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gfR&T (Immunity) 2713 II99F

(Metabolism) & el o fawga faamor,
Al 9% faER, 2090 P Immunity B I
| w | ® uaifiid @¥W “Foundations of
! -_?... Immunometabolism and Implications
for Metabolic Health and Disease” ﬂ’HTHE’IFlT%J

"Immunometabolism' T Hgeayul oreq g, o mferan
(Immunity) 3R FAT92R—I (Metabolism) 3 & 2165 FHIT & &

T Q) 913 o IRROR HaHT & STHBRT Hifeed e dret &
9% J [t o AT [ TRIT I 21 3 A Tafdheaen) A Hshrd
e1fYr iR gaTgay o1 ey wefid fsar ol

9¢¢ g B USRI & BTt F HEHE & 18T uTq T 7 ASiT
& Frea B Teed ga-1 sarer off b Afeafey & wem
3w fohu STt & 3iR HYdE % Vet el & fafdser it st
oft| Insulin & HTE 7SRO H & TYHE &1 T Hgaqol
Heh €1 9 T bl fawgel faeRor 9R¢o o g H U Y 3B
TR < 91C &1 Bl Rl I8 SN ST & fbT T o) 5 R |
%Wwiﬁﬁqﬂaﬁ?ﬂﬂ—negﬂive bacteria ¥ IeU=
lipopolysaccharide (LPS) %1 wrtfaret fasam 1 de 3+7eb Hivqueft
¥ insulin GRT glucose uptake @t &waT H &fT, Insulin TRE
(resistance) RIT 7| ¥ GRM 39 a1 &1 gfSe g8 off &l
ST " Acute Infection @ doig ¥ YT Insulin &
OIS Insulin receptor & HIRS Fadh &R7eT & it &

3 AN 3Gl & BRI Immunometabolism 85 &7 57
gﬂl Immunometabolism T8 Immunologyaﬂ? Metabolism

i ol Siren arer 31k oy A faeTR &= arerr 8 21

9%&3 I 9%03 ¥ SRM fFY MY SUHY FaeT P o
w9, Immunometabolic el & e wnfa &l

Hep0T (Infection) 3R TaTET (Metabolism) @7 FE¢ 9393
H 99¢3 & IR AT g 9%%3 T TNF IR 3
Cytokines & HUHITR, M Pl U=l Pxaral Molecular
mediators & WHIOT fell 98%3 | 003 TP & Yo @Hief §
faftre R -t o Signaling pathways @t @151 g81 378t
1 BRYT Glucose TATTE 3R 22T & oy Tl P gfee g
391 T8 95 U1 271 3 Immune effector 2T 4f¥e U g5
SHUGR Immunometabolism &t FahedT el 4 T &
A Dl gofg A TR g8 81 7 [Tl R ke,
2093 ¥ 3 Clinical trial IaTfera fpu o @ 21 AR
Immunometabolism T Hgcd FRTAT 2T

IR fou g & FHTHl 39 a1 | gl 21 “This excellent progress should

allow us to overcome the challenges of designing effective
therapeutic, disease preventative strategies and provide excellent
metabolicinterface to improve human health.”

3T | SRR ot fRifdes A Srf iR 1St ot gt Wk o 81 TR
3 31 o1 Zire Hecaquf 81 R wdsfy Fes g Sngds o fareare g
21 'HTeheeg ot SolsAT’ 39 T 3T IR SUTRA—30 3R Uil o T8 SF
SRR TftiepR & & Hecaguf 3 g1
Sifal # Sffde @l (Biological function) & folu S&if Uees (energy
management) SR &1 3RYAS H Internal medicine @1 dRIfRIfAST Hel
ST 21 B’ 3t ‘i ot FRifa B & Sur’ IEl srfifehear o aref
gl angde § ‘A’ @1 wddse wea foun g, w@ifs ofF & gumy
(Metabolism) &1 IR &, i1 fop Sfia ol eTa9ae He 2|
3TRIdS H e 3iR §gvT, U <) ffdser woreft &gl 18 21 g e St /
A Tae & RigiT W muRa g1 1f &7 ‘wRewr SR Sde Fafia
S9N Ig A Bl & forw amasyes &1 Seepict & WRIYD TR § Tehep! bRy
Sftat @Y S & forw e aeat B g srova off S-SR te Sl Sfig
et g S PUidRe g, 78 918l SHId @ @eRl A I
WW|WW%§?&&W@W@MWW@W&T
UMl T f4ehTT §3TT| SHYSPR TATTE 3R I HiRpR e, St 31 &
Hed 941 URRET (Immunity) 3R T199T (Metabolism) Sfiaw &
SRR ¥ TP Rieb 3 A9 H Fafera g, foraeht Hamar mrfe 2|

! FaTIER 3R T WP i 3y o v&vT SR HayH o forg 2, gefifery

TYAS 378 HEed ol B RIS b SRS 3, Fanaey iR i ufieR afed &
TR b &7 3R et HerE § SRITURY Heed A 1 1 Immunity 3R

Metabolism & Hal & 2 5, 9363 ¥ 2093 T 2,£9,088 oG ford Mg

2l it g @, g onft vga AT 8, Fui w7 myde @t e
(beginningless), 3 (endless) 3R e (eternal) PE 2|
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“To lengthen thy life,
lessen thy meals”
Benjamin Franklin

- by David Martin (1737-1797).
Oil on canvas, 1767.
Pennsylvania Academy of the Fine Arts, Philadelphia

.




.
i1 ST 1 %

Nuclear Factor kappa B:
T Hed H U a8

3mgde & faftr faftreter Fser 3 gt e it srgRar 21 faRdne gt
faferse efRrat o SwaR 5 9aiH 21 Ie @ H e Ueb U €S9 &
AHIG: 9 T[S e &1 G MUSH (Inflammatory) 3R &
(Degenerative) Sfivl efimt # fopam s &1 Guggulsterone  TI[eT
1 SIg-Afha (bio-active) Be& & Guggulsterone &1 RN 0T
ﬂﬁf&%ﬁ@ﬂﬁfsﬁﬁqﬁwﬁmﬁﬁwﬁ%ﬁzﬁr@ﬂm,m
PR, @bRA, gur, gad (IR, wemas il (Neural), HSTE®
dfepr-eft (Neuro-muscular), Gt 3k <afReRr garfe d§ a
(Inflammation) Tg WWW@W%J

amyfes st & ST 9 98 11 & 5 NF-kB (Nuclear Factor Kappa
B) &I ey § w@ f1 gt ¢l NF-kB o1 fasr gty Sfig &t
3R % TR § Uep it WRieR @ 9 F g3 &1 A, A Aega,
e HioH, Y - ffRu, darg, #emiEd, 9FRie amnr, H. Pylori,
H.LV., HBV 3R HCV S faf¥=r e sl & Afha glepx NF-KB, aier
b g1 el DR I 21 8 FHT 1 7T & Y 2Ny IR T Tep &M T
ToTTeft (Defence mechanism) &1

NF-kB @1 S T T8d e TS 21 93¢ H 8T 3o/ A7 3
Organic Chemistry § gigex &t SuTelt UTH PR 39T 3R PR Post-
doctoral el & vg H [

Baltimore laboratory,
Massachusetts institute
of technology (M.L.T) o

fopar o S=giF ST, sfes
e (ffmitarnst ar
AfEfT 9%uYy e BR R
Rt o ok T o7 - ot

AR ) & A1 Ueb Sicter 379 NF-kB 0= &1 fapar |

NF-KB TZ 2ePRE HUlTet Sl SRR & FATTE I T B9 | T
IRl B, SHPT T HRUMT T ¢| TIIHRS HoTelt 3 T R
& =AT9ag H NF-kB Ueb Y@ PR g aifeh:

* Tp he T MM HEawe] & U § &7 el 2|
* faferer Immune receptors @1 ufifthar ST 21

o ffSha NF-kB @7 Hfshavr, fafis enerere vonel sk Tamaa e
&1 wofey F Sgad g

AT NF-KB Aegiag A1 &l AR ol I8 2MRIER 3iR Tam 1T §t

feifebesan 2 fory airepies gfecepr A Teb Sodet Hiasy a1 wfciHfd evar 21

NF-kB I 5 & F7 R 8F & S1asyg STl o1 PRYY a1 78! 971 2

Fifes NF-KB Teh Mol @ (Transcription factor) IkB kinas (IkK)

complex §RT Macrophage & Cell Cytoplasm ¥ a3 war S 21

IkK complex, NF-kB e & Ua ARex ame g1 Hepithol I8
ST feRer Pifdalt BT U aer gRaR & 9 RAfte Saor o R &
IR Fpmur & Ry § uikRen uRiten @ A &R exar 81 98
Phenotypically 5 M1 Macrophages ® uRafda zid 2l
NF-kB & Hfdrar 78 M1 Macrophages @ fdewar 21 wfthr 8RR
NF-kB faftrsf genes & Tftieia @1 Afeha &Ral gU A &1 R0 &l
21 I8 MY T afieT genes P SfEIT R & 3R MBS Cytokines,
Chemokines 3R Adhesion Molecules 33T @l s &

BT, 3o [

R

|1 eTrETaay1ene ST Rea=afaeT 11
/ Atherosclerosis \\
e '\1' e
“ ‘ (Dysregulation)
Diabetes - [NF -kB | I oscoporsss 3iR NF-kB
MU |

Rheumutold
\ and Osteoarthritis

+ -
Pro-inflammate
lI l Il_li [\'I-«

g Cell Proliferation, Apoptosis, Morphogenesis AT Differentiation

! Ht FRIfa Fwar 81
HTgeIHTEA d9RT (Dysregulation) 3R NF-kB SIS+

SRIFT Ui & TISC gIaT 8 @ Iy &7 fafdhear & fw NF-kB 6T
wfsharar @1 ufi§Y ST 3MEeT® &1 Guggulsterone, St &1 T T
TI¥e] Teh 2, Aieh NF-KB &1 Mfidys v efereR o e 21
Tt o ST ol R a1 ARiRes uRer Sik FrareR g St
NF-kB & Hfcrdereres qread 9 21U iR Macrophage H <11 &R gia
& ST T Heeayul 21
et 9 B 9TRIRe < SR 38R FREvT & Hec o aui o T 8
aRsmfeaTER! yraTafieiEt |
ATaTged HaTg FT WS || gIRd |igar
aRksm sk FrdER & wm vy o, fafdear afad &t Sgar g
ST GHR &Y 37 21 Ty I8 AR Hae o aRem iR e &
Ig & 81 GRS JUTCIRTa HepTthe! Afohaer & ufiey J MR aRi
ot 21 giem ff v afFaerett Sfe ufiftear § 9 d@iemeT vuieR
IR G ou A ool aneft, orfeerdelt aarefial & ey @ AT
AT U IRER] SuaRur §9aR, Pro-inflammatory cytokine (IL-18,
TNF-a, TL-6, IL-17, IL-12 and IL-8) ifirssmae ot werd} sust ufereer
PRAT B (Osteoarthritisand Cartilage 22 (2014) 557-5-48).
Tdh 37T & STHR, dafckd o &l 3Ua, oxidative &l 3R NF-kB
fEpe 1 URieY &R g8 P €5 Pl ggrae MY 3R Fibrosis @
8701 &l 21 (Free Rabic boil med.2010, Jan1; 48(1): 47-54) uRsm
3R FARR & ¥ e $ou § Uea fufesedta wfteaar g, e
QU Sfiof TRt it fifehean & ferg o Faner 21
T Heal:
+ e @it & ffdear § Suanht dsnfee =
- gy « HHRNT . THIFHEA AR
+ Gene fregfad & Fafid arar g1
+ Transcription Factor €fad anfugss &8 (Molecular Targets),
SR NF-kB Signal Transducer and Activator of Transcription
(STAT), Steroid receptors U= = garfd 21
e Ui ok “NF-kB Signaling in Macrophages: Dynamics,

Crosstalk, and Signal Integration” (Frontiers in Immunology 9th
April 2019), Wﬁsmamﬁs’m%, NF-kB Signalling I8

STHYT BT 7T Ieael HHaT: ITPGR &

M%%@ﬁ@m%mﬁméﬁnﬂmm%

Age-refated
Macular Degeneration _/

N VE

Anth il et ory
~~ IL-10, TNF-§,1L-37




faerfa= €t 3k witey &1 ey

fRepe o AfceeTeTes SR # faeifi € o1 wedh U8 |y §1 gt & H
ferfr € &t Prifcrs g s srimruRfe sfial & ey Rieg g
gl T8 PR, TR, WyE, fave (AR anfer) o’ fafte
YIS ST o faRieft vep Hfae Retep o o0 H wuse fapam 1 B
srfereeet safaaar 3 Vitamin D & 57 TR & HRUT 3id: ATet it
5 gRad giar &, S 3¢ Ui gl Sty Sfiof aiver it Seucht @ 21
9 MABRS Ufhar 1 FREF A8 urg | 39 Adiponectin SR
fera ST 21 f4erfs €t Insulin sensitizing hormone (adiponectin)
1 srftreafad 3 w=ar 81 Vitamin D&t @t (< 25-30 nmol/I)
31k JruIfHaT (< 50-100 nmol/1) | ST A g} & HRY Insulin
resistance HYHE, BGN, HUEE FIdH & HPMHD Ay,
Autoimmune 3R FetdT S fSHRRT &1 ot dgdT 2|

European Society of Endocrinology Ui & Hifid Us o &
AR, Gou! SR 5l 3 Ser R Hg &1 gear H ferfdE €t b
=1 gmr <R @xar 81 American Journal of Laboratory
Medicine ¥ WeJ HaIfId—areads & 4R, feift= St & arvma @
HEY BleFCRId, TATIRIESY 31R Ul E1.UeT. T 99 wa¥ 3iR T@-
1- el o =1 R @ il g3 21 Vitamin D, NF-kB Signalling
&I &H IR, Cytokine 3R A UTg oM Hi Il 1 HH FHwal ¢l
Clinical trial and investigation & U% SIEHAR &Y AfFadl §
b weiiea & at, S fRfeear & weitcaferedt Supy & Ty
Vitamin D &1 g3 AT 3G fer Sdgefierdr § JUR &= 2

Osteoblast:

: q Insulin deficient states
insulin target cell

.?4‘*0 Diabetes mellitus typel o

tnsulin :'. > Streptozotocin diabetes f—sp. L.ow bone mass

"l
2% v ety
L L
*ae g’

& 1
Osteoblast @

’""Rma""' mouse =

Osteocalcin

Insulin e SRy A &Ik 31 grie avaw, ifRas Jiae
&1 5101 R 21 Insulin resistance I7 Insulin & 311a 5 a7feey
3R arfRueiif¥d srear 21 Insulin resistance & PRI g g MY
Seus BT @ 31 3Ty g o gt} Frfor @1t 2

37T ¥l el 7, Insulin resistance, TYHE iR e &t
¥ @A & fory, HeUTg M (Adipose tissue inflammation) e
g Uah 3M9NSII fafdeda ofed &

ear g 3fg aam: grcad R g

RIS TTRIER TG RRRIRAT |

IRIR HH UGS (I3, e, 77, He, AR, HootT 3R ) A §1 g3

TRIEERAA] W RS e 1 1
FESA W AR YR VSRR SRE: 1
9, fa.-2u

Maija

Shukra

RASA - RAKTA

2| ARy I8 do urg 8, R A< 3 9l urg & aiwor o g gl
S B9 A uiferd WIS A YT3H T sHHT: TN R 81 1 A ad
T, Y& o Hid o1 S|
T STER] YT 7 G AR 94 F IR 2

AG: WG gocd JieHeRAT g
S YT 9RR ol T, iRl &1 gear &R afe ueH @war 81 98
Tl #, 7R g UTH YT 3 SR S UTq T 9IS SHb g4 T UT]
3 I 2 TRl sk wyHgE J Herfer Afga Wt urafe #g gl g
iR SRy YT @Y gt 9IS U7 8l @il Sf: Urcafeas
fqeiwe: AgIfmads (Fat metabolism) &1 3Ry Ieqeht gl o
TEEqu] YT & ARRRAITRS g8 7 Paet Calcium T 4T I el
fpeg I8 =aged Sy et 21 3 Sl fafhedr # wgred
(Metabolism) @1 @R &% srda Agaays! &1 SRRl &t
farfepedn ames TRl R BT 3ITEeTe g1 S w4, T, 7k SR fagia:
Ygag |iay it YA & SR AR dgUTg B B 8
gafery fefehesaT 3 Calcium supplement & 3iciTaT U B S BIFT
ST &, STt Bgif= 3R Insulin sensitivity &1 geTd 21
RTINS Ceelc g Sifdd DA Feh AR g F=wafer ge 59
HTRRIERGT, 7SI, QMR e, STTerdh!, reare, g, e T,
gl 3R degel S Insulin sensitizer 3R AgifAads 21 ifeuUNS
aere S TR 5o UGS ¥ Rieiftr & B e P 21

Ml T?:‘al'&ww s dddl

. A AR <APERT T R

« 3IfRWT (fractures)

. Tffoftemen SR T ¥ P b Qo
HfeRRT g Asthiposhak
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e 1 3T ok R 36 forg wdsrss

"The field of paediatrics is dedicated
to optimizing the growth and
development of each child"

-Nelson's Textbook of Paediatrics.

ot TR 3R ¥ SRy § S aftfa

g,

PRI U1 AT Pl PHARYET |
— FehuTfor

IR-9R & dlel sha iRl & forg
3T TR erarct} ol RIFAT T BRI 21 T8 IR-SR 8 ael! Ahrd
i 3wl afed @ SR gerd 21 ag goedsh g= & Faffior
e & ameT ey act 2

quifg:f=d A8 gitehe@erat= |

Tl afRgea gragieTRTIET ||
fIgpRY 9 77 U oTgae g wikiferdt sitweht g, St frg & 3w
AR aifd iR divor § GuR R g 6t gfg ok faem & forg
SR 31 T8 Teb A e &, 1 Riggaf H & gewe g1 avf @l
GURAT ¢ 3R Riggaii &t a1 ! g9 UM BT 21 T8 qargigerd
it & oft e gt &

|1 eTETaayhTeNe UNT fRFa=a T 1|




11 STTETaayepTeef TSt Rea=af3eT 11 1t R 11 %

fRISMRUT 9 & Tedge

WeHAT gt

QI&T a1y
offd, 7=, ga,
0T, SR, 99T,
HHAT, oMY

8

fRrg] wRoT T 9 e o B &) ™
e fare 1=UT 3T
+ 53 TE 3 YEER TRETeTat farerett & wafiior gfg six famm & forg o
* IFAE Aaws BRI § g _
» SR, AR, HfieaTa, B, r6f, aereT > * AR, Femasey, Bl
SRt degiasra st & gah . e P
Ryaraenfegef @ qur dert adm| . s, afRmda,  « @i
FARBATIRIF HYHTfr W |
STEaaTde HIfdd: fRgRoRs: 4
quify: HIfRTE A8 Yfepgaeratv)
T afgepea TrargieTRIIEd |
SYY)
3 a¥ & : q T, 7Y B Y,
7 # 9 ar
A yaf e ﬁTﬁ?ﬂTﬁ‘EFrgﬁ:\cna‘
A d aR
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ygull Y aFha! U™ Nifgal

‘"Global Burden of Diseases, Injuries, and Risk Factors Study
(GBD)" & 3F¥R, AR Udh dfegs Fwerm g ol d oy &
FfFadl § 9eg &1 ¢ a1 Yq@ PR ¢l A9 § AR 9. Fes A
31feres 7oy & fory epRufy gt 21

SR, ol SfeR § SR ST waTfRenT T = T4 2| T8
18107 BT} o ferrart H 91U IcUe R g IR 98 IR iR |t 2l
21 ot S5 & @ 39 S1Evl | IR 8l 2| 9y fuftheae & o
I el T H e AEET e IR SR v Bl g
Bacteria 3iR Virus S fasTo] 5 el o forg w3 22|
Bacteria 3R Virus & ¥ omur & uRvmasy sRRERaT 5
aRadH 8 & T PR gavy Favaf gl 2|

qenfy, ifoR 3R AT gF &t =i (Self-limiting) F1&IT &,
St F93 AR YT AT AT Bl 21 39 d2T &l IEFEeT H sl
oRe 3 aftfq fepar 2|

g AR 2 7 Rgramergfdar: |

HFRIRT Sed= U ata Wyor |

Yool aTHgy FaaHa gaTeas ||

7 WSUEY A1y qEAMIeTRiO - EgEey § /2%
Tg G 31 P 71t Ao aret Sitefemt & aRast= & Aged &t garfar gl
T 7 o fereT fawT) gaver & \rer eRR & a1ex (e od g1
Tt e IR & 2qeiT T STaT 3R STRITR Fom &:
ST TR Fgg: Srepf= s aTgeIS e Ho: |
TR TR auTgeait R vsfAg d aafxii - qmud Fem
H1eg e 3 gui b & b, amaa: iR & fore aey e fay
3R P &, g 3McaRes HRU = 81 I & SR a1& 9edh
9RIR 1 SEHTIIT Rl 2 SR TRUITH: gaoy Hemghi gl 2
Hferd 31 3 aTaI IMDHRS ©TTH! DI TRR & MRS AR Bl
T 2 B <clTI T e A e st i it awar 2- S
ST GETSAIAT T TehTIT BIhR YT UR ITSHHUT SR <hY &/ (Anti-
adhesion activity) @ &H H=1; Siarufeii & Hagraed ufhar (Anti-
quorum sensing activity) @1 ey HRAT IR A TR ATHRD
Sfiaropatl @1 THfd JATHAT (Anti-biofilm formation activity) @1
fcTEY R ST BT IR b ATHHO | FR&M UG BT
ameyfye fafdear womeft 3 Antibiotics @7 SuaT faRam ST &, St
TferTTeh fANTULa 21 317 & SfeR AR dl &1 u¥q Ug e | o &
fop afi Hepor i frfesear & forv Antibiotics & gRaR SN 4§
faumoy & Antibiotics resistance @t IcUtit @it 21 T€ Antibiotics
virus & faRier & oyl =8 8 8 sefifery aiftR @ik arfear it
TRifehea 4 98et PH R B ¢
HETRIC: TR fI8T0] Antibiotics @1 04 &% S &, =Y Antibiotics
resistance &1 HST W T AT &1 HehHU &b UfiepR J W= 51
oot RIS/ =8 giar 81 siftRaR sik warfeer & wurdt fufdsesr,
Antibiotics fa=T &1 7 21 SfergrT garfar & Pl 9%wo H giTeliey H 87
Cholera SUgEa¥ 5 f3HT Antibiotics @ R duget Hus & waIm &
3 eI Uifea ool b g fiyeft oft|

s'ﬂﬁﬁ'q ST%?H?, waifger 3R 1.B.S. (Irritable Bowel Syndrome) Gall

£
%

|1 eTrETaay1ene T Rea=afaeT 11

e SitefRr o g A yurdt wa A Hfdy 9 ad ¢l
A 21 I8 ey 3Mgde i et 3§ aftfa Riguial ot e o wad
U, A I 8, AR AR JaIEdT IDPRS Tl P KRY FA
2q IRefed b mar gl
2016 ¥ Microbial Pathogenesis & Gf¥dT & UG o &
3R Holarrhena antidysentrica (cs) 4 anti-adhesion, anti-
quorum sensing 3R anti-biofilm PR 91T Y 21 A FAEH Heol &
Byt Y Rigy axa g, ForIeT SuaiT SifeIR 3fiR yarfger ¥
afeat & fpar 571 @7 81 P d IR o1, ATSHD DY 3N H
RGTHD R BRITHD SRGST DT HIT B F WI§e P 2
Cyprus rotundus T3 & "Il 3 9 Yo 3iR yoo fam. ufey
3. 79 eRR R &Y 731 F daF A T § Ws dd 9 9Rd
AfRIR & f3%g Anti-diarrhoeal @ G211 21 (Caddin etal 2006)
EASRIESIECHERIPRISRIRIN I
T SRR H fasuRieh (Antibacterial) @R & w721 U6 (Spasm)
o gfad a1 81 9% &1 U - 9reE S IfFads aRar g, S

Microbial FspHUT P} et & FERY Bl 2|

g § qdct o1 i ‘UguinTeHeACeaRT’ & o9 H aftfg 21 T8 S & fb
yeult & fafeear & uddt it &1 Sy wdsss & Faidt o gguh @
arferet T AR B

TATDR, Pest quct 9t &b SWIad Bl b g6 W AR, Tarizent

1.B.S S S8l U= U THTaelTel! SURT | U8 37=ag A, &) Feigg
PR 3R ISP TSP b Hepe Pl b § TERID &

W_
TeviiTeadHgeranT| (Tddt)

W PeoTcaP ST MTRETATSIT eI SYOT=TH |
Rl ¥ AT RS a O e = |
G HEH fen: offat g fAaewmafom)

Feot qut 9t o1 R
Sugadal | R, vt Jeft (siftRiRged 1.8.S.)
qT ¥ Mo KA H 24 3 &R
I PEATREE, SIRBIETREE, Teh TIGT DS STet b T




|| STRSTcramaTenef TNt fRea=a T 1 1 gt 1 3

Antibiotic Resistance & |

"Journal of the Pediatric Infectious Diseases Society" g TepTfore
Ue Y STETTF & AR @aTerdT ey | difsa figai 3 wmma:
3MG9a% Antibiotic & TN & HROT (Side effects 3R
Adverse reactions) fH0T 8 Fad 21 Antibiotic ¥ 9T ST HhHE®
et § uRumesRe o 2, uRg fafdear 3 gouii & HRu 3 Hidd
B & IR et & gogg B e § FEgaT Ve T8 B
' T TAIR | gTfFasmen g 81
giifery, 339 Pler i T8 SRvd @
&, & wft fafsewm ugud
U ST safet A vraferd & @i
ST amiger fwmei & ufr em
UeH @l o1 Rigel & ey
T U9 @1 S dAaR & AT
T1eT IS X § 8 GHsEN gl
ﬁrﬁrﬁﬂmﬁﬁﬁﬁfﬁmaﬁ%ﬁwwa%wmamﬂﬁm
el &1, et Al Y TETeHe SR RTeHe TR UgH el &l iR
SR g9 DI GGS T &, Wil ffheam qreRi (Paediatrics)
3Gt A S 81 Sgds 7 RigareReen H g & FreeRe &l Fak
ged fea B wawer Rigentet U e fseivmawee aik e areda
& folu JEATUR 81 HaaT TRy R80T’ IE SMYAG 1 9 Sudd E &
TARURY TTERRETT AR [ApRye=H |
Hﬁﬁmwﬁsmwﬁmﬂﬁswmaﬁﬁﬁmwm
399D & TTRT IR e & 3]

SRR gBY gl UIU-37-3IShdE
: A & H1eTT ¥ @l AR geN
"‘ Teh—GER | TUSH H 37T 21 ‘AN
'.*_ 3R ‘geN’ 3 Hiqwl & T |
D . U QIR WM e 2l SRR
* Ig 1 vunferat sreife uvEg 3k
Y Gudh F It g, il 3R
HePHUT & STEHHYT T FAPR Bt B
18T R & BRUT TR} Y URRIY B & 70 37 1 |t i
RIAHS R HITHS Egedl FROR [G1 EH gl 9re
yafawofia gee S Allergen, UGS, |ehmvr, gRacHefe qmoEm,
IR TR B STIYT PR & 3R =0T 1 Ry 8 &

‘Immune system’ ST 8T YUITelT, HF4 IR H W&/ SFH9ITd gt
2, S IR 18T PR BT ¥ 87 IS Rt B

forg) 37 arer yartaRofiy Hepmol & Hudh § egwe a1 A § and @
IR wfcredr, SeRepd, ARTIR, 3NfS el < HepfAe &1 S 81 &
T HehHUTT T farTey &set o forq fRrgg &t 1w wfcrepR erarctt oR Aefet
TETd YT &1 SHIfeTT 9w TR areag Wiaw Geth ST Sehgon &
SUgR 2q farg &t 1 dffeReE (Immunity) ®1 GEd ST
RIS B THY Y NFITHAT B

AT TR F WY 39 frg) &Y A7 ufawiz orarcht Y Ty
srerargfeeT Rra aR iRl &1 w By &1 Rogelt, wdhesh,

T 3R SATIAT TE Sel T SUANT W10 3R T=as Al i &
& & forg fobar T 21
faegef} sl et wvms Hiow, 6t & AR 8, TR SR AT
3741 3R IGhaE FIe ht 38T B &

HRIGTAavEY] g eaTs g fef=t|

SitvfsaRts = o ey T fiaet|

BT VIO A ARG AT PRI |
yTTeE W b fepRT Bt Rifdhear 7 fouedt @ gRuRe wu | 987
YT} FT ST &1 et @t U SR & w9 § LS WIorag Ee
& 1T Y H gfofa fsar

Tt HETAT e TSI HohaTTarasaRT |

gt aTagCH NI eadTG s raRd |
wepesft Riggell & wmrg anfiRl & engel sisfiml 4 9 & gl
SURIGT G BRI, UfIeTR, R SNfE Sa=HIT HhHUT & AL AR
TTUTaE AR, UR §3h R&TCHD UHIE &1 JU Rl gl HheH Pl
ATOTaE e IR AReTeHe i, Jmeyfes deme & Rigy giar g1

% g fad mfg R o)

PRI HHAATAISTARTH eI & |

T ATsdTfeda - R T ||
HUgYT, S 3iR UTaT gEAfihaT & o S Bl SRARIAR IMER &
1RUT R1ggal a1 gre &I 21 o goig 3 aretag W]
T STRITR TET ST BIci! ¢ 31K foh RASTupati a1 wghwur 2ietm & | g
Teh V4T G B, S SR o) e e b & e 21 39 avig |
UTe AT T PRI SR TET I FATI Heeh TR Pl IaTT 2|

faaT \son s st arert Soet vl
A CRIR RN ICECAREIGIE IRl

CISIELICIERIREIERIPRIESIRC IR ER UL
wRamfiy @R fafhe & gfeca @t wad 2
$ IR SId BRI e e § §Yad qrerargHfodr Ry, gt
I MU 3R Srag B B TRt | WA Je dearet GRid
aiteft 2|
qreraTg et Ry & fFRas Swa 9 fr fow wareeg & um 8 21

areraTgfgeT Rra & ar:

o fRreqafl Y T UfTPR ol T BT

* HAY (Infection) T Uftey iR Ffem

o T &I fafty 3R THRaT H FH

* iy &1 YTogd B ufcey

o ST SET T HehHUT P U

* Antibiotic, SeRET Wt IuTNT H ARSI F HHI

o JATUTHIC fIHTT & SR/ SRETdTe H Jae &t gl Heeam 5 gt
* TPpol YAl FfadE dd d g F FHl

frgratil &1 iRt § aeETgifeer RRY &1 STEW sFEWS
Antibiotics ¥ g8 o feT T ST 21

fRrgaii ot weraT IMURIBRE Afae b HTRI HehHYT T faRIY v 5|
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3recafusT fsrur & Ellagic Acid
IFfUUR Sl

|1 erEraays1ene vt RFa=afaeT 11

3IRre W armrerg # dier gl & oik 39k
SUAR G| Pl b Ugald g

YFe ARSI
Stia=dteft & st
(Hyperacidity) U
goal g3l SUgd &
T 2l Curry, Hurry
3T Worry dig

IO & e B

IR P FH, TG

_VE STER Ttee, Gga,
TR, FERITT
aﬁiqﬁﬁmaﬁméﬁqﬁmﬂﬁmmﬁmﬁqaﬁmﬁﬁéﬁwaﬁ@%
areefi afe; sfiof & Smg oY e sor (Ulcer) St et & afora g
21 AT & AT RN Bl AH AN STl aRE A T & | Fees o
78 AT g3 & 6t E. coli, E. histolytica 3R H. pylori S I
AU H Hgeayqul q{ET 31eT R

frmgreaemTsiufem sm 7 gRumq)

fErsTHYFaT T TN g1

TSR MISTTET AT RV 7 |

G ERGETFAGATITA aRaATe || — H19gY ifger
ey wifean § aftfa spafi & & H.Pylori % qg |Id 21 H.Pylori
T HHHOT AT BT BNV &1 S 3felTal, Al § Hel, Srso
TEe & goiE W M P WS wR @ ey B #1 afy o
9eifS¥yep TR H. pylori & wepHur & fory arferdaeefier & oia 21

fgie! Ted T ARwST

FEPT SR RITGI S GoT T ||

FHUSR faggia IHgdy S|l — Sregy |fgar
H19YY Gfgar § AT & Tg TV H. Pylori & ATHFT SA&0T oI
IR, Il dl, AT, IRAR IR, I, JfRUSTR et 3fe &
AT AT I &

H. Pylori WsmHor &Y umfa
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Peptic ulcer (PU), 3ITHIRI & AT <1 § & Uep 81 IfS PU &1 SUER
T8 fopam T @ 98 Perforation iR xR it ik anferat & uRafda &
qehT g, 1 9iasy § grae 21 39fe PU &1 9ffg STAR 1990% &1 39
fRRerfey <ht a1 @R bt =Ty Al THR & 81 fbee Suerets Rufdhem aiR +ft
gIae &1 39 U 1 quie 'R | YS! WoR H Sice! 39 aiaie
SaRT Ufere 81T 81 PU & a9 faforear &1 9t St & ware &l
&TeRT B | 37T: Teehlel AT U ATSTAT hl TR & | SFATIRT STHILRT Bl
FC o ¢ SR SHdh fufdean freht @11 uitre dftew fAeRi & snyfie
farfehear & Proton pump inhibitor (PPI) T THTAST 2| 8TeT & J Heprfard,

University of Buffalo H 87 WU @ 3R Ueh ARSI Fed Hehe

gl €1 9 31Ea 5 Proton pump inhibitor (PPI) 3R g8 I & HeY

goIfT U & | HE oiad Sfds Siepd 3 Bl & Pi P.P.1. & gad dfead SN &

PRT, P.P.I. 3R gaem ARl & Gaul § T Yorel! iR HTesii-s

e IR faftg R Seu= g waan g1

amyfe fafésear gegeht o Intragastric acidity ffRYeft a1 Pro-mucosal

healing agent &1 GHTEY & | T8 fufdrear sanfyr foxieft 7 gt enerfes &,

aiferRare & otk e anfs faRo gfeais = 21

3776eT TR TSl e el 1fay iR $%eh R o SHT0 2 1fey)

Acid peptic BRI & ffrear & anifé uRum fFrafeRad &

+ mrfies aRRemm « s dog. § gur, @nfy aemn a1 sy,
g 3R 9rEe § GUR U4 21U & &0 DI HH BAT AT T
&A1 S Acid regurgitation, SeREIE, SeRIE ST

+ it oo & Sura 891 o & Jatad Rl beH & U
AW Sfig99felt &1 TR §910

fOrdRaR 1 98 By feforRaa weiueft afik @it aftwfRmt @ wfyson

& foradht arerr g7 fafdsear aRome Surat @ gof st @ St Acid peptic

el o A} SAefuTf OR A el &l

H. Pylori Hsh0T &1 fafder antibiotics itsfiml & & sirar 81 fveg,
IR-TR IUINT & HR, T I antibiotics & Raeis uferrer fFmfor
P & 3R antibiotics @1 fHfSha v €1 39 Antibiotic resistance &
T ST ST 21 el Shof 8 ur, areifdre fefdhear | Suer v A8
BT U 9 AeeaTes ffehear gfsedi B smaeaad g 2

Journal of Antimicrobial Chemotherapy 2018 o 13T Uep 3reaa=
4, 7941 7 H. Pylori 9 fffd Gastro-duodenal &t & favry §
Ellagic acid &1 fare 31k Rifthedty emar a1 v frerar 21

3recaforT fsor & Fafa Wes 9 srafds (Hyperacidity) § @fRe 8ilR
<ief s o Suer fiveran €1 Aol 9 Ellagic acid &1 U@ S5y AT &
for H.pylori 1eres urent 21 3t oRe g, afsey sik veket st e
Ellagic acid 3 g& 21 Ellagic Acid ¥ H. Pylori &1 e arar 21
ofiferaer U, SMHIARIP IFcTEd Bl THGEA Bl & JTRATPY J
‘ara foraaage U 9 UReeIdq’ @1 Ieeid 3T 8 iR snafuT ol
e & g gl & Suam @1 Sy e 81 srafta s & ey
gedh ¢ fymumer, e, amm iR RREIT Mucosal lining 3R
Epithelial tissue @1 & 1 31: Curry, Hurry and Worry 1 §X
qéeﬁ?mﬁﬁﬁw%jﬂ fPrrfie Se & srft &l g3 |
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%34, FATE 20T 172, WaaTdl, §ai- woo ooy,
W : 44-33-533% £300 THaE 19%-33-2344 4300

YRR TTH BRIITIHTS, SR,
YR ™ Peptic Ulcer, Irritable bowel syndrome —
sr=Tegene 3 # Suged
faea woot fogam™es, H. pylori 191, THIIRT TRED
RTGY TS fOraTg T HH HRAT B, 9eTSeT TR i GREm
HTeHg <o, ured, fimreme
Hufdsd T Heg A
srfeafirey gof srafe, aRumHee 3 @G
YRITHeTeh! T 3 _
areret € ST SRR <l JYR&MT, H. pylori 121
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