Correlation between PNPLA3 and TM6SF
gene variations and the occurrence of
non-alcoholic fatty liver disease In

Individuals from Kazakhstan.

Ainura Amirkulova®? | Gulmira Derbissalina?, Madina Yerezhepbayeva?

1- Medical center hospital of President’s affairs administration of the Republic of Kazakhstan, Astana, Kazakhstan
2- Astana Medical University, Astana, Kazakhstan
3- Nazarbayev University, School of Medicine, Department of Internal Medicine, Astana, Kazakhstan

ntroduction

Table 3. Analysis of total cholesterol depending on PNPLA3

genotypes
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Figure 1. Comparison of liver function parameters depending

Table 6. Analysis of liver parameters between enterotypes
on PMPLA3 genotypes (Source: Authors’ own elaboration)

Enterotypes }
S P Prevotella: n=26 Bacteriodes: n=12 val::ue
S . . . WAt oo Mean:SD  95%¢Cl MeanzSD  95%Cl
120000 WGCT, p=0,023 —

* 102 IndIVIdulaIS were 'n.VOIV(?d in Med'cal o A AST  51.40#3.75 43.67-59.13 73.7#9.31 53.27-94.28 (0.042°
center hospital of President’s affairs i Hol ki, 417 AT 74.69+4.25 65.9383.44 07.99:21.38 50.92-145.05 0.144
administration during outpatient visit for GGT 90.34+15.69 58.02-122.65 98.48+27.40 38.16-158.80 0.785
gastroenterologist s ALP  102.378.84 B84.16-120.58 111.83+7.51 95.29-128.38 0.505

. L . . i TB  14.38+1.74 10.78-17.99 17.708+3.50 O.87-25.60 0.343

» Exclusion criteria: presence of viral hepatitis T DB 516:060 397641  Ti9:is3 3711067 0.1m:2

(A, B, C, D, and E), drug-induced liver injury,
autoimmune hepatitis, hepatic storage
diseases (glycogen-storage diseases),
hereditary liver diseases (alpha-1 antitrypsin
deficiency, Wilson’s disease), parasitic liver
diseases, liver tumors

» The diagnosis was established based on the
results of clinical assessment and laboratory-
instrumental results

* The microbiome composition of the large
intestine was studied by semiconductor
sequencing of the bacterial genome using
biochips

* The degree of steatosis and liver fibrosis
were evaluated by fibroscanning on
fibroscan touch 502

* Genotyping of PNPLA3 and TM6SF2 were
carried out by PCR

Table 1, Demographics characteristics & main variables
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Figure 2. Comparison of liver function parameters depending
on TM6SF2 genotypes (Source: Authors’ own elaboration)

Count

i
81 sh

Stuatosls

si

Figure 3. PNPLA3 & TMB5F2 genotypes & steatosis stages
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Conclusion

* Polymorphisms in PNPLA3 and TM6SF2
genes were diagnosed in patients with
NAFLD, namely the NASH stage

* Previous study results suggests
homozygous G/G genotype being the
highest risk group for NAFLD development
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* In our study G/G genotype was the lowest
risk, instead C/G genotype possesses the

highest risk and GGT being the statistically
significant difference between them in

PNPLA3

gene

* TMG6SF2 and gut microbiome analysis did
not reveal any statistically significant
differences

+ Considering the relatively small sample size

of our study, further studies are required

with a larger sample to obtain more
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