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Table 1. T3 FFAA4 %E3F A=

el Amsh Py -

Target Drug

Proposed action

Inflammation; peripheral sensitization NSAID

Antiprostaglandin

Corticosteroids (systemic or local) Vascular and cellular effects

Neuropathic pain; central sensitization Tricyclic antidepressants

Anticonvulsants

Local anesthetics (oral)
Neuropeptide antagonisits”

NMDA receptor antagonists”

Effects on monoamine (serotonin and
norepinephrine (noradrenaline))-mediated
central pathways

Suppression of paroxysmal discharges

Non-depolarizing neural blockade

Opposition to substance P,
calcitonin—gene- related peptide (CGRP), etc.
Opposition to EAAs

Pain itself
Opioid agonists

Acetaminophen (paracetamol)

Central

Activation of p receptors (brain),
§ and k receptors (spinal cord);
possible peripheral action

viuteky FZA 7 FFE o]F 1 9o, acetamino-
phen, nonsteroidal anti-inflammatory drug (NSAID),
corticosteroid, tramadol®} &-9-&4), A HA e
4l epA ol glrk. mlvkepy 21
A7 EFroﬂ 2F-8-51 | opioid ¢}

s g

Acetaminophen P o] Eil ARl XEA =
A A EAEE 7ML o FES A8 719 glrh
prostaglandin synthetase&
AAst] FFY AAE FUMAFICEA dojAARK
WxZ Ao = cyclooxygenaseE &3 prostaglandin
synthetase® A o2 AAetA] Xat7] vl &<
% 2Hg-& mn g

AJ9lo] Qlo] acetaminophen< 4% 02 4~6A7F
ulth 500~1000 mgs AT E-2 A% o Fosh s+

Hd &3S 4 gmelt) 13] 1000 mg ©]’d T8t
AZanrt o o T7tEAE ek 78 2 %49
5 RddA, Ho &7 WFEINE  ibuprofen
(1200 mg/day) ¥} fAFstch W& &= Fol £ 30~60
i ol AREW AA BET)E 2~4Abelth 4

ol tisix s @71 Folx gaF ol ANt Ay

o el E A& HEor Hojr AFUolA} Fof

of ZdAAE A= & 4+ Ut Acetaminophen>

opioidt} tramadol®} ®-&%o] F7|= sl
Acetaminophen< 74l 7} §lo E‘L prostaglandin

o
o o

2 ol

ne

el Wigk Earh vinehy] sl Al o -2t
go] Arlstth A 1 54 UERd § o, WA
HAgo] Sl g @A AR g2 ik 54 A
=7t Sk A= etk Warfaring 2o] Abg3hs 74
5 oFAle] WIS AAAIZ17] wiEel prothrombin
times Fof A gstojof gt

2. HIAEIZ20[EY &HSH (NSAID)

1) NSAID2| =+g7|H

NSAID+E prostaglandin (PG) 434S Adsle
kA o] A"t o] 2] %= oxidative phosphorylation®] 4
lysosomal enzyme &HJo o3t 2H&= Q&= Aoz &
#HA o Alaxruke] Qx4 phospholipase A2¢1 9]
3 arachidonic acid® #&Fi o]= tiAl cycloo-
xygenase (COX)oll 2J&] thromboxane (TX), prosta-
cyclin, PGE2, PGD2, PGF2a 52 & HHit} PGE £+
of wet & & 28-S YEPATHIH 6).
COXell F 7}4] isoenzyme©] oW, o] &2 M= T}
s Fasta vk COX-12 B2 42 =

oM L@ o] Qo e Ay, davat

[
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Table 2. NSAID #¥ 91413 AL AFAA.

Established risk factors

Advanced age (linear increase in risk)

History of ulcer

Concomitant use of corticosteroids

Higher doses of NSAIDs, including the use of more than
on NSAID

Concomitant administration of anticoagulants

Serious systemic disorder

Possible risk factors

Concomitant infection with Helicobacter pylori
Cigarette smoking

Consumption of alcohol

ibuprofen©] w2 Hol 43}
NSAIDell €] gk 917 Aghe] A5+
antagonist®} proton pump inhibitor7} &3} et} H2

H2 receptor

receptor antagonist®] 74-9-, proton pump inhibitorel H]

3 A frgo] i, A% Afolle 27 AL A7)
of whel xfF-&o°] Ttk &elA 9tk Sucralfate™
NSAID® 93k HolA AFol= a9t AR 214

Folle= a7 dEA A %o, misoprostol
NSAIDel| 9] A2 Ago] el Zart B8
st

NSAIDo| o]k 917 A 3ke] oo & += sucralfate
= drEyrt ¢loew H2-receptor antagonist:= 4]
A% AL dels FrastAn AAGE gstA %
3t7] ol 2 auEgor FHEA ke
Proton pump inhibitor7} 9] - A e]A7% A% ALa7}
7t L Aoz dHA Utk Misoprostol2 ¢ - 4]
#HFe] ool proton pump inhibitor B.th= °Fsh
Frag Ao geA] ot - 33 ol H&

Eiasd

ks o

=] 2
ARk
3jof

(2) A7 Bag

) 8
NSAID®] #2802 dahy ddgAdol £A7F €
A& VIGOR trialel A tZ&+tell H]38] rofecoxib F o+
ol Al A A e] B =th=(0.4% vs 0.1%) Aol A] 1]
25t o] o] Aol A rofecoxibdll thajA A= th
E AA7F AR A 3] AL A FujFAE AA8HA
t}. Celecoxib (Celebrex™)3= diclofencg thzwto 2 g

= 37| A=

a5k g

H(J—HS —
CLASS Aol A8+
F At L Celecox1b°] oo
APetd =, v Yy GFAT
Prevention with Celebrex (APC) trial
A FoX Y e A o A9
el vl fejEkAl mrhe At
FA 570 o]Z3t}. Etoricoxibe] Q4]
g3 F-A-8ol  naproxen
etoricoxibrnsell &= 247} Y AT}
G AF7A S ATFARES E’_—cr
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2 AES U= FE0CEE D, o
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4) 7|l 2FH|
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o] AE2EE A3Ad F 3o dextroamphetamine
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Table 3. £%¢ 7243

Condition (prevalence*) Signs and symptoms

Mechanical low back pain(97%)

Lumbar strain or sprain(=>70%) Diffuse pain in lumbar muscles;some radiation to buttocks

Degenerative disk or facet process(10%) Localized lumbar pain: similar findings to lumbar strain

Herniated disk (4%) Leg pain often worse than back pain;pain radiating below knee

Osteoporotic compression fracture(4%6) Spine tenderness; often history of trauma

Spinal stenosis(3%) Pain better when spine is flexed or when seated, aggravated by
waling downhill more than uphill; symptoms often bilateral

Spondylolisthesis(2%) Pain with activity, usually better with rest; usually detected with

imaging; controversial as cause of significant pain
Nonmechanical spinal conditions(1%)

Neoplasia(7%) Spine tenderness; weight loss
Inflammatory arthritis(0.3%) Morning stiffness, improves with exercise
Infection(0.01%) Spine tenderness; constitutional symptoms

Nonspinal/visceral disease(2%)
Pelvic organs—prostatitis, pelvic inflammatory disease, Lower abdominal symptoms common
endometriosis

Renal organs-nephrolithiasis, pyelonephritis Usually involves abdominal symptoms; abnormal urinalysis
Aortic aneurysm Epigastric pain;pulsatile abdominal mass

Gastrointestinal system-pancreatitis, cholecystitis, peptic Epigastric pain;nausea, vomiting

ulcer Shingles Unilateral, dermatomal pain;distincitive rash

*—FEstimated percentage of patients with this condition among all adult patients with low back pain in primary care.
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