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-~ Kyong Ran Peck ' Interpretations of abnormal findings of nonspecific laboratory tests in infectious disease -

Table 1. Infectious diseases causing severely depressed peripheral

leukocyte count

1. Overwhelming bhacterial infection of any kind
(e.g., seen in severe pneumococcal or Klebsiella pneumonia)

. Miliary tuberculosis
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. Disseminated histoplasmosis

. Overwhelming endotoxemia (e.g., Gram-negative hacteremia)

. Certain viral infections, especially dengue fever
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Table 2. Infectious diseases causing pancytopenia

Parvovirus B19

Herpes simplex virus
Cytomegalovirus
Varicella—zoster virus
Adenovirus

Hepatitis B, C virus
Advanced AIDS
Disseminated tuberculosis
Disscminated fungal infection
Babesia

Virus

Bacteria
Fungus
Parasite
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Table 3. Infective agents associated with hepatic dysfunction

Bacterial Spirochetal
Generalized septicemia Syphilis
Gram-negative sepsis Leptospirosis
Bacterial pneumonia Borreliasis (Lyme disease)
Staphylococcus aureus Rickettsial
Actinomycosis Rocky Mountain spotted fever
Salmonelia typhi Q fever
Shigella Mediterranean spotted fever
Neisseria Chlamydia
Legionellosis Lymphogranuloma venereum
Brucellosis Viral
Tuberculosis Infectious mononucleosis
Mycobacterial - atypical Rubeola
Listeriosis Fungal
Tularermia Actinomycosis
Melioidosis Coceidioidomycosis
Yersinia Trophozoites
Malaria
BY 7hdolu €3 Dol WET Fadel @9Y & Y48 nolelojol 9l opde] nh $8L Eo)
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Table 4. Differential diagnosis of prolonged fever.
leukopenia, and mild hepatitis

Typhoid fever
Brucellosis

Tularemia

Leptospirosis

Miliary tuberculosis
Cytomegalovirus
Infectious mononucleosts
Viral hepatitis
Rickettsial infection{(Q tever)
Malaria

Lymphoma

Bacteria

Virus

Others

Noninfectious
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Table 5. Changes in acute phase protein levels after injury

Acute phase protein Half-life Early Mid Late
C-reactive protein 4-7 hrs FHt+ + -
Amyloid A protein ? +Ht + -
Alpha-1-antitrypsin 4 days AR ++ +
Alpha-1-acid glycoprotein 5 days et ++ +
Haptogliobin 2 days ++ ++ -
Fibrinogen 2 days * ++ +
Ceruloplasmin 4 days - ++ ++
Complement component 3 ? - ++ 4
Complement component 4 ? - +t et
Albumin (Negative) 17 days
Transferrin (Negative) 7 days
Prealbumin (Negative) 12 hrs

=
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o 2y B EF 7 Al AR ¥F e
B129] FE7} F718 A% o] ohE Aglol o # A
5 D Fedof Pt AAA Tk 33 B F
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Wil 34, Pl 5uEE FHEs FdeA F71
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HYyT AT
(Erythrocyte Sedimentation Rate)

Zd AN FRelxd 5o F47) e BA
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%(ESR)7} Z71stA ©l2& ESR 7Y APl Ag
3 A8 EHE B ARDA F45H4 o] go] 9
of gith. wholejx gadmch Al o)A ESRY %7}
B d A5 $auc $4¢ sa8e @404 294
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228 Hrlshe AR Sk div) e, ESRE H
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Table 6. Factors that influences the Erythrocyte Sedimentation Rate (ESR)

Increase Decrease

Female sex Polycythemia
Increasing age Hemolytic anemia
Pregnancy Anisocytosis

Oral contraceptives Spherocytosis
Anemia Sickle cell diseases

Hypercholesterolemia
Diabetes mellitus
Inflammatory disease

Microcytosis

Extreme leukocytosis
Hypofibrinogenemia

Congestive heart failure

High doses of adrenal steroids
Clotting of blood sample

> 2-hour delay in running the test

o}, £, ESRS AT ] T Zdel P& wobA
Hgo] 91& o ESRS Z7sta, 74 HE 37} F71s
W ESRE 743l 2(Table 6) di4o F2& a8
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Clomg/dL)stT, 94 @2 Areul 284 AR A A
t FEEE gdich vlolgl s el e Aol AL}
ot (<4 me/dL)E AU Heme AFA =Y
3 vlolel A4 H@e] Ty Avke] ko] HAR 31x
" 52l 3L ohrh CRPE 594, vod Foll A
e FHEE ehE ZTEEH Q717 &) o)
ol 2o Aghe] AW N&etA Faoz gis)
L A8 2% 2 %’J"‘E}Rl 7 Zasitizl oy
etk A9 09 Aol HHsA 55X ¢gm gl
go AzHg = dvk fEoly 3 #AblA CRP
 ZrashA] ¥ SrbeE 23 4EEE g4

ESRETH A&atA] Wgetng 3 vg 2rlde
0 F& XY 5 ek =3 CRPE Wdo|y g8y
Alefel] FEE ukR| O ARH AAdME EAo] 7}
% de] ESREC §% Fgdoivk 23, 349 ¥
H ESR CRPst #AFshAl @38ksln, CRP:E ESRET
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AL H1go] BIRER ESRE AT T8 Utk telA]
AAEnz BHRA A& CRPE F718hA] et

CRPE ZHd 28 ¥ ohdzt 84 A2 3, Futd
2 A oy g ME Frheo} FutelaA HEE
A M Aol $F5F ESREC CRP7} o 2 @@
th 2 T G EelA e 2 A8 gHe 2
e dlol CRP7} %%S}L’r

gﬂﬂ Hre. B

d E& F transferrin, €59, preal-

bumin 5& ¥¥ 830] Frtsta, Aol FaH
3ld FA70e 8% vt 2480 Transferrin
o] 3 sl 2eg g, laRes 7
H st A s A AAde] A

digt Z¢ 2o o= A4S i F49E8 2%
L9 3} prealbumin® ZE 2ol oA S| FukA)
A9 9o 1 Fasy 4 &4 2 FYEY,
A Bzt dadth g9 A €8 FErt e
& BREAA A Ee) i, 49 717 A, YL

st 7lgel Bkt st ol

1‘—11'102
.—Tl—ﬂgznﬂlt—o

e

A ol&t

ol gAZolA vEelH 0w B} vhet
7l 500 me/Y olatels], WAk F7kekEA GFRel
F7kstm Rapwel Zhe wele] ojasb FvkakRiA
el

Hal By Agol A AALTFAGel FrrEa Yol
vt g %“ et Auetde] WEARQ 7 Ao
o, Ao A] gAle] glol = st FekE & 9l
7redo] EAE WA i Alebzith g Aolu} A8 A
o] glo] el pvh 9o, AAHE Adaty] ol

20124 AFR 94 s Fle] Frk

LRI 59 AAPALE nitrited} WHT esterase
HALE A#En 927958 fushe b £ 2
ol b AziRel 4 Ul EAFE nitrate
nitrite® LA 7122 nitrite?t FHoH L 2AISE
o418 = glvh feuk, 23T R 2ol nitrateE
A7 A Lk Mlarell o3t el Aol nitrite
7} &4 ¢ glem® nitrite7t SAoldelE 827
gL A #= ¢loh Nitrate el A2 F4&
HAA mtnte?P Ax2 HaE AL, & F vEh]
Col ¥ 571 % 34 Aa3499 4 vk Ao e4€
a5 7AAbslz] el 28 WR sl B8 nitrite?} HEA
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22 U2 £ ok MY esterase HAME Fieol ofgh
st 75-0%2 8 E oy 1A HJ old}. Hd
A gt WME o whgo] HHE3A) P& A &

4e 2% 87, A8%e] Bo| LhesLh vEk C9)
%7t god 4449 F Atk

d@8 ZAl
1. elzioioiZ® sio[3AHIV) &t

HIV 7 & o7l 1-4 78e] oz vehta, 12
N o]Fel FHoR HAFHEE= A AL
2 ANdEe ELISAE RIgEs Solxrzt 58 #ol
1,} &1 8o 7}.9_ Ao A= kA o E&Tr) v _r]ol
Aol gl FE&ol ¥ APTAME U4
Frh ELISA 39 bl A k42l A9 ubE HALE
AgEta, T i BF el FHE A8 western
blot-Z Alsgch HIV 7 & 27|o&
oz 7Bgde] YMHyE SR 2408
H Fo W8 HALE At

37N el 57 oAuFALE E'“}k?M FUHE] A&
AN&F7E ekl AR, A7tAY AFE, A 54 ohdy
5%, 4289 TE BAA ELIbA7P AeEdd

At

[+
He =g

O P
44 T sle

™ 4-67

2. Widal BA}
gelF2e) Awg A8 Adske Aol AE
(50-70%)% & l 7} vtk iAol 3bA Hedel] o]

Mx okdd 4 QA Salmonella typhi 814 o2
Salmonella (S, enteritidis, S. panama)el| 23+ 7Fg oA
= A& oA 0 97t Y4 E F Ut v 5ol
H gy At 2A71ae galelA R fUddE Bt
FH AN O H7irh 4} o] Frtetd At Rg
ol Hxgh Al A5 4dF Nadad F7lekA] GE

FE Qvy 1Y, ¥ Avigh Wd gaF, Av T
EaA A 5, A3 FEFEA] 45 Hole #
Aol g HAjel A O 9717t 11160 ool Tk
Zgol drk

3. &8 g (Antinuclear antibody)

ol gl A Bk EEEFFL) A A
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AoE E¥Y 8
A A7 o

Q
74 491, Za)

Al S g = Arjeln) &+
% g 5 dod, A
lol A% o Lhg & slo
29| B Faol Bukslx e A 94 #ae
2 =

=
b el Ego] #A]

eloo

oy U o

4. Fole|~ 2l X{Rheumatoid factor)

HHd #abe] 7 AGS f8f E3) HolElx o
A HAALE Al gtk Fele) A~ Qb Frhe s Bl
do] Adel SlojA =gl HrE @R, $ale
35 F4olmz 34 49 dde WA 5
T gk 24 229, Y49 g9, geld B3,
FF2 A0 F, oty 289 5 98 X Frg
2 gz FHoZ g 4 drh AR
FAHG-10 %o e + dn die] goldes
G Eo] F7HT0 A 25-30 %) shet T (vl
i, RFAey, 49 olg A A, wleldx 7
(A9 ddTE, 53, /145 2gcgael, £
%, AHEZ) 8249 10-40 %ol A dd oz e
A= Ax} Fdd Ag- FobEl s P o

of tE PAE wEA Aae Pas gl

A

oL
o

=22 Wi
7 Aol z2Eo| Hete Y4 Al ﬂMoﬂ
o gt Zo19 A flo] 7l izt i

A+2 yerh ACTH, prolactin,
yaaec WFHEst b8k, TSH LH, FSH ¥
EE HER gAY Zdadr) dutder d5wEs)
T7hele TE22 Bul7t FUbse] w4Etin, e
B3 vtE vehtn, dAHo gak Zrtec) kA 7}
28t 3E2EE 2R A4 7iHe gy 9, &5
HollA 245 229 7ha, tirte] S0l gléin). o)
Z2E9] JFS 79 F o2 e e, 93k
FHE A&E 4+ Aok

S8 s 5 itk B3 G5FE EE 750 w-?]-zs]—
_'I

1. RE|E(Cortisol)

A BRFNN AUEY Wl 3

Zlde 2-b) Hx dFeErt Trhetn, shee] HA

rN

e

=799 -

Ak (bl Fobebar Aol "elz=)7h glejich
AN BalA FEE FE7F F718E3 corticotropin A
= el M F3E WES B2 2 R #ixje]A
T 2YEE FE7 21 AT AAAAE Hkge] vton
ojFolME e RE YANITEE §-Fo] Fub
A0S 7hedel ok FEE EIF 58 AgeA A}
&) Fre 27 om, ofF HidAye nglal o

o1 ke 2EE TR G589 AAEHERE off &
8357 okl Corticotropin©. 2 A3 & yh8.o| Lho.
Abgheli A &o] #1zke] A:, Apige] EdvE B

= gk

P Harel] olaH, Bl A7)y o] ol AS A
HZolog BE —Er s W W] AEEE FHA
Ao, Falud whgo] Aol AYFA Lol 1)
A Apge okl HEEA & FAlelA ngake
2HZOEE Radte WS AE Hijs) girte 2
o] FTHH YAl A o] &E2] Yu ot 2 HEFH
4 & gl A i‘-ﬁliolﬂ ZEH 2~ B hydro-
cortisone (.18 mg/Kg/hr)& & Hof A ~HR
o|Eg Fof v gkl %XMI HlajA] Fof REE Halg
o] &3 F7] 7% FaelM #el 3EEYT Alggo
WA Eabe] ke FF A7 Faai,

L
>

i el sl ADH BH] £x 2 gl Ao
£ dol= A shedith 2S5l os) 8 &
do] A#Ax JEFY 9% Fr7F ZokeE @k
g, 7ot Guillain-Barre F35¢o14] 2

.._-o] A@?l
T+ AUt
3. HEE dlAl o] &

ADH] #E8|(SIADH)E AUYEEHZo] w4zt
T Atk FFN0EA BAFEE HE 494 He
o, A4 59, Guillain-Barre 23304 3]

e ola, 357 AEE(AY, # ok Al A9 v

olg{ & HHY, FF)H ofAlell s 47 5 ik
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