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Abstract:

The study was conducted at Al-Yarmouk Teaching Hospital in Baghdad Governorate,
from February 1, 2025, to August 2025. The sample included 120 males, aged 25-45
years. Samples were collected from volunteers after an 8—12 hour fast, all of whom were
asymptomatic. 10 ml of venous blood and stool samples were collected, and tests were
performed at private laboratories in Baghdad and Al-Yarmouk Teaching Hospital. Data
for each participant (age, weight, height, BMI, and health status) were recorded using a
specialized form.

The study was designed with four groups: Group 1 (Control): 30 males with normal
weight (BMI 18-24.9); Group 2: 30 obese males (BMI > 33); Group 3: 30 obese males
with Type 2 Diabetes (BMI > 33); and Group 4: 30 obese males with Hypertension (BMI
> 33). The study aimed to compare biological and microbial variables across these groups
to understand the impact of obesity as either an independent or overlapping factor with
other diseases. The parameters measured included Leptin, Adipsin, and Fibroblast Growth
Factor 21 (FGF-21). The microbial analysis involved assessing the intestinal content by
identifying Bacteroidetes and Firmicutes, detecting Lipopolysaccharides (LPS), and
calculating the Firmicutes/Bacteroidetes (F/B) ratio in stool samples.
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The results revealed a strong correlation between the decline in Bacteroidetes and the
dominance of Firmicutes, increased intestinal permeability, and elevated LPS levels. The
leakage of LPS toxins into the bloodstream triggered a systemic inflammatory response,
manifested by a marked increase in Leptin and a collapse in protective hormone levels
(Adipsin and FGF-21). Furthermore, the results showed a defect in adipokine secretion;
Leptin levels rose sharply in diabetic and obese patients, indicating "leptin resistance."
Conversely, a severe decrease in Adipsin was observed in the pathological groups. The
results also showed a significant increase in FGF-21 levels in the diseased groups,
particularly in diabetic patients. This imbalance coincided with elevated LPS levels,
reflecting increased intestinal permeability and Metabolic Endotoxemia, suggesting a
close link between hormonal dysfunction and gut-derived inflammation.

The study concluded that there is a significant imbalance in the gut microbiota;
Bacteroidetes levels decreased significantly in diabetic patients, while Firmicutes levels
increased in the obesity and hypertension groups. This Dysbiosis confirms that changes
in the gut microbial landscape play a pivotal role in stimulating inflammatory pathways
and exacerbating metabolic disorders.

Keywords: Bacteroidetes, Firmicutes, FGF21, FGF, Leptin, Adipsin, LPS, Obesity.
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dadiall 1
o Cun g Al seanll b Taiad aall JSLEA) ST saa] (Morbid Obesity) dasiall diadl ani
dpm e dla a5 (WHO., 2024; WHO., 2018) daall e Lavuan 15k Jiay ¢y gaall Ja jia o) 55 el
Boutari & ) 4zl s diall Jal el Jalas dams cld gl g (i jall @¥aza 335 ) 5255 Aa e
ax) 3) ¢ e ganal) il i)y 5ile S Al ) jlaaY) s Al s (Mantzoros., 2022
aS1 533k 3 5 (b1 ) e aand S ) aaiill a5 Cus oy e L sl s Taasa (Age) el
Kirkland & ) &l )l (4 dexiiall 4, jead) i) 8 Jazaall 5 (5 Sially Cllia}) ) sels sy Lo 8 5 ¢ s2))
.(Tchkonia., 2020

G50l (Leptin) Oilll & sas Jhe i gua¥) Apaal o bl jha¥) o2 el A jall Yl agdl g
S S oAl (eand) Sleadl @l ) Jlss ) JBA (e gl Jans 5 48U (1 55 aada (g 5 5asal) (ot )l
Jsbis Qs e 45,08 ) e jedl 28y Cus (Leptin Resistance) osialll de stia —— oy Alla e el 31l
Nl Jiailly aSall Gl G g o35l 3kl il ) 525 Lae cdldall lDlgiul 30l ) ol alakall
s Uil a5 padll (Adipsin) cn—wns¥) osis ) il Je 5 (Izquierdo ef al., 2019)
138 Jaany Cin ¢S slall 1A Joiadll g die ) G Jay g s s JwlxS ((Complement Factor D)
Lo ) JSall g1 5Y dlaiasl (ol 51 5180 5 a5 (ely Sl (8 Ui DA Aipda 5 (st e il (5 54l
e A ) il 458 e 15 50 Ao jial) Aieull VLS 8 4L e (il 2ai5 (et al., 2014
Gomez-Banoy ) S g sill (e (Sl 5 ¢l uai¥) A gl LaY) Alaiad (o 3 3 Laa ¢ V) ) 5l

.(etal., 2019

(o) el g A A oty S8 it Lt Ll Ui g 53 (FGF-21) 21 4l 45 ,¥) st Jale a2
50l 5a5m5 Gl (3 3asall 138 Jany el LA 5 5 5S slall g 0 sl Y al jind aieS Jony s
FGF- e sia" (o a3 5a 5 ) Apaall bl pal) 5 (@lld aa s ol sasi) Lplisn 33 35 Agiaall (alaay!
il e Jalal) 8 awad) 358 1) (525 Lan piada sl o uant (midy Cua e i) dia ) ¥ 52
Ll Vs 8 Ly 9o a5 (Kharitonenkov & Adams., 2014) & s-iall o sl aS) 55 5 48l
.(Fisher & Maratos-Flier., 2016) 4V i sl dgal sal
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Lic sane (el Coan ¢ail) aaii & (Microbiota ) 4 seal)l ilus Sadll )53 5 ¢ a1 aBall &5
S (Bacteroidetes) o<z s 5S3) g A8UN (oAt ) 3L (e 2y 5 AN (Firmicutes) o sSae il
) 525 (F/B ratio) 4 8 03153 JIa o)) (Stojanov ef al., 2020) ¢ sl Salall dadls o Lilas
Lolea Ll 5 " mas) all e A o 44 5550 0 s o4 5 ¢(LPS) (el il Sl dae oy
DSl g @5 0l ) LS Jibant e Bl J g 5asell s LYY 138 (Cani et al., 2012)
&8 Bl (5 S 58l Jia) ol padl Al LSl s ) Slasdl st ) (Sl TPS Jiay L (oS) A
LPS — ) sz zeansy Las ¢(Leaky Gut) slee¥! 235 21 35 (Dysbiosis) o) sl ¢ sas die (Al
(Cani ef al., 2012) Azsell 353 V)

o5 Sl SRV Tas 5 Unlis ) Jai g il ol il sl 25 (pfilll i) o A8l il pal) gl
.(Izquierdo et al., 2019; Saad et al., 2016) Aiasdl 5 Gl sV A slia  J23 Laa (LPS 8313 ) 5 (5 52l
Llaal) plad g aall i) Aada s sadi e 1 s Jiay Gassndl) (alisil o s Al Gl @ ekl LS
Lo et al.,) ¢Sl s Aiaull CVa 3 A jal) A ia)¥) A slially FGE-21 glé ) dadi y Lt gy
s Aaal Aaal) cil il jall @l s e 3 00e (2014; Fisher & Maratos-Flie.r, 2016
2V aauill 5 A ally o pall g g Sl Jaad it s ) JaleS Flirmicutes/Bacteroidetes
o2 wa (5ol () il Wit )3 xS 3S 535 (Turnbaugh et al., 2006; Cani et al., 2012) Jsl)
Laal 52 Lae F/B A s LPS 5 diai¥) il e el <l s & Alilas <l s caliaa gl G el
o34 gellad | a1 DAY Lehalii )l 5 dda jdall diad) agh b il jiaieS daall A ilelaal) [ sna
A et J5dd) (Dysbiosis) s el pss s Seall T 5 Ak jiall Al sieall Jabatl) 1 )
FGF-21 Jie V) Gl s pel) @l yaal g LPS 4 53 o sadll ¢85 ) 5 Firmicutes/Bacteroidetes
AlEl) ClaDlall da slie dia pe s el Jrad Al Gl da slia 5 (1 e gl (e die mi3 e

& A] (LPS 43 558 o gasall 5 (F/B damssi 5 (5 s2all s 5 )Saall (8 o i) s ) Al jall Caags
A jall aaalaally L e g diadl (ia je 53 (FGF-21 «Adipsin <Leptin) 4 g jedl <l pd gall s
3okl 5
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i AL 55 5y Aiaall T (g () iy 1)1 i (S5 30) 2(Obese Group) 4 yiall diand) dc gana -2
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e S g sl e (5 Sudly (s i (aia e aial (S 30) :(Diabetic Group) oS-l e sens -3
_(BMI 2 33 kg/m?) avea ALS iy diass 25a s
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o ol b g5 ) (e (g 5ilay (aim e aoai (US3 30) :(Hypertensive Group) pll i de jana -4

Cllll Qe R S 5 S 2.3

Osialll iy S il G ¢y sl 48y g ELISA 3585 aladiuly lisall & il () ga 8 58 55 (ol
3381 Jeldi a5 ¢ a3 S e Aand 5 Lgie (S Al dadiall HUT 8 didie 4o 5 Bl plaad Aol 5
Al) (8 0 aell S e Ltk aiad i o 0355 Y

Gl 380 55 A 5 ELISA e plainly jia il 450 (o 90 Jsh die 4 guall dpaliaia¥) sl 8 Cud
gl ladatll e puasall ol sl L Hlae JOA e Sliall

O9aR S A il 2.4

Ay phay ey Y1 Ao Ll Al 3485 aladt uly Jadll 8 (CFD) C—sn¥) G508 38 5 (il 3

i s Saall daia LT e (s nll e g3 8alian slwad cuifi Cus (Sandwich ELISA) Ui sxilul)

& Streptavidin-HRP < yas & siia (4 sy & yiiall Scaal) aveall Ciy ol I3 aay il (g0 adalidlY
Agall (B Gpeeand) S g iy (91 0355 ) (5253 Lew «TMIB 35801 J sl

ATl a5l 450 o 5e Jsha die A gal) Ay ealiaia¥) uld o5 CElEY) U shae Alaaly Je i) il o

‘; u.\_u.u.JY\ ),35\)3 EAENPP-RTN = mlﬁ‘\ ‘;'\;_’\.d\ & C'_a\c\)ﬂ\ 3\.’\)&.« DA e <ELISA reader JLP
L)

: FGF21 Osah S5 a5 2.5

Sandwich 48 ks due 33Y) doeliall Aulial) 4685 aladd uly Cliell 8 FGF-21 (e 1S 5 (k8
Siaall aneall Calia) o5 488l dadeall U1 8 didial) saliaall aluaWl () e jedl @il 3o Jasi i Cus (ELISA
(o= bl Sl o oS3 Avidin-HRP oS e 43ly 0385 sadly o yidall

Jelail) (i b o3 il 8 () sa el aS e Gyl oaility 3,00 08 0385 TMB 88 0 J slae 28l a) aay
i) ) ) 3l CHlaY) e ALl

23 5 «<Microplate Reader b plaaiwls jia 5 450 o 00 Jsb die 23 sall A ialaial) (uld o3
ell) sl e Sligall o] 8 45 ey FGF-21 38 58
: LPS (Lipopolysaccharides) usé 2.6

ELISA 48 ks daa 53¥) daelial) dulial) 44 olaai Wb LPS (Lipopolysaccharides) xS 5 (sl o
o sl aladd) LPS ae Aiall 8 252 sl LPS (élihy Eum ¢(Competitive ELISA) sl
Jagall HUT 8 Al saliad) aluaYU Lo Y

Jelial) Cad ol s say g ¢ sl Jeldi S TMB 3:S ) &5 Streptavidin-HRP S Gl J il ay
(SEY) Jslae dilaly

358 aaad a3 g cMlicroplate Reader Ok pladiuls jia sl 450 o2 00 Jsb die (S gl paliaio¥) ud
Al ATPS S 55 ae Ao (5l 328 (585 ¢ ol ey g jlae JBa e i) A TPS

il g5 Gaeal) GadAiul 2.7

Magnetic ) d—swhlinall Claall 4 )l e e (gDNA) al) 55 panall paldd
.(Nanodrop) <22 5Ll 485 aladiuly o 38 555 45583 < )3 5 (RNase A = 4w Y dallaall ae (Beads
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(RT-PCR) Jelii 3 5 ¢ jlgai¥) da )2 s GC Al Auldll julaall (335 4iaiadid) il sl pall Craaia
ol Blasll il <6 20 Sl sy SYBR Green Axa

&yl i) asanci L3 2.8

A 5 305 S 03 (24—18) O sy ¥ s et Al avaat julae G5 (Primers) (590 sl Cranta
Big 3uS 5 Ll A SN )l (388 JlE g st il 36U Jle il (%60-40) O 51058 GC ssis
cadinall @l J S 555 540 385 NanoDrop spectrophotometer Jle aladinly (DNA) 553 sl
SYBR s alaai s RT-PCR Jelii s jal &lld 2y (Desjardins & Conklin., 2010) 4isa s L
A5 K4e 20 538 K Jeldi aasy Green

Ol (GC %60-40) & sine s (24-18 nt) Jsb il 338y julaay iaadial & el ) Craala
SYBR Green 4= (RT-PCR) Jelis 3 (Krebs ef al., 2009) % s JSuel) cuind 5 ol 568
Lol s climll caalge o8 e guna 35S i DNA —I) il s Master Mix bacaio ¢ il Kae 20 (S ansn
"3 gl il il o Sal) el 2y (lacal
Auasy) Jlath 2.9
<l yie e e geaall A 8 Jilai) (2019 la—al) SPSS el anad by el ol
«le ganall G5 e ISl (One-way ANOVA) slad¥) (galal bl dilas LA el Al )l
Gildaw giall G 45,4 ¢) 2Y LSD (Least Significant Difference) s size 38 J8l JLid) a2l LS

< ofels (Mean + SE) g lrall Uadll bl Jas siall Zipaay ) o el 23" Gl jall 24 &
(SPSS., 2019) .(P <0.05) adlais) (5 gina die 4y 5ima 41 I3 55 54l

A58 g Gdl:\ﬂ\ 3
FGF-21 ,LPS (G ¢Ofialll) diaal) S pall 585 85 3,1
& (Leptin) ol ¢ se 8 <l sise 8 (P < 0.05) Gsine lelii )l (1 Jsan) Lilaany) gl & ekl

&m)&;igﬁ_)u\&;w&l;_m&,pcBM\&cM;\jJ&Mﬂ\QLGM\dﬂ eﬂ\d—*-é—“
.(Hyperleptinemia) "sall (il Ja 3" Alla ) S0l Las cAiansll de sana L6il3 (361.12 £8.10 ng/mL)

Za) ) gaalna (3 LPS (FGF-21 ¢t} egptialll 38055 (1) Jsaal

Lipo- Fibroblast Adipsin Leptin
polysaccharides: growth (ng/mL) (ng/mL)
LPS (EU/ml) factor 21

(Pg/ml)
2.123 +0.02 ¢ 179.03 28.80 107.03 Control
+9.28 d +0.68 a +4.69d
3 kvl
6.027 £0.09 b 294 .94 12.89 235.16 Obese
+8.68 ¢ +031b +498b
!
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8.79+0.39 a 658.93 4.84 361.12 Diabetic
+13.57a  +0.13d 48.10a
Sl
6.43+0.35b 513.81 9.61 165.04  Hypertensive
+12.82b +0.33¢c +6.24c
PEETON|
0.7548 * 31.637 * 1.171 % 17.242 * L.S.D.

(P < 0.05 Alaia) (5 siua Y 4y 5ina G5 2 5n s G i Adliaall (o ja Y :ddaadla)

e Lok oyl iy i wse o ulii 3 (Leptin Resistance) osialll 4a slia ) slall gl 81 138 (5 325

Oseoedl A3 (8 1A ) (sa5 e el Jadall gl V) () Y) ¢(Tzquierdo er al., 2019) 4xaall ALl

Al 3IA 5 ] ol )] J g s g Lo ¢olgall” dilaia 8 4ie Jlaad 5l et (5 paall alall e
.(Oleshchuk & Loi ., 2017; Hu ef al., 2025) s aS) 5i5 JSYV 334 ) (00 4 e

ERTI ‘f BJLCAM L\),)ﬁ\ BEL d)\A e U:\:\.\m &MJ\} (pysb}031s) LS):\KS.\” B U...\JLL\.\JY\ ).usj

sy (Low-grade inflammation) 4 )Ml (addie Lia e Ll iy Lae dyganll 3500 ) (LPS)

b S g il e g Sl s Ll (35 o1 385y e 13 5 (L ) 5V g cpall) e Al
.(Saad et al., 2016; Gruzdeva et al., 2019) Laiis

ciaal 4 sl i) of a8 e sanall 5 e 5(17.242) L.S.D ded S5
O sl JEAL Ay ) e ol Y T L gan T 5850 ey Laa ¢l Gl 8 Slita 5 T i 1 s
RERt

(o Aaudl o 5 A8l 2l da ghiie Jdd (St Al dpa sl g daDle g Gl oy of Al jall il
g IR e Al Al cllat WV iy Q8L Adda g G slie dy SIY) Al il e jam
PP

O30t Shisiwse (P < 0.05) Lsina V3 535 sale a5 0o (1 dsn) Ailan) il ¢t i€
) dad el el 15 Jlarudl Ao sanay 45 e EON e sanall 53l a2l Juan 3 (Adipsin Geesss)
4.84 ) Jaay (aliss) ol (5 Sl de sana s Lai (@) ol 35 (28.80 +0.68 ng/mL
138 (5 m5 (1.171) Sb L.S.D A g ¢ Abasall g Jaaall Uie gana el ¢(d) ey (+0.13 ng/mL
550 eIl e 0 jae 5 Al ) 8" dida s 8" Cagan ) e Sl i e sl duala calall alissy)
(O ) 3180 5855 el S 8 Uiy LAY A1 Alanl (188 ) (s i (5350 G ¢ )
Al ) ae (30 Le g g (Ll )3 (833 g yall (HbATC) (oSI_AI Sl il e A Alad) gl )Y ity Laa
el s (o) el e T 5850 323 0 50 6l 138 @l i o (& (Park et al., 2024) 5 (Lo et al., 2014)
.(Lipotoxicity)

Biomarker of) ‘;'&ﬂ\ G_.g_uﬂ\ Al S i 5aS u.\_m.uam Lﬁ)}*‘j‘ ol sl 1aa ) ey

Compensatory ) ds—ay i A0S AWl cillay 8 #8528 Laiid ¢(Adipose Tissue Health
=aall Jsmas My il die dasalissl o8 (Milek et al., 2022) — & 5 (mechanism
038 (oilati Ay 5 5 ,Seall Al (e 5 (GOmez-Banoy & Lo., 2019) (sza¥) IOV (1o dasiiie Jal yal
oe gl el ga5 Cun M) JSIAl aaill 50 Jss (Cani ef al., 2012) & b e il
Lea emaana¥) )80 e diaall DAY 5 508 awdii ) elaa¥) 40305 33l ) Jads (LPS) LSl o gasddl 0 s
Osaell 138 Sl g e 3 JBY) (A (Sl e sana) (oSl JRERON Lo i Y de sanall Jany
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Al )Sa) Ak gl Ay ) LY 5 e lral ] Ania (g Al (i 5 AilaS 6 53 2S5 Lae ¢ alal
.(Zhang et al., 2024; Guo et al., 2021)

Las,¥1 sai dale il sise (8 (P < 0.05) S 5 sime gl ) 2 ga 5 (1 Jsan) dlany) il &yl
‘LG}AM Gls dua sﬁ).b_..\_ud\ Z\.G}M L)&A@mﬂ\ C'_a\.c}.q;.d\ s eﬂ\ Joaa ‘;S (FGF_21)21 2\_35;;11\
(b) oM btall de sana Leili (@) 3ol il 5 (658.93 +£13.57 Pg/ml) Jaxe; dad el g Sl
FL Y13 (5 a5 .(d) Sel (ssimmsa (01 B lar ) de gane cila i Laia ¢(€) el Abamud) de gana o
Osaed S 8205 e asall Jany Cus ¢"FGF-21 daslia” 3ala Al da sl A g4 aa g3kl
s i Lglat ol 3685 Aaaganall A1 1 W) ¢ 3all gl g —ma) ey Aga) sal dpamy 53 44018
e Ls (Biomarker) Lsis T 5e ddeay Laa ¢y slall 5 ,LEY1 <l jlss ) i i beta-Klotho\ <l
.(Yang et al., 2023; Geng et al., 2020) a:¥) ) ¥l 50

& Ol —i¥) daslia s FGF-21 gléi)) o Sl Al (Zhang et al., 2008) a2 ge gl oda (345
o amal) L siasa 530 39 L) 53 g3 Sl i ;Y1 138 Jasi 5y e o) goasil) i) (a5 oSl Aiandl Vs
slaa¥) Jlan e o sanadl 238 o (535 S o5 Sull de gana 51l Lgaid e b s Il (LPS) 4oyl
1Sl g (e 28l Alen 5 Y] —al) Julisl Ao iy A slae FGF-21 JIAY 180 s )
=2 a5 O ga el Gl sie gli ) sy WS (Flippo & PotthofT., 2021; Feingold ef al., 2012)
0 Les caall Laxm 185 5Y (380 jall (5 Jlead) oSl eaYl el Al i ey &5 jlie ax il
Ll Y 5 (s pSaall JOUER ALl & g4 At 8 s ol alaie 3 a0 Gl FGF-21 o &

(Cani et al., 2012; Bahijri et al., 2023) elas¥) &3 534 e

(LPS) &34 o pasdll iy sissas 3 (P < 0.05) Laialy Ty sima Telii ) (1 Jsan) Al pall il & gl
de gana Gla Sy 63 ylay il de ganan 4 Hlie 4 jall Sl genall a5 Lipo-polysaccharides
el g Tkl e s il ¢(a) el (8.79 £0.39 EU/mI) @8 52 (s S pansill Jana e (5 800
) el s g1V 138 GSays () Sl (s sinse il 8 laradl de sana s L ¢(b) elu
4,0 83k ) 5 (Dysbiosis) oSl o)) sl @ ylaal e 4a3lll (Metabolic Endotoxemia) " Aa )
o3 Ji 0 ) Ale 436 Y) Jeusi Cun «(BMI = 40) 4o jiall dieull <V i (Leaky Gut) sbaaY)
LG5 e 4 e Aol At ) Hiay Lae g pead) B )l "l jSae LS e 6 el

.(Cani et al., 2012; Chakaroun et al., 2020) (TLR4) <3siue

LPS — Sl Y de ganalld chaadall g sell gV 5 annll 138 (s (5 sen Jay oo Al all S
O 3 Lea (FGF-21 03¢l da sl ey (3150 aannnad Sl siase ol s ) Lgild o (58Sl
Aiaall dasY 5 elaal) (g Joal sl Jlaed 3 "AplgilV) Adalell ) o i i 3 55K o gad)
Mohammad & Thiemermann., ) ge Uil 238 (38555 (Del Corno et al., 2026; Tilg et al., 2020)
o) Jan o) g A geall Ao 5V Aty JIAT a5 ) Al LS gl 5180 s TPS of 8 (2021
&) (Chen & Gautron., 2025) Jie Aaal) il jall (any 505 linilis A 2pdals Y1 5 ) (e a2l
Ll )2 Cilghaza (5 V) ca samnl] G2 pagaill Y T jda 40 gl - dlailly 40 )i 5ol 8 48Dkl 028 el
) Y1 5 (5 saell Jild gl (5 sall alaiall ga (5 small o s s sSaall Gl AL A i) a3 AL
(Tilg et al., 2020; Fuke et al., 2023) —auadl s

G tle ganall G Ay yaall il b Bacteroidetes —) b iSs <y sioue b Ll i) <yl
e gane il Laiy ¢ Hlite a3yl wll g dieull de ganae Ll oY) dal) aal) Jaxn de gane il
P <) dllaial (5 5inse die (1.0757) L.S.D 4t e sy cbilian) s laual 5 1y sine Lialisil 5 S
Ao gane i Goa (A (@ Sel) rall s el 55 jlan ) e gana (A sine (358 i a1 ¢(0.05
LSl 03 835 e (s Sull (el (58 s Dl asa s () e Lee (b)) el S
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Al al) galae Gann A s pSaall l paial) (2) Jsaall

Firmicutes Bacteroidetes

(Copes/mil) (Copes/ml)
9.82 £1.17 ab 10.14 £0.56 a Control 5 skl
10.41 £0.49 ab 10.89 £0.44 a Obese el
9.3510.01b 9.'04 £0.03 b Diabetic Sl
11.02 +0.19 a 10.97 £0.12 a Hypertensive Ll
1.3055 * 1.0757 * L.S.D.

Means with the different letters in the same column differed
significantly.

* (P<0.05).
(P < 0.05 4allaial (5 sivaa vic 4y gina (3558 35a s ) pdd Adlinall oY) 1idaadl)

83L 55 558 shall Jias 80l Julil (g5 ) (Dysbiosis) "osssall dMAVIT (e Alla (U] 13 (eSas
S Sainty Ay seall 3 5all (LPS) &Sl o sesall 5500 e e 85 ((Leaky Gut) slbaeY) 234
(Larsen et al., 2010) 4l )2 go i Lay ¢l sV da sliag ddasi jall dia 3l

Bacteroidetes 2 L 58 U‘ ialal) 2.;,».4\ e M\J el ‘;"\.c)m O ‘;‘1\.‘.4;‘)_“ uJGﬂ\ s g
e AT g s 5l (F/B ratio) da—d 580 2 5ey 38 o clao jiay Vel oda 3 5SY) ) 5ol (55 Y 38
Ly A yall 4y g ySeall il il () 8 (Finucane ef al., 2014) Sl s sh pe ilaiy be st 5 ol i€l
st Sl B 1 Al 1 A ) 5 35 LS Al ool a3 ODER) 3 a3 T S|
san 5 ieaill a5l (e dpaal ST () K5 38 (SCFAS) Alabadl 3 el dyiaal) aleal) #lis) e 43,38
1 e 22y 5 Sl Ao senn 3 Bacteroidetes <\ siase 535 6 s (Schwiertz ef al., 2010)
Metabolic ) ¥ pauiill 5 i ol jlaa¥) dalia b anlos (2 (5 small 315 ) e T
(Cani et al., 2007; Johnson et al., 2017) Wil )2 A ba3l (Endotoxemia

M}Firmicutes | 13\‘):335.\ Gl gt GSJ::}AL Ol e ( 2 d}h) @L;AAY\ d;\hﬂ\ Cu\:uults_dns

L ¢(a) el & sina e el adll i e gana Ch il s € 3yl il L3 (F/B Ratio)
& sima il (5 Sl Ao gana Cilais Lain ¢(ab) Sy Jalaill b US s ll 5 el 5 dbad) e gana
Ladll g s all jie gana A g li Y1 (e s (P < 0.05) 2ie (1.3055) <l L.S.D 4ad s ¢(b) el
s A A gmgall jue Gl jam g KU Jasatg eldall e A8l (adAS ) 5l 80k ) A A il oda 50
o=l Wi (Ley et al., 2006; Turnbaugh et al., 2006) dwiaxll ALY oK) 5 5 jay Lea d—ains
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O Y g (ALY 2aad) daalal) ) il A0S Alaa

< (Low Microbial Richness) " s Sl g siill jaa" dlla ) fd (5 Sl de sana & Laa D)
(Qin et al., 2012) 4 kel SllgiV) sal )5 Lnall Allall ) g4 (38 53

JYAY) o i) allad) Jlmall 225 A «Fipmicutes | Bacteroidetes (F/B Ratio) i Jilai xie
Lzl g g Sl e gana S Firmicutes —) glbaal lacal 5 Qe gl & jelal ¢(Dysbiosis) s sl
(Obese Microbiome) el caruse (15 580 haai 35 5 35 Lae (M5l (Ao %50.1 5 %50.9 4t
i Al A ) e Gl e padaiul e asa s Saall 508 L o) g 50L 50 028 i 5 Az il
) hrall de sana (8 Al 4 i) QG 25 LS (Nehra ef al., 2016) 83 saaall aladal) ClaS (4
Ll sy Lo ey gal) 35500 ) (LPS) &Sl o ganall o poii] YAV 138 (5275 Cua el i35
Yang et al., 2015; Magne ef al., ) S —all axall ad 554 gadll de 31 () j0a o 555 L e
Lisan | i 5e Jiay 5 Sl de sana & Firmicutes ) Qs Bacteroidetes A j=lias) (b iy s (2020
Kasubuchi et ) u.a_}aﬂ &é\)«&\ &r“'ﬁy‘ (aA_mﬂ‘ A r’ém} (SCFAs) daalaldl daal) ua\.a;‘}]\ Oy)asd ‘_As:

(al., 2015; Patloka et al., 2024

clatitiuy) 4

el i) Aa slia Jie Ba2aie A e il pels a¥) jlad 50l Gy ddasi pdl Ao 1) Jal sall aad 2 ud) 2
Ledaws 535 38 283N 028 () () Al jall 03 =il 5y aall Jaaa iyl ylaial 5 ¢ S £ 5il) (g (5 Sl el
gk Jiiall (Dysbiosis) ¢ small (o sSaall MY jelal Cum ol gaall U g g Saall € 53 3 Ol i
O sl e el 81 86 (LPS) (sl xS sulll 354 5 5 Firmicutes/Bacteroidetes (F/B) da—w
Lae psill) s FGF-21 b sise gl ) oo gl 38 LS ol 5D Al sall 5 IS 5003 gy
U g5 Ssal) 8 il o 5 nie e el gV g R8I ool R o iy g gl Al (S
Ay A pall A LAy 5l pon 15 50 (i 8
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