G L d.}_j-g...l.l.l—" Ay Lepn Il
SYRIAN PRIVATE NI RS Y

LS dudEiay) Lilaiwy)

dalant) Jlas 3,
L) syl b g i)

Ls uu Lu»u Homeosta5|s j\
BN dn-«l\ )

- ernlal) il s

dun g ¢ 4_;.“);) injury c\_m/U (a.m;.“ U
Ja_ad.u_)s.mus
a@!;w!@oammfyﬂu‘im;\m‘(uu\ c\_:j\uﬁ

‘metabolic “x2&ul  3u3c responses Cblaiul )
endocrine sleall 23] dlea i Gl |mmunb: Mii

Jal e mmsnl Ly o sty ) llaall pe sl
. \ ) S yall Sl )
4 el Alaauyl 4_&: TP EIEN g R UJ\}J)\A‘;LL\:LM
JSi e o Al systemlc response to injury " A3V ol
\L@—IBJLJMY\ sl iy 3 Mda ‘aLc



LY

Lagas anaadl Jalag LAY ola B il puail) (e Auds

!

LN J8la A b sl Balacid)

il LS A0 sad coalaj) LS AdY) Bad o A leadl LlaiuY) adias
S Jadll 359

functional restoration 4k sll salxinly sole ¢ 53504l LY o)
el 3 3eal U8 (e J33 (e ol o DA e

Ll ) A el Lo aady <o¥as L sl 5 Sl iy Ll
45 systemic inflammatory response syndrome (SIRS) 4 jlgall
:\.u_'aJQ (»n_aj\ Ny 28 c._u.u\.'m.“ CA§)M ‘55_5 ulie AN d_,m; pac Jda
multiple organ 3iuial slacl) didhg ))asd da Pliay Llayl adl
LLiay) calS ) Gl Loy dysfunction syndrome (MODS)
LA i



D Onsh e 4 4 leadl sty o

s~ L gl Pro-inflammatory phase 4ulgiy) Adaall al jall ghalf -1
palall ) ghlly Lyl
Do Lay Caaly

cellular processes 4 glad) cliland) Jumis o

: immun system SUall Jgall Juii .
<ladldl ) Innate immune system ¢ 2l Slal) jlgal) -
dendritic 43 LMY | neutrophils <¥iixal) | macrophages
. ( cells
44 5lialll LAY ) Adaptive immune system &Sil) eliall jlgall -
(T cells, B cells <5 <

ol Gl g LIAN W 8 ol s —a 5 Cytokines <lis ghual) Jxdi o
interleukin-1 (IL-1) 856 9 1 (=S2 9 A< mononuclear Cells
tumor necrosis factor alpha Wi ¢l A < |L-6, IL-8
hypo — el jupwdl ciali ddhaia o § il Jaxi Al (TNFar)
. thalamus
Jalgadl il sina £ L) 3 e o5t 3 SR S sl 51 EY1 13 of V)
essi Sl y Jiadll A endogenous cytokine antagonists W sabaall
ookl e clfasl 48 ye ) sy
? peo 30 Glucocorticosteroids 4 Sudl 4y il chlayi gyl o LS
danll e i€l 1A e il dMa e L) ddaal) 481 5
- (IL-10)10 CnSagl A B Sl ol ) 33l 5 (e



P N o@am @lls pituitary secretion <3 I Jes .
Y counter regulatory hormones #laall diahadll Clse yell
3 Y glucagon OsSWsi cortisol JsEissl et
adrenaline

“acute phase dall jghl) ilisig | gle Gl dala Sligiy p zl) o
fibrinogen (s s ymdlls Lal LAY Wl 8L - s— i proteins “
_ (CRP) C- reactive protein C =S¥ ofigudls

okl Gligiy o ZUEY LS s 6 GeSas A seall (S sl yfiays

Al

Al At AL enn L (50 40l 55kl (e Sal) skl 2 3 13)
systemic inflammatory response syndrome ( SIRS ) 4>

el (e JS) ) ol (SIRS ) Auilgad) AnleaY) Alaia) da Mia Gauats
DAl

4i5ia 4253 36 (0 o=sd) 5l 38 (e el Bl s

488l A 90 (e Aol lall iy pa Jana

1 (s )SH 2t 6 darica f 4880 85 30 20 (e ST udiil] ) ya a2e
N il Sl o pmsall s 13) ) (325 ale 32 01

Ja [ 8 4000 G+ B 5l G ] 4118 20000 e 23 i) iy S las
dasl 8 LA Lghe %10



Y ARl e j00e Aladl ) sy (pall a pall s ] Siany
Y2l (MODS ) sl sliac Yl j a4 o 3Me 5l ((SIRS ) & jleal
; adul

Hyper-metabolic <& L 3

High cardiac output e 2 zL

Low O, consumption ¢Sy éblgial & (aliss)

High venous O, saturation & 4,3 (Aas) glud)

Lactic acidemia ¢4 & oalea

Massive edema 31 4ad

Low plasma protein concentrations laall o8y 38 5 (aladl)

Lasl o4 )y Anti-inflammatory phase <ilgiU sLaal) ) ghl) -2

_counterinflammatory phase clgil¥) 4adl<a gk

o) S 1l 3l S 6 A Hleadl Al Llaiuy) A0S 2 Wl JUa 1)
L Baliaal) A uday gail) A latiu) U ew LW 5 L
Compensatory anti-inflammatory response syndrome

zmd AV ) shall dda jaall Gl (e 446 61 Laga iy (535 (CARS)
. Gladdl ol 3 ¢l salaiad e

s b Lo skl 1 Caay

5335 LY olad Aagliall ) immunity Suppression dsUal) by

( opportunistic infections 4:jWi) CUUN) Eigas Al

Gl sa yell A8S (e dunidia Gy glue pa (5 pad) yy pud) nf dakaia L
el o a5l o s Al dBagidl)

&l
e

»

\



L

- = .
s — .

SIRS e Ly ity i

G gl U g

\

ALl s sl @labiaa

o )

T

CARS

e —

g Sabiaall duday gaill dlaiay) A

- AlgN) ABaal 6 38 sall uandl Slgad) auliis

autonomic signaling 4313 3 L3 A& G 43S el peandl daadl Lass
involuntary 4l IY Glall (8 ¢ <

— (5055 LAY dilaia A (S gl ) cladldl s i a0 dadbagl) )
=Afferent signals 33,158 QLAY JNA (e m o e Al &yjaa
péall uandl il ) parasympathetic system dasll § i dlaal)
Eleall (5 padl oyl a3 S e I (sensory vague nerve dpwal)
daall pe Gaall dshiae oladl GQlgadl Salias dil )y (3OUaby o ) g ‘n).ﬂ.l k_?ﬁjl
kS 3l motor vague nerve &S adl agaall quand) Gl ) Gl 5 s
e Al Lo s haally bl @lli 518 g S ( clsS Jaiaad)
Glhi Al g5l quaddl Gilll ) sympathetic system 4l dldaydl

' (bt sl g Gl )N (g s




s Cand elaal (5 el gl cind S e ) 3,0l il JLaY) ol LS \
Corticotrophin-releasing 4 &l daaiall ) jaall daladl GUa] e S ol
ol sl Bl 8 e dlaal) sardl (= s X)) (CRF) factor
RS W g Al Adrenocorticotrophic hormone (ACTH)
Ja i gsh Ll e s A il clags 5 i)

autonomic nervous system gl duasl) daall o585 3) dagiill & e
JSdy ¢ Ll ) 88Uy o) 35S el ) (pali] ABliza) pasad) 3 ) s
. )

iy

Central Nervous System

ACTH
Glucocorticoids

INJURY
INFLAMMATION ) .
\ Injury Site

INFLAMMATORY < W oy W
~ CASCADE Acetylcholine



f(_

D AN Jpan e CMELY)

%25-15 Ay 2 5 AUl Dlgtiaal Jane 0500 G sl (an je dlle
e agm A (8wt ) cuadly aubll et ol Jadl e Lee

ECIRR NN

roaall Al AUl eginl Jaxa (e 235 Al Jal sl 8l
Central thermo dysregulation 3 luall alali 8 (5 38 ya JI&

« Increased sympathetic activity 45l 4dladl) 540 5
Abnormaly in wound circulation goall dghia 3 ) ) JI4

Increased protein turnover (gl Jeaill 4 3005
Nutritional support (il acal)

: L Y Carbohydrate Metabolism <l Sl CMi)
S slal ebDlginl e J5YI Al e Soh

D oe bl S aal) Sa A el ) sy sl el Sl ) e
Szl Asal

ool Al Sl @lgiul b Gals

ol iU A glaal)

Ol pud¥) pad lasds

s Y ALYl 838 o it LU Sl Glgiae b 330 o

&l sas Lagilall daasl) A pliand) aall @l S 5 ) 5 puall A8 riae Liay
sl gl




40 &5l da gluconeogenichg adl) S S il A<l diaiad o
288 O:‘SL.‘.‘.J-’Y‘) SlineY Solsll  Jg )8 Lelnis b sl Syl ji
oY) (paasll catabolism ped G JsY1 Gl 3 3a 5 ( allis

. Omalglad) g oY)

Ol 3l 32 25 e (o (SIS SR S (e 25 Slise s o) LS @

Giob (o Liuad (Say alinl) JGgl) g CBlland) 3 Gua sl ¢l SIS o
Aty )oY 1 il alliy oY) Janis

: 430 G Lipid Metabolism asail) oNEi)

wae B3 (780 S 50) Al st ) srad) & Zgsdl) daisYl 553 .
- Jamdall 3 all Lgiaall (alea¥) IR (e Leinals 3y 5 A3 5 4yl

Gaali LS Glipe oSalSll (ay jatl et oy JSG osaall Jlas sy o
Al sall eea 1 oJeliy Al 8 100 (o AY) Aga el il
Sl ghusa (B Rl galll Gsann nnT (IS Slal 558,50 G5
O )

al g (sl COlEL) e aalll )ketogenesis GsSN A Jaa of e
JIE Y15 5l i gaia M 5 30l Laralls oY) 508 e Lo ol
aban S Loy yuall 33081 5 Gl i) ) e 330 ) NS e S A S e
oo iyl g dadhll clbilay) ol LS Ly daaY &b oT A 5 all Aganll
O a5y L 8 5l Tl im paall 380 i el |

L

0/ npr- .



: Protein Metabolismh (594 i
Al Cas @W@aa MJY‘ B &= it u;u,)ﬂ! ddlsiwYy) SYagll ol e

Shsodl sl 3 s ae 2l QWY (Byalls Guad desal
eystamic sl Ay Jadll)protein  catabolism

sl g i) 5V a8 4l geas 3 aala (53)) (proteolysis
30 oo 2 ¥ Sl Y Jal) G ol 7ok 3305 G el s

. Je 100/ ol
wansll o S bl el )5 (Al el (Bl o)
ROV s e bl 7 e Caaad b g M s baY) aa Sae iy (A 4le
Sl il & s wall substrates SV LU Ul o5 gl o4 SAs
.acute phase proteins 2l skl Sy » S s

oy o unben)) cians¥) dauS) Gall A e el DlSAWY) o2
Sl 2 8 il 8 sSH )5 ¢ s

s (G )growth hormone ol Gseap 8 Gadll & 8 A, .
Ol ol el ady s sl S

il sl Y] maas a2 ALY A0 DY) Al DA .
caaina)) GVl @A) Lhaaall dawlWU 5S Dladd ¢ il
(ol daelid) leas a8l &S el Al olatl a3 (say (Alall

s gl e sl 3 Jaall QA s ) G L) of o By o
aoMamall g alall JSaell (&3S i oy g pall et I daba Y



Peripheral tissues Central fissues

Muscle Liver

Amino
Acds | B
. . Clas
Adlpose fissue Immune system

i
1
!
i
i
i

especially

Skin Gln and Wound
Ala

LAY o acad) S 5 b Alalal) el

DEST0 s padd s aall Amdall ilially S35 Aol é

pail) e A0S QLS 4S 57 + padi 1S 13

s e Al Al e AN Ay

Glaa @S 3+ Ofig e S 12 + #la 3542

D oo Adlse Cligh 5 ) A

4 pda cidliae AUC 3< 8 + Aglon edlae 3<4

¢S 7 A Jilu 114 + 8l JA1a pla i 28 (e Ailge oLl AL
pllaall 8 w15 Auiaaall ALK oans o

8l )



.

Changes in body composition following injury

70 —
&0 — FAT
50 — 3
PROTEIN
2 40—
= | INTRACELLULAR -
30 WATER & 03 ‘
2 0;5 :
EXTRACELLULAR
16 — WATER
; = "E%‘E’:; i R J
0

The chemical body composition of a normal

70-kg male.
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