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Pressure sore
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Nutritional status Serum Albumin level
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Total lymphocyte counts

Heart: MBP
Organ function Lung PEOL, PRUCE
Liver Bil, TG
Kidney Cr
Physiological reserve —— age The elderly and

The very young



APACHE II Scoring System

Acute Physiological Chronic Health

Evaluation




The Acute Physiological Score

Vatiahle 4 13 2 1 0 1 2 3 4 |Patient score
Temperatune ("C)  [241 [39.0-40.9 385380030 0.32.4|340-359(320.339B0 0319 (<200
MeanAtterial BF - |=160(130-129 (110-128 70-103 20-69 =40

Heatt Rate =180(140-179 (110-139 70-103 5569 [40-54 30

Respiratory Rate 250 |35-49 2534|1224 |l0-11 |69 £5

Paly if Fi0q<50% =700 61-70 55600 <55

AaDCqif FiDy=50% |=500|350-459  (200-349 =200

Attetial Ph =7.7 |7.60-T 49 T.5.7.59 |7.33.7 49 T25-732|7.15.724 |<7.15

setum HOOS3 (f no |=52 |41.0-51.9 32409 (213319 18219 (15179 |<15

Atterial pH value)

Setum Na =180|160-179 |155-159 |150-154 |130-149 120-128 |111-119  [£110

Setum k =7 |6.0-6.9 5559 (35354 334 (2519 <25

Creatinine (ARF » 2 |23.5 [4.0-3.4  |1.5-1.9 0.6-1.4 <4

Hematocrit =0 50-59.9 |46-49.9 |30.459 20-29.9 <20

WEC coutt =40 20-39.9 ]15-199 |3-149 1.2.9 <]

(lasgow coma scote E: v M- GCE=( 1 115-00e=
Total score A (APS)

*H¥ the patient has endo i situation record the GC3 as such as E3VTM4: not including into Total a scote




The age and chronic health score

Age Adjustment
Age [Vrs) <44 [45-54 55-84 A5-74 =75 Patient score B
FPoitits 0 2 3 3 B ||

Chronic Health Adjusiment

CHF Mo organ Failure [With Organ Failure & With organ Failure &
Eeceive regular operation receive emergent operation |Patient Score C
or not
Foints 0 2 3 “

Assessment of the Organ Failure |
1. Heart -NYHA Class [V
2.Lung -COPD » Hypoxemia » Hyper PaCO2 » Pul . Hypertension >40mmHg  » On ventilator

3.Liver —Liver cirthosis » Portal Hypettension » Esophageal varices » Hepatic failure » Hepatic coma

4 Eadney-Hemodialysis

5 Imane-Immunocompromise

APACHE Il score = APS + Age+ CHS
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Sepsis 7, 40, 86 (FPNBE lHﬁ E-3)
Intensity, frequency
duration



SIRS

H PR B R R - SILRL(Bone et al.):
temperature more than 38°C or less than 36°C,
heart rate greater than 90 beats per minute,
respiratory rate more than 20 breaths per minute or
PaCO, less than 32 mm Hg,

WBC more than 12,000 cells/mm?3, less than 400
cells/mms3, or

more than 10% immature forms (bands).



Stages of diabetic nephropathy

develop to ESRD in 20 years

Stage I: early functional change, renal hypertrophy and
hyperfiltration

Stage IlI: early structural change, thickening of glomerular
capillary basement membrane

Stage llI: incipient nephropathy with microalbuminuria
(30~300 mg/24 hr) and hypertension

Stage IV: established nephropathy with gross proteinuria(>
300mg/24 hr) and decreased GFR

— Stage V: progressive renal insufficiency with rapidly

declined GFR (-1 mi/month), kidney loss up to 3% of
function every month




The pathology of diabetic nephropathy:

Glycosylation of basement membrane and
mesangial proteins:

Diffuse basement thickening followed by
proliferation of mesangial cells and nodular
glomerulosclerosis consisting of deposition of
glycoprotein material in nodular fasion.

FRL PR |



Analgesic abuse

Toxic nephropathy

Combination of aspirin and phenacetin causes renal
damage

Aspirin inhibit the local production of prostaglandin, thus
enhancing the toxic effect of phenacetin metabolites and
slowing their removal.

Aspirin lowering the concentration of glutathione which
normally inactivates phenacetin metabolites.

Ingestion of 6-8 tablets of APC(aspirin, phenacetin, caffein)
for 5-8 years produce significant renal damage (2~3 kg
each).

Acetaminophen (Tylenol) is a primary metabolite of
phenacetin. Habitual acetaminophen use increase the risk of
renal disease



Analgesic abuse

aspirin ¥2 phenacetin & & i * 3 = ¥ % 5
Aspirin fe ik & R prostaglandmmﬁ i bv 3h
phenacetin 'Bfffzi Yoz F ML REHR "f
Aspirin *%# & glutathione ik & % 2_ & /2 /& '
phenacetin ik 34 4 2. F |+

=+ B PE* 6-8 tablets =3 APC (aspirin, phenacetin,
caffein) 5-8 years ¥+ % #-3 £ § % (2~3 kg
each).

Acetaminophen (Tylenol) €_phenacetini £ %35+
Foo YRR B4 TR b %



Other Risks

Fall
Pressure sores
SIADH
Malignant, obese, elderly, female, major surgery
DVT induced embolization
Immobilization, dehydration
Homan sign
Hypertensive malignancy
DBP> 120 mmHg
MBP> 160 mmHg
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Abnormal data EMEP TR

Impaired function Data

Discomfort Function
Pain Discomfort
Dyspnea Life threatening

Threaten to life 3 “,f 5142 BP 382 )
Hypoxia i BIE K
hypoperfusion e Aph 4 B
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Thank you for your attention




