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Gz (mellituria) & 42¥o] v]Z4d oz o
W g (Sugar) 9| o] F7hsHe Zloln el &
2= X253 (Glucose), 3 (Fructose), &
F(Lactose), © o}t (Maltose), =}t (Saccha-
rose, Canesugar), Pentoses 50| ¢lt}

¥ 5T (Glucosuria)= Ao  H|AAMZ o
2 ¥xF (glucose) o] o] Frlals AL s}
M Ao 2 AW Fo] Yttu e ¥
E¥E AAUY. vEEIY
suric mellituria)& o) 52 o
spz Eudie Exgid

Ligs

=1 (nongluco-
=¥ #3A V¢
o s A gk =3}7

2. Fxe 7A

AARTA] o] ol & & go| Mo} e Erhs
Zolu M =B A 5F o] FZHgo ol
YeaFe AFFEY €% 229 =7} 100
mg/100 mQl 7ol AFFAeA JHE Tx
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Fe B AFFAY gy sdds ey
o] ¥ ot zEY ¥F TP Fxr} A
oL Al 160~180mg/ 100 m6 o] o]2W A &
#N AFF75e A2 23 s ghe Y
A7 oz v Al Fteted o] ¥ 58 ¥
=3e] 417%2¥ (renal threshold)o]2} st} &
T EET T AZEEHEG FolAA 300
~350mg / 100m S A b A BB = O] o] A 2] &
TEHA 3 ExGe] Ao wjHEw wja
He ¥xTe 4L gasme AugwA s o
o EEY AWFF Hlsss TG a0
54| (glucose transport maximum:TmG) &}
dokh (2 13=2).

222 HAHAHA Fo] FrE g 27t
Aol oJs] Az,
1) 23 A udLe Aye AFEg o goe] o
ol 7t A% 2) A=A Trg
AEF 50| FasE 49 NN Fee
HFA| 7} “ threshold "(#5 )2 o] A47]= x
YA S=E I T o A= oFE(ph-
loridzin) o]} A P9} 222 MAZAQ A &=
© FHo = AP o) Fo] AFGHAH] 2
ol A7le Ag wag,



600 GFR 100 ml/min

=
E
S 400}
E
A
T_jo
4
B
200 -
0 X pa ¥ = 1
200 400 ' 600

3% (mg %)

Aol A gsE et Al daEE, AgFF 3
HjA Apold] o] £ojA & HEAAE B JAelth
GFR: AF A o3& e, TmG: £53 FHI10|F X,
Y5 Ert 200 mg%E dod wddy)  AFEo
Purl Bt YFEET} 3Mmg %E oW xEG
o] A=Al WS By FA I

3. gmel el

Fio] dlel = 97 F97F Aoyt
Holt), Golox #1

Agel vt vepd

! A = YEYAI g & xgol
Hell JEfE 29 54 Zdu¥es isin
JE A7 23 FYHAE ol FojAH ok
1A 9 2+e Frrolfle] gRlog 1}
= =9 34 7o Fojokditt. agjm=
AGHRA =F FAHA AFEEe daixs &
g | Foj Aokt g}, 1Ela
24z A HIFA I} Ee S vd A G

3=z}
@ e ok A W4
AAA, ANEAAES AHSE Aol wy

st

ox

Z1 Nondiabetic glucosurias

I Usually not associated with hyperglycemia
A Renal
1 Renal glycosuria
2 Fanconi syndrome
B Drugs/chemical agents/poisons
| Phlorizin
2 Heavy metal salts (chromium, mercury, uranium
ferric compounds, lead, cadmium,
lithium)
Curare
Carbon monoxide
Caffeine
Morphine
Strychnine
Chloroform
C Metabolic
| Glucoglycinuria (rare)
II Relation to hyperglycemia uncertain or
variable
A Metabolic
I Pregnancy
B Chronic disease
I Rheumatoid arthritis
2 Malignant disease
3 Vascular hypertension
4 Chronic nephritis and nephrosis
C Chemical
1 Organophosphorous compounds
2 Pimozide
{1l Usually associated with hyperglycemia
A Ablaton of islets of Langerhans
Surgical removal )
Pancreatitis, acute or chronic
Carcinoma of pancreas
Hemochromatosts
Cystic fibrosis
Scorpion bire pancrentits

N KW

Co

A~

D

B Endocrine hyperfunction
Acromegaly
Hyperthyroidism
Hyperadrenocorticism
Pheochromocytoma
Functioning beta-cell tumor
Functioning alpha-cell tumor
C Nervous system diseases
Hypothalamic damage
Amyotrophic lateral sclerosis
Severe emotional stress
Brain tumors
Brain trauma
Cerebral hemorrhage
D Gastrointestinal disease

| Severe hepatic disease

2 Glycogen storage diseases

3 Postgastrectomy syndrome
E Renal disease
[ Uremia
Metabolic disease
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Obesity
Infections
Poststarvation feeding
Burns
Physical inactivity
6 Potassium deficiency
7 Lipoatrophic diabetes
8 Fractures
9 Asphyxia
G Drugs
! Oral antiovulatory steroids (progestational-estrogenic
2 Benzothiadiazine compounds (chlorothiazides, hydro-
chlorothiazides, diazoxide)
3 Adrenocorticosteroids/adrenocorticotropic hormone
H Miscellaneous/mixed
| Postmyocardial infarction

L N N

s

oA FS AUz s ozrK L
& ARgS 22 wpHEo| o). 1 24 Bene-

dict ¢+ FehlingZ AP 2 A &3S d7te] g
AN 71Egoz od F&E BT HAES
o] &3 Wolm, Exdo| aR] Exjle] &
3o oliFEAE vt AL o] & W
= a, #HPo 3 B2 223 B L 9
43 W oy Somogyi HA oA = sietdstE
ol gt FHALE @k EF FHAIE Fol
QEA e Lokre FA A Fo] At
U lEA Yolrs A} AT 7zt
AAE thed g

1) 8 M ZHA} (Qualitative test for glucosuria)
@ Benedict method

(@ Fehling method

(® Nylander method

@ Moore-Heller method

(B) Phenylhydrazine test for sugar

® Clinitest method

(@ Dipstick mothod

2) HeFHAl (Quanitative estimation of
glucose)

@ Somogyi method

(@ Benedict method

(® Fehling method
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2 €] A Ay (Dip stick method)

2EA AL ztadtn 44 SMAA 2=
g Hasd F deomz d9rHZleA| Screen-
ing o= dg xolx U}, 22 Hu
NMe AEAAEE F6 AAS] A3t
g,

1) 2E9 ER
A 2olm e 2He FHE AzsAbe
9, @¥d, de 49, PH F¥, AEANTY
AALE A% Azl met @esAzt Aok
Clinistix, Combistix, Labstix, Multistix
Chemstrip, and Testape tests

2) ¥ 2

olgl “strip test "o = glucose oxidase,
peroxidase, orthotolidine o] Sojglo] Zwmioj
Eedo] Y= A ¢ glucose oxidase ¢} w33}
o £427]1& A A gluconolactone 2 34
ia=8 o]zﬂ% ZA] gluconic acid=2 35 1 &
< 715 i 4t it
sl A2 PA etk o|w  peroxidase o] A 5}
o] orthotolidine (B4)) 2 }A|AH H &
4 gk

fiu!
i
..{
b
£
2 i |

3) ZAHZIH

@© wWzA 29g 2¥Hd gzt AdAY
AW E7]9 FAFA FAAA

@ 10 2% @z2td FA9 HF=HE v
o #dE

AGdAA e 287 TS 28
& SN &F 7P A st #Es H
=l olwf Azte] eejHH Hstasrt &5t
o o] Wt ZX BWAHL 57} Slems &
W 87]1E Fol woleA IH HARAF 2HS
AL&Ete #|E3E Aol Foh E 2HE A=

2 FeH 2& 4 FE .

HE =

2EAAE ExBel ARsiy 5452 1F



T olazENI S EFE 9 A EF (e
vodopa, phenazopyridine)ol| <J3] JA|E 4 3l

. sl glee Tl 988 ousn
28] ARl FAoz WAL Ae P4
AAE oulg, o) A Ae 2] Fg

el o Ae M o dehiv 398 3
we Brpsalt WAE 8% Pl 0.1g/dl
ol YA o RE WEG 5 3lud tee A
e thgdt 2o,

=u] 2k (trace) : 40 ~ 60mg / dl
1+ : 100 mg/dl
2+ 250 mg/dl
3+ : 500 mg/dl
4+ :2000 mg/dl

B E defdrile T
Screening A 2t2 &= o oIk E3l7] wf &
o IgF duixe Sol=E 'L:‘i‘ 71

Aot 2 ALe} AWHAlR F

mlo
e
)
o
b
=)
i

=4 IS = 40 mg /dlo]s} of g},
z2
Predictive Value
Hours Sensitivity Specificity (% true positives—=all positives
Post -Prandial (% diabetics+) | (% -+ diabetics) for the general population)
Fasting 34.4 88.3 15
1 hour 37.7 83.5 13
2 hours 54,1 80.6 16

%31 James A. Freeman: Laboratory Medicine/Urinalyis and Medical Microscopy, 33, 1983.

E2004 R upsige] 4% 2 Ao A ol
=7} 74 F7bE g a0l Fele oAl dlnls
Fastn Solet FrhsEe a9 dAHE o
HAE 2AIE AT 2ol dislA A Abehe
Ao] #,

: r!r uk

o2

5) 2¢ LMl Z0 Tqsioret Atat

2P AN Hdor Yed FHA A
& 45t oo 48He =9 IEE o
f

ok @tk & E 1ol shge] WYX} Exe
A Furt e FE Yn Fugoldds o
gol Eoh Fmst 1& & Y71 wolh,

3271 "o}\_ ASel =7t e w
stEoly B9 #=d A AAEA T 7
Azt e e AFEHo = A3 7 A
(mild intolerance) o] ¢olal 4 Y 199 %
A7 A FEE& AN E B F 9]
o F YL 23 FhaE Uk dog:
dAlel v A, WEn g, dAA S,

AM7AA 3z o= A F Jomz 2 3
223 AAE 279 o
6. HTeA Fno AAEEZE FloA BE
AAY B AL7 oy olF F2% 2R
= d el = e R S Py - e =
1) 281 Sz

ojAL A4 ExFolY AF, H2Es A
S ot 4FH 5 Ari=dH, 2o AFEEHS

Zas A AINEA EE ol T Fa7} 2t
AolH wge s And yruaso] w
A sk,

2) MMEE
A9 F7lglel BH %ol Tt »HeH
ok Bkt "*JE stk 92@ gy 7|
28 =2 1%7F AHAA T o
oAA AL oueﬂsq 9~ 26%= A3k

o m]o -{
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Oha ¥ HAh

A ZTRE A 571K IAB7IES O
2,

@ TEA g9 ZAgA ool AT+ 7
W8 AAF(GTT)ZF Aol th

@ FHAIY 2 Fo BE AWA BN A
& F e Fo Bo| EAM ok Tt

® FHAF BoahE o] &2 3 Ayolof o ek,

@ Al Ak A gelol ok gk,
® 5= A& de Fuol I U
A @7 A9 glofo} gk,

AL c‘y_]_)\]_ =

.
B, SEE%%L’J 2 F52 47 /’\l

4) YANIIS SRS

gape] 25~ 35901 Gk vheth g
s gAFe Ywgel fu '
A gk

5) sstaRzls B
gey S kel

A,

= (Hyperpituitarism)
25~ 40 %ol A F=7F A

6) MMM =

Ag gy FEIUT vt Ad 5 3l
=t o]R-e o ¥y A (epinephrine) 2] +-H]| 7}
7Zlgoz A4,

o{N r

4 el 15~ 25 %elA Furt A% 9l

ol A F4g7] 3 53] QA

7. % x ¥

1) Bmol woln 28
Mo ursEs HAT ¥ WFYol 3
HETE ol "olAs FFEFEe Y, of
Aed Yol £Eato] WAL FE o
&do] Agshe 259 AgAAN Yol

wHe HE g 371X oz EFE 5

@ <l<a o] &4 D=y (insulin-dependent
diabetes mellitus)

olgiolo} g oM el A LujA
X7} "7 os] wrbAA] ol A
ol BEg spdoum SlEd S Fofsteloln =
gel e ZUE 5 Ao,

@ A& vYgEA
dent diabetes mellitus)

WA 404 o Fol WA sul thke] st
A zHgol s AP S HAh

o} " (secondary diabetes melli-

24 (non- insul in-depen-

Agag, A% dAe, 74 %-?tr__‘, o]
O

fAle] glojA] ol &

=23X] 7} 200
mg/ dl ©]7d2l A% FHAES el Hol4d
o] HAl= dagith
@ $4° 8le &A
7] Screening AAMA] o] EAY Qo]
g 4 elle th3o AAE Fasi
1. F5A "G AP A 23]0]4 140



AL ot AE AEF 0 Erd A AJAJAFoA ZAE vtz e $24 T 4
skl 2124742 538 & Alddl=d G LA oA Tl w7 A E HIEE 0.6~8.8
Mol A 2A12t wo] FFA7E 200 %°] tt.
mg/dl o] 2go] 31 o] Bt} Sk ZAell A 200
mg/ dl o] 42l HFA7F Y B¢ud 5 2. okl ol s A
B A4 oz AFPA £ 10 ~ 25 mg/dle] &
3) YixHol §IHS SHAl7| B2 24 A1ZE F Aol 18~45
th -] JAelA 22ldhRe] YuE 1 g2 9ol A Hu olRAELS Al=ue] 4
g Fol A ZF Ha Alge] €<lo] € § A e o8l 7] HEA AMFTdo 18
< F48 oz o] nd FAHAEHF w2 30mg/dl o] dell A Fdol dehes F&
ol = @A) A = a8 = (diabetic ketoacidosis), 2 A AR s27hnoA] Mo w UEE A S
144 ¥)A EE& 4= (hyperosmolar nonketotic 7} UE Ho] £29] TEAAE 2 a7] 7} of
coma), 1-4+& % (lactic acidosis) ¥ A ¥ Hoeoe BE oA oA wHE Ao wut
(hypoglycemia)e] Q1o R @MW Zo et |y e vlueln Ret,
Boll, AF, AAA o, FITel A FA 473491e s 150 mp7bA] o & vk o]
e a7} *}‘%}ﬂﬂl He dede @x4 T dle 10~15mgel 1 2 Y A= 30 7HA]
ﬂl%ﬂ;%ﬂr ZEFo] el oyt A= olde & ¥ Tl WM E2RE Y= T
5, A, 42384 £ AR dSEE ot (glycoprotein)o.& Hof Utk FHZol= A
Aol R n¥ A BA 2 AFho] o FES 7] e W sty HEor LHAA
S ki A HAd 2 g 7 5 A HA]d 2
4) oo n2| 7HA B4 w4 *ﬂf_—% § oﬂﬁzzg@;gz u
GuuUE Te TAIA Abgel 2 Bx ¢ aod A8 U, dE= e
- so EdAA, el idsely olsed A%,

Fuy, Uy, o5 9 APM (4 49D 9
A UeE vwrlA e ¥

wHe 173_/\}-0 A 7F
= A% mE L AR u]7g A& 9] thal (hemoglobin, Bence Jones
® ZRdAbe} A A Ak 7 A
D B S protein, egg elbumin)o] glopd ¢Hul w=
@ FHFY A, AR 2 AL o N A
LR = el x| 7 3] Z
© AN B AFE sbse Folaa wg ) Cowsh EelelE aaXis 9n. 39H
o] A = == A o] o [}
shof A4 ABE YAFES B} t SRAE oF Al RIS fw T
Ulathes gole AA4AARE 418 5 U= &
Fo] v GH o7 W %o LHulo] AHo
&2 8-S 2lu] sk
o c} H 1 &-e omlgch
e T o 1 Ry HAA B LS oyl 2714 F8 o
2,
1) R|HA] CHiHL
1. & ) |4 ;
Y G2 FA AAHE GA WA vz
Qoh (proteinuria)S A} Aol A 30~130 9l Ho Kzl Zr)e] u]AAF oS 717l A
mg/day = vt om G o] Gde 150mg/ - (homoglobin, Bence Jones proteins, egg
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2) MY cHlfy

O A a¥lx ; FA AExFe] 3oy
°] B, microglobulin, lysozyme, light chains

E2 AMTAE gGA FHA3 Y A9 BFE Alsw
ANA AFFED 2y AuxdS EFAT =
A& A = AFF7E AAE] old A EAF
gl Eo] Fo] vidEth @ AlA d¥s;
A APl i REY 92 o HA TR o
2o G FERUANL FHAZ, 2y
U AbgAlo] o] o] A4 die = o ppae e B
g doA EHUF gL o2 uHELS A
Hioz g7 €.

o

3w (FFAE) 9

ol v = A G4
nuria) o 7] &4
2 E78 7 A0

€l

ol i (Benign Albumi-
% (organic Albuminuria)

1) %M 2+=0|: (Benign Al buminuria)
F AP ALY] 7 E3 dllez va
7R = Ytk
@ AEE gl
AAFol m2e do] Us B, AT
FHol BAAZ =EHAUAY, HAH 2E
J

AAA7], oz A%tk -9 HEefA
1=

> o

@ o

R
0

2
X
o
9,
n:)
X
)
N
=
fo
Jz
1)
1]
il
1
kr
rr
oxl
oy
lo

N oY
>
b

roh
o ¥ o
feorfr o
N
>
=
ox

Gl o g kel
w U1F 20 %% AA BT ol v 5
WE 15%eIA Ak 10dFE 509 oA
A 0ol A&AQ Ay v )
georels A%dos wHs 2

O o ox oXx o o

22
N
VB e

By
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2) 7124 20l (Organic albuminuria)
o]A L X9o] wla} prerenal, renal, post-
renal 4HEl 2 piEC

(1) prerenal &Xul i

OR L]

@ &+

@ 54 FF

@ 94

® 2484 4%

® A2 FF

@ gqdg g, uygy, ARkS
73| 2

© +Fd s

@ ©F= : Salicylic acid, barbiturates,

sulfonamide, phenol, bismuth, quini-
ne, turpentine, opiates, arsenic, zinc,
chromate, lead, mercury, naphtols,
chlorform, phosphorus, oxalates &
(2) renal &H-0 &=

© AAe] sy A W
a9, o, AN, FEA

@ AFPAG 3 217 814

® vlZza FF2

@ Azt (eclampsia)

(8) portrenal 2+Hu] %

|

[¢]

1) AAMZA} (Quantitative tests for
albumin)

(1) Heat test with actic acid

(2) Heller test

(3) Potassium ferrocyznide test

(@ Sulfosalicylic acid test

@ Spiegler test



(® Biuret reaction
(@ Picric acid test
Roberts test

©® Dig stick method

2) M2tZHAl (Qualitative tests for
albumin)
@ Kingsbury-clark method
(@ Esbach method
(3 Tsuchiya modification of Esbach method

5. 2¥ FApu}y (Dip stick me-
thod)

Aed PEF 299 wdd g YA
ol ol §5= AHPANE Aysiy  thed
e

1) ~E|9] EF
Albustix, Combistix, Multistix, Labstix
Albustix o] Mg £ F2 Hoz HoRA 9
Axel 250 LEAALT T4%9 4XE Hyn
Sulfosalicylic acid WH = 71 %9 LA E 1
fon] FFH BT dAE Hl A= 65% o]
Atk

2) ¥ £
Tol & AAke] “gwd Q& (protein

error)” 7} Qeleld 5 22 pHolA o A
ofe whuje] EAjo] ol wel 2tz ohE A4S 7}
At ~Eel& citrate 9%7]50] o] 2gol
& zwWe| pH3ol HES AEH oz Fio
29 xAslil PH3OA AP EE we] o
of kgl WA FHA, %4 a2n A
o WA frh

3) HAEIY

@ wEs A5E Lo
AW E7lel A EE E A
EC R

AR Fog e

@ 7F5@ obde]l AW AWM ER PARK: A

o] =7

@ ZwH]Fe] 0.010 o] % = ofof 3}o

® A4YA B ARo] Bk 2R A golojof
L)

@ =7t Y Fee A B 7™
ol = 12| HAY oF g
4 =

o] HAle] e Helsta F A2 o]ojA Sc-
reening & A3 FHH o2 2oy, Gy =

T35, HEE, AHeg 2I5Iq SAsk= A

ox

&=
B2t ghlo]u} light chaimth o wHA a1 %]
R},

282 ALSF B B thed 2o

oA 4l gl S e 10mg/ dl o] 5}

o] & (trace) : 30mg/dl o] 3}

1+ : 30mg/dl

3 4 1100 mg/ d1

3+ :300mg/ dl

4+ 11000 mg/ d1

5) Chl 2Mol Z NS0 & AlE
Fdol U2 ZAF dg oA EH FALE ok
ate $144dL pH7F 8ol &7ke] &wWoly
dmYol e odd B9l Ue F Uk
A RrAl oA o] @] A2 A7 A3
ol A AzolAY, dAHIAY Ex T83}
A e Ad F doy 47 28 HAIA Tr-
acett 142 Afolle 4 A4d din=
Aztstar olwell & @ o FFHALE Sls 24
AL G e HARE 3 150 mg/ 24 hr o] dolw A
719 e At grRl SRFU HE
A atoiof st o GFN /227 Y
AbFA e o] do] & Zlola, 3~5 &
olge] vl Yo vFaA FFEg A
Ztsfof gt whg AbpAl el FANAAAE
gl /S5 H)7} dol ti7) 3~ 6 P o,
o] Amyloid & $hel| A &= 0.5~3.5 = 1|7} Wk,
AdS A E 14 0.5 oo A&

2
=

2
2,

= =

bl ol 739 mul gk Al gto] oAl E o
Hol &



= 3 Protein kxcretion Rates in Various Renal Disorders.

-

Protein Excretion Rale

0.05-0.1 0.1-1 1-3 Over 3
Disease Slale 2/24 hrs. 2/24 hrs 2/24 hes, 2/24 hrs,
Exercise proteinuria +
Febrile proteinuria +
Postural proleinuria + +
Arteriosclerotic renal vascular + +
disease
Hypertension, arterial + + + (rare)
Congestive heart failure + + +
Pyelonephritis i + + (rare)
Polycystic renal disease + -+
Acute glomerulonephritis + + + +
(Ellis Type 1)
Membranous glomerulonephritis + + +
(Ellis Type 1)
Drug-induced nephrotoxic + +
agents (Mg, CCl,, etc.)
Nephrotic syndrome ¥ i
Kimmelstiel-Wilson syndrome + +
Systemic lupus erythematosus - + + +
Polyarteritis nodosa + + + (rare)
Multiple myelomat + + + +
Systemic sclerosis + +

*Approximate ranges of daily prolein excretion in some common diseases of the kidne: ;
divisions should be taken as a guide, rather than absolute range of excretion in these diseases.

tDoes not refer to Bence Jones proteinuria but to more general proteinuria frequently seen in
multiple myeloma.

(Harvey, A., et al. (eds.): The Principles and Practice of Medicine. 17th Ed. Courtesy of

Appleton-Century-Crofts, 1968.)

10 Nephrotic syndrome
@ Diabetic glomerulosclerosis
l— ® Lupus erythematosus

P
B
o ;
" 8 @ Membranous glomerulonephritis
(5] n
Quantitative Q,' * Amyleid
protein 5 6 Glomerulonephritis
e>.<cretlon in = o Asiite
various renal o — @ Subacute
disorders o :
= 4 ® Chronic
= @ Malignant nephrosclerosis
S
=
e
)|

2 Nephrosclerosis
Pyelonephritis(0 to 3 gm.)

Normal (200 mg. )

I I I | i |
Y¢Quantitative protein excretion in various reml disorders.(Garrett, J. Courtesy of Missouri Med.)



gyulo] 9o muel el

1) Nucleoproteion
gl o o e ZAEA & yen 2%
= Y2t
2) Proteoses and Peptones
#, gz}, A48y 2 d4d 3o
U HelXF AY, &, SdsF
3) Bence Jones protein
gud E4S qdy, g, A3 A
4) Hemoglobinuria
£3o] A3A o= A
5) Myoglobinuria
5o A% gutd, 4% Arjsa, A 8
A, i, w4, &, v FEHE S5

2] 0.02 mg/ dl o] %]
U SFAlE Smg/dlZpx] Ao, a8Yd 5%
o aM e Zirdtog guujyge o 2mpS
g4 et

121 2] 2k Ak (Imm unodif fusion) 1 7ol A &5 5]
AdadoA v g So] FAFTERG ou]gl

A Z7}3tS B9l Albumin, prealbumin,
a-1-acid- glycoprotein, a-1-antitrypsin, -
2 -Hs-glycoprotein, Zn-a-2-glycoprotein, a-
2-GC-globulin, cerulloplasmin, haptoglobin
type 1-1 and 2-1,
B-1-microglobulin, B-1A-globulin, f-2-
glycoprotein, 1.3S-a-1 -globulin, a-A-globu-

transferrin, hemopexin,

lin, a-G-globulin subunits, and G-globulins
3] Ag A agHe F23]Hr]o 30
F ux o =23

[Shd
=

8. 7144 =W

el Fe AUANM A ARAD A
(erect lordotic position) o] #] A717F 4] 9l &
o opZld & Yeu 7IHAL A% &3 5o
Azz YArke dol k. WY o] Fe o

24 A1 7bxeoll A 1.5 o] atol T},

A Akl A gl o] A}+tA] £ 24 (transglome-
rular diffusion)e F& Aol &= Ao} 1 o]
fre Al E S3ste EREEZE A A
I Aol A F 718 7F S748h7] wiolth, 3

b zZpAo Al 30 E-EQF M E A A AR
= 3}& 1~34 /L8] o] Li2t}

rH
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