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About The Study

Leukemia, positioning the primary spot in youthful  individuals' harmful 
infections, is the dangerous tumor of hematopoietic framework. As of now, 
chemotherapy is still a significant treatment strategy for leukemia. However 
with the utilization of chemotherapy drugs, leukemia cells step by step create 
opposition coming about in chemotherapy disappointment. The acquired 
(regular) or procured drug opposition, particularly multidrug opposition 
(MDR) is viewed as the significant reason for chemotherapy disappointment. 
In spite of unmistakable components, MDR is generally the helpful impact 
of a mix of MDR systems like obstructing apoptosis and expanding drug 
efflux. Among drug efflux carriers, the most broadly examined is adenosine 
triphosphate-restricting tape (ABC) carriers. The primary disclosure and 
well portrayed is P-glycoprotein (P-gp/MDR1/ ABCB1). P-gp is presently 
viewed as one of primary impediments in the anticancer treatment and 
capacities as a medication efflux siphon and causes systems for upkeeps 
of passable intracellular levels of the cytotoxic medications. As of late, 
microRNAs (miRNAs) have pulled in significantly more consideration in a 
assortment of diseases, including leukemia. miRNAs are little non-coding 
RNAs with a length of 18-25 nucleotides, associated with managing quality 
articulation posttranscriptionally. It has been assessed that miRNAs could 
direct ~60% of human qualities and are embroiled in different organic 
cycles, for example, cell cycle control, apoptosis, digestion, advancement, 
separation. Robotically, miRNAs can go about as both tumor silencers and 
oncogenes by quieting unique quality articulation in different sorts of disease. 
Arising contemplates demonstrate that miRNAs are engaged with chemo-
obstruction through numerous transduction pathways. The change and 
unusual articulation of miRNAs can modify the post transcriptional guideline 
of target qualities, bringing about strange articulation of target qualities, and 
at last adjust the medication affectability of tumor cells through cell flagging 
pathways. The target qualities identified with drug affectability principally 
incorporate the qualities identified with drug transport, drug target, drug 
detoxification, apoptosis, cell fix and cell cycle guideline, among which 
apoptosis and medication transport related qualities are the most examined. 
Confirmations have demonstrated that a few sorts of miRNAs are ectopic 
communicated, bringing about influencing the articulation of medication 
obstruction qualities, including MDR1. miR-122 could straightforwardly 
target and stifle Wnt/β-catenin pathway, while β-catenin bound with MDR1 
advertiser and enacted its record, in this manner inciting cell apoptosis. 

miR-381 could survive cisplatin (DDP) opposition of bosom malignant 
growth by straightforwardly focusing on MDR1 and inciting cell apoptosis. 
Overexpression of miR-506 could upgrade oxaliplatin affectability by 
repressing MDR1/P-gp articulation by means of down-directing the Wnt/β-
catenin pathway and expanding cell apoptosis. Ectopic articulation of miR-
298 could straightforwardly tie to the 3' untranslated area (3' UTR) of P-gp 
and down-direct its articulation. In this examination, we had screened a 
strange communicated and drug opposition related miRNA, miR-1246, by 
microarray and tried to explore the conceivable sub-atomic instruments 
hidden the job of this miRNA in directing the chemo-obstruction in leukemia 
cells. miR-1246 imitates, NC mirrors, miR-1246 inhibitor and NC inhibitor, 
Hairpin-it™ miRNAs qPCR Quantitation Kit (feline. no. E01006) and the 
explicit preliminary settings for miR-1246 and U6 were bought from 
Shanghai GenePharma Co., Ltd (Shanghai, China). SYBR Premix EX Taq™ 
and PrimeScript™ RT units were gotten from Takara Bio, Inc (Otsu, Japan). 
Annexin V/dead cell apoptosis unit (feline. no. V13241) was secured from 
Invitrogen, Thermo Fisher Scientific, Inc (Waltham, MA, USA). 

Conclusion

Double Luciferase Assay System (feline. No. E2920) furthermore, pRL-
TK Renilla Luciferase Control Reporter Vectors (feline. no. E2241) were 
gotten from Promega enterprise (Madison, WI, USA). pMIR-REPORT 
Luciferase vector (feline. no. VT1399) was bought from Ambion Corporation 
(Austin, TX, USA). 2×Hieff® Robust PCR ace Mix (with Dye) (feline. 
no. 10106ES03) was bought from Yeasen Biotech Co., Ltd (Shanghai, 
China). FastDigest SacI (feline. no. FD1133) and FastDigest MluI (feline. 
no. FD0564) were obtained from Thermo Fisher Scientific, Inc (Waltham, 
MA, USA). Antibodies explicit for AXIN2 (feline. no. ab109307; Abcam), 
glycogen synthase kinase 3 beta (GSK-3β) (feline. no. ab32391; Abcam), 
β-catenin (feline. no. sc-7963; Santa Cruz Biotechnology, Santa Cruz, CA, 
USA), Wnt2 (feline. no. ab109222; Abcam), adenomatous polyposis coli 
(APC) (feline. no. sc-896; Santa Clause Cruz Biotechnology, Santa Cruz, 
CA, USA), c-Myc (feline. no. ab32072; Abcam), P-gp (feline. no. #13342; 
Cell Signaling innovation) and β-actin (feline. no. TA-09; Zhongshan Jinqiao 
Bio-Technology Co.Ltd.) were utilized in the current investigation.
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