence exhibited a
significantly elevated TRB3 Q84 levels as compared to the group of control.
In the turn, TRB3 Q84 had a significant strong direct relationship with (IL-
6, CTX) these findings suggest that TRB3 Q84 levels may serve a protective
function during the early stages of cellular dysfunction associated with
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stimulants dependence that contributing to stroke pathogenesis.
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1. INTRODUCTION

In stimulants dependence, the initial immune
defense that play a role in response to central nervous
system (CNS) inflammation. These immune cells secrete
a range of cytokines of pro-inflammatory which is
responsible for recruiting neutrophils to the site of
inflammation [1-5]. Appropriate antimicrobial therapy
often leads to significant improvement for CNS
inflammation that can result in tissue damage and a
variety of clinical manifestations. A well-coordinated
immune response by the host is essential for pathogen
clearance and symptomatic relief in affected [6-12].

A novel nucleotide the gene of human the
tribbles* - of kinase 3 — by glutamine* at the position 84
(TRB3 Q84) has been linked to a genetic variant with
several metabolic disorders [13-15], including
inflammatory disease, nephropathy, chronic kidney
disease and other metabolic syndromes [16-18].

Inflammatory bowel results in; destruction of;
the alveolar - and other inflammatory illnesses bone that
supporting the teeth compared to healthy individuals
bone resorption of affected joints be characterized by
arthritis of rheumatoid and systemic lupus erythematosus
disease [19-20].

The preventing managing bone loss in
inflammatory the pave of the way for novel therapeutic
approaches of the osteoclasts are the cells of sole that
responsible for; osteoporosis — and - across various
diseases follows a similar pattern: surpasses that of
osteoblasts bone resorption arises when osteoclast
activity [21-22]. Inflammation influences this bone, the
interaction between inflammation and osteoclast activity
patient population by a deeper understanding. Bone loss
first regulates osteoclast formation (osteoclastogenesis)
by degradation primarily through two key pathways
modulating stimulating pathway the factor of;
macrophage colony [23-25].

Assess of TRB3 Q84 levels in serum of
individuals with stimulants dependence in addition to
find associations with the other markers, was the aim of
our this study.

2. EXPERIMENTAL

The collection of blood samples process was at
fasting <8-12> hours from patients and healthy, then
blood was clotted in plain tubes at room temperature.

3. RESULTS
The results in Table 1 showed the mean of IL-
6, also CTX and TRB3 Q84 levels were increased with
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significantly in stimulants dependence; as compared to -
control. These findings are depicted in Figure 1 (A, B,

O).
Table 1: Data for stimulants dependence and control
Parameters Groups P-value
Control Stimulants Dependence
Mean +SD | Mean £SD
(n=60) (n=60)
1L-6 (pg/mL) 9+0.6 2243 0.05
CTX (ng/mL) 0.54+0.2 0.89+0.2 0.03
TRB3 Q84 (ng/mL) | 1.9+0.2 3.2+0.3 0.02
25 0.5 0.89
22
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Figure 1: Comparison the levels of A: IL-6, B: CTX and C: TRB3 Q84 between stimulants dependence and
control

TRB3 Q84 levels showed a strong significant direct
correlation with IL-6 and CTX levels, as represented in

Figure 2 (A, B).

Table 2 showed the results of a linear regression
analysis for assessing the correlation of TRB3 Q84 levels
with biomarkers in stimulants dependence individuals.

Table 2: TRB3 Q84 levels correlation with other biomarkers in stimulants dependence

Parameters TRB3 Q84 (ng/mL)

IL-6 (pg/mL) | r 0.98
P-value 0.05

CTX (ng/mL) | r 0.97
P-value 0.01
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Figure 2: TRB3 Q84 levels correlation with A: IL-6 and B: CTX in stimulants dependence

The operating characteristic of receiver ROC
curve for TRB3 Q84 was shown in Table 3, Figure 3, for
detecting stimulants dependence a point of cut-off was

95%. The curve of - under area (AUC) was - 0.983,
performance diagnostic was high. Sensitivity of TRB3
Q84 was 95% and a specificity was 100%.

Table 3: TRB3 Q84 analysis by (ROC) and (AUC) in diagnosing stimulants dependence

Variable | Group Cut-off Sensitivity | Specificity | AUC | Std. 95% CI | P-
concentration % | % % Error of AUC value
TRB3 Stimulants 95 95 100 0.983 | 0.015 0.953 -] 0.001
Q84 Dependence 1.000
ROC Curve
1.0 T T
0.8
= 0.6
3
0.4
0.2
0% 02 04 06 08 10
1 - Specificity
Figure 3: TRB3 Q84 analysis by (ROC) in stimulants dependence diagnosing
4. DISCUSSION inflammatory response characterized by cytokines of

pro-inflammatory elevation levels such as TNF-o and IL-
6. This inflammatory environment stimulates immune
cells to secrete large amounts of TRB3 Q84, both within
the peripheral immune tissues - and - central nervous
system. Additionally, chronic inflammation influences
the balance of bone cells by promoting the activity of

An increase with significant of TRB3 Q84, IL-
6 and CTX levels among individuals with stimulants
dependence. In these patients, levels of TRB3 Q84 was
correlated a significant with IL-6 and CTX by a strong
positively. Our results can be interpreted as following: in
stimulants dependence, the infection triggers an acute
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osteoclasts, which break down bone, while inhibiting
osteoblasts, the cells responsible for bone formation.
This shift in cellular activity accelerates the progression
of osteoporosis, contributes to increased production of
factors that enhance bone resorption, leading to a loss of
bone mass. Consequently, in stimulants dependence
individuals, levels of TRB3 Q84 possible to use as early
indicator for osteoporosis.

Liver graphic assessments indicated better liver
function in individuals with lower plasma TRB3 Q84
levels [26, 27]. In a patients study involving infarction of
liver, those who did not survive exhibited significantly
higher plasma TRB3 Q84 levels compared to survivors.
Furthermore, an experimental study using anti-TRB3
Q84 antibodies in mice demonstrated reduced infiltration
of neutrophils and macrophages into the liver, along with
a decrease in liver tissue damage [28, 29]. Its levels in
the left liver tissue have been found to increase
significantly within the first week post-infarction.
Moreover, patients with reduced ejection had elevated
TRB3 Q84 concentrations [30-31]. During liver
infarction, TRB3 Q84, a glycoprotein secreted by
neutrophils is released in large amounts. While this
process may help limit the extent of tissue damage,
excessive neutrophil accumulation can hinder proper
liver repair. Elevated serum TRB3 Q84 levels in liver
patients have been associated with worse clinical
outcomes [32-35]. Elevated TRB3 Q84 concentrations
have been observed in liver patients. Following an
infarction, neutrophils infiltrate the damaged liver tissue
and trigger inflammatory responses [36-38].

Additionally; inhibiting the activity by TRB3
Q84 that may exert anti-inflammatory effects in adipose
tissue, thereby counteracting TNF-alpha—mediated
inflammation. Previous research found that increased
TRB3 Q84 mRNA expression, which in turn activated in
obese mice [39, 40]. It is thought to be involved in the
regulation of a key regulator of adipogenesis and
lipogenesis [41-43]. Several studies suggest that the
useful predictor for metabolic complications associated
with obesity is measuring TRB3 Q84 concentrations in
the bloodstream [44-46]. Furthermore, the risk factor for
disturbances in lipid metabolism; hypertension - and
insulin resistance - has been identified by elevated TRB3
Q84 [47, 48]. In individuals with; disease of
nonalcoholic fatty liver - and - obesity have been
observed elevated levels of TRB3 Q84 [49].

5. CONCLUSION

In this our study, levels of TRB3 Q84 was
correlated a significant with IL-6 and CTX by a strong
positively. These findings suggest that TRB3 Q84 levels
can used as indicator for the early diagnosis of
osteoporosis in patients with stimulants dependence.
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