Essentials of Primary Care: A3}7|

M B

HRE QI7F Soiue A A

AL #41  Ae) Sk

FHAA 71y

el

=5 (eveaity)=

#}7] 7 (organ faIure).J wg 9} X1+ 717P lﬂL

—

2 FHEe WA 5l wet AE(mil
(moderately severe), % (sa/ere) Tk

[
KX
AT S Aol FHgEoR g
]

d), e

Feagel

o® 1HETL HAFHE

Z
—6‘
EFA, S8 TR AV o] wAskaAL Z1e

osiEl Hew
Q(fluid collection)

AE Fold) Fasith WAARAY Fa FYFo
7

© 58 A a4 28] Aol whE 22b] Vs 24, e
AL AP A e] &l et Wi2v] 71 ATt ofof mh
] o] Q. olulzlo

BaoAE FAAEY

Kl 2 214
A3} FAYZ Pl 2 Az s 7|5 W
ol gyl et M=ot 4ol oisl Abwl i sk

FAA

i

X g

A YES o= YAk AT SR 55
e B oAl $217F A4 ARt 36 o]
FFest fAA HEY dFol SHEE 5 I T
271A] o) whEshd ke o= k. FEfehA ez A
S 2k A T AP 9] 2210 TaKnercss 5o Wt
7RI R A(interdtitid edemetous pancreatitis) T T AR
%< (necrotizing pancregtitis) & 2 2 &3tc) QdbA o2 %k
7]4-74-2 modified Marshall scoring system (Teble 1)-2 0]-85

o
olN o
o

)

N
-

o

of 27 ol el Be-= Aotk gAAEHY S5
Table 1. Modified Marshall scoring system
Score
Organ system 0 1 2 3 4
Respiratory (PaO2/FO2) >400 301-400 201-300 101-200 <101
Renal (serum Creatinine) <14 14-1.8 19-36 3.6-49 >4.9
Cardivascular(Systolic BP, mmHg) >90 <90, Fluidresponse <90, Not fluid response <90, pH<7.3 <90, pH<7.2
Oxygen (L/min) FO2
Room air 21
2 25
4 30
6-8 40
9-10 50
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Table 2. Degree of severity of acute pancrestitis
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Mild acute pancrestitis
Lack of organ failure and local/systemic complications
Moderately severe acute pancrestitis

trangit organ failure* — organ failure that resolves within 48 hours and/or

locd or systemic complications
Severe acute pancrestitis
persistent single or multiple organ failure (>48 hours)

*modified Marshall scoring system >2

Z1RA fet A&7 T FA ER AT WA
fo] upe TRk AT 2, AR
B8 7%, WA ool FHEL R A0] YA
& EL AT G A9E FEEES, 8117 o4
A& 7R A0 g A9l 35 FAARGoR

FAHAGE AR glo] 27lo] Hx g FaY AL
AT o) Tl THAGY B A 22 e
AT o) FTL AYED FYF o] DHT Yo
QITh! AvHA 0.2 G AN WAISHE RO Zat
Aol Aot SIS Fof A wpEEo] WS
Aol of] 3t Aol ezl ofs) wAysks Aolck. 18
2 AFS dold Hud 1o FF 052 B4 %
Zapt zaE 4 ook BAClE FHARD 27 244070
B Bt 45l FEE chpe] 2o TG Aol U
7170k AR S ek Stol thape] S0 Fgo] A
o= AYEULES Tt T Ao] elshe FHAF
HPY 27] 2443 B9 AL o HRFOR ol FFU
B EERA, ARA S 7] FA wAo] BTk w3k
S S FFE YAl SuHETE £AE WE)
LA A9 ABZ o] BT YR F AFEE
Boreh T uE WA YD 27] 24 B S
© 25~4L Fw Rofalr L} o] 05 mLkghr o4 §7]

24Xt & CREGE A7) fofebA =9kl AAASA
HRS =35 “1(sygamic inflammatory response syndrome) 2] ¥l =
= WQITh® olgdt Auke A g Bols g4 tiA}
A} AF(hyperchloremic metabolic acidosis)S 38 4= Uil
AMIARS2 AT AS fdstar dsa e F5F8H%

o] [} Aol ek Ringer's latatel= Ae)4] ¢
of) 1] 4147]# o] %2 4:(pH-balanced solution)o] =

ShAbARS O] WAE Slo] H7] ufio] Z7] oo 4
u g

EREEIE S A9 Y 27) 5o B
o ol elshE Sl FRE el @Hchs Ringer's

lactateS 5~10 mikgh £ =& FQlake] wukiy} Kot 120
3] gk, HtEHY> 65~8 mmHg, ARlgFo] 05~1
mi/kgh o]} E= SntE=e|E7L 35~44% 5 47H4] 5 17
A o] WHESE 4= Qg Fofgith o] ¢ 3 FNFS A

= =
32l sto] Ak Sole] Foluut £ES AL

2ol 4 2
4o AYE Fa5P AN T Ut FHAIE N2 A
2 Z SR A FAS A S o] o2 v
ofet. F4jo] ARl FReki AN Y 2ARE Aol
g SABS WY B BulE A3k ol wret A
ol 4] b 5} 5 (proteese) 7+ B3R o] FAHHAGL]

B 71791 AubA| 2] “2}7}ASHautodigestion)” 7} -2k o]
Aol ofsbe)= ofegto] WA¥gth= Zlolth ey 4
A FAAEHANA A el A Fakgez <l
Aok B3 A7) A4S A 5SS
7 (gut barrien) 9] 7]5& ASHAIA digo =5 E Al
AHbacteria trandocation)”} =] ZAS] AP T=
ZHAICEEE g p g ol 7Hst 27]0f
& gl FHHL Aok AE 5
854 e B R
7oz @3 obdetAl, 2lubA] x| eF BAgle]

o3}
AR

HAZZAL Q= Aol AMgES WS- = A
Aol A ciprofloxacin, metronidazole, meropenem}
P2 YA ARGl Thgh tifi Atoll Al oA

4
1 b8 390} ARG e B 9E vl

)

_,d
X2 o

% g0

> T ooft o oN i 2

4 e 4

o

>

2
og
o

=
ok

oo rlo il
O:é O_>|:
2 om
rt

o o

OB oW o
o
N
1
rN
N
N
o2
%,
Y

=
)
)
N
N
537
2
e
=>ilt —
fr o
oy &
02 >
<y
0%
i)
S~
of
[ed
it
2
927
2
4

I
~
N
N

I



— 201849 Rl atels] EASkET e -

Table 3. Termsused in the new classification based on contrast-enhanced computed tomography

Interstitial edematous pancrestitis: “inflammation” or stranding in the pancreatic and/or peripancreatic ti ssues without tissue necrosis

CECT criteria
— pancredtic parenchyma enhances with the contrast agent
— lack of peripancrestic necrosis

necrotizing pancrestitis: pancreatic parenchymal necrosis and/or peripancreatic necrosis

CECT criteria

— pancredtic parenchymal areas without enhancement by intravenous contrast agent and/or
— peripancreatic necrosis (see below — acute necrotic collection and walled-off necrosis)

acute peripancrestic fluid collection: peripancreatic fluid occurring in the setting of interstitial edematous pancretitis; this peripancre-
atic fluid occurs within the first 4 weeks of interstitia edematous pancreatitis

CECT criteria

— homogeneous fluid adjacent to pancreas confined by peripancrestic fascid planes

— no recognizable wall

pancregtic pseudocyst: an encapsulated, well-defined collection of fluid but no or minimal solid components which occurs >4 weeks

after onset of interstitial edematous pancreatitis.
CECT criteria

— well-circumscribed, homogeneous, round or oval fluid collection

— no solid component
— well-defined wall
— occursonly ininterstitial edematous pancrestitis

acute necratic collection: a collection of both fluid and solid components (necrosis) occurring during necrotizing pancreetitis. This col-

lection can involve the pancrestic and/or the peripancrestic tissues

CECT criteria

— heterogeneous, varying of non-liquid density
— no encapsulating wall

— intrapancreatic and/or extrapancrestic

walled-off necrosis a mature, encapsulated acute necrotic collection with a well-defined inflammatory wall; these tend to mature >4

weeks after onset of necrotizing pancrestitis
CECT criteria

— heterogenous liquid and non-liquid density
— well-defined wall

— intrapancreatic and/or extrapancrestic
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Fig 1. Anillustration of the multidisciplinary approach recommended for managing pain in chronic pancrestitis. PPI:
Proton pump inhibitor; TENS: Transcutaneous electrical nerve stimulation; SCS: Spinal cord stimulation; OIBD:
Opioid-induced bowel dysfunction; TMS: Transcranial magnetic stimulation; ESWL: Extracorporeal shock wave

lithotripsy.
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Table 4. Key points of pancreatic enzyme replacement
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[ Non—-responders to PERT ]

Response H
Response H

(
[
[
(

Check compliance and
correct(if present)

90,000 U/meal

!

Add PPI

Increase dose of lipase to J

Response Work—up of SIBO or a 2—week
P trial of antibiotics

J—

[ Refer to specialist

Response
P causes of malabsorption

Work—up of small bowel J

Fig 2. Algorithm of the management of pancreatic enzyme
non-responders. PERT, pancreatic enzyme replacement therapy;
PPI, proton pump inhibitor; SIBD, small intestinal bacterial
overgrowth syndrome.
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Individual dosing (severity of disease, composition of food, body weight)

~2,000(1,000~ 4,000 U/qg) lipase unit digest 1 g of fat

Adult at least 40,000 (20,000~ 75,000) U of lipase per main meal, 10,000~ 25,000 U/snack

Administration
- with every meal or snack

- inindividual portions during the meal, or short time after starting the meal
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Table5. Currently available pancregtic enzyme productsin Korea

Enzyme activity (USP unit)
Brand name Preparation Ingredients Lipese Protease Amylase
Bearse® Tablet, enteric-coated granule Lipase 15 mg 24,000 4,200 36,000
Pancreatin 78.6 mg
Beszyme® Tablet Pancreatin 400 mg 10,000 33,000 31,000
Bromelain 30 mg
Creon® Delayed-release capsule Pancrelipase
Enteric-coated microsphere Creon 24000 24,000 76,000 120,000
Creon 40000 40,000 100,000 103,600
Dages® Capsule, enteric-coated Pancreatin 50 mg 14,500 4,000 6,500
Pancrelipase 13 mg
Festal pl us® Tablet Pancreatin 315 mg 9,660 25,000 31,000
Gesterin® Dragee Pancreatin 200 mg
Bromelain 7,500 U 6,133 23,000 20,000
Norzyme® Enteric-coated microsphere Norzyme 10000 10,000 28,125 31,125
Norzyme 25000 25,000 78,125 93,375
Norzyme 40000 40,000 93,750 103,750
Pancron® Enteric-coated tablet Pancreatin 175 mg 5,366 22,000 31,000
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