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Thesis, M.S. (Dermatology). Bangkok: Graduate School, Srinakharinwirot
University. Advisor Committee: Assoc.Prof. Montree Udompataikul, Assoc.Prof. Piti

Palungwachira, Assoc.Prof. Wilai Rattanatayarom

Background: Atopic dermatitis, which is unclearly defined about the primary cause, lead
to chronic symptoms in various aspects. The cause and pathophysiology of atopic
dermatitis are still unclear but can be affected by many factors, such as, genetics
abnormality, substances that lead to allergy and nutritional problem, which is the issue
that many researchers are interested in the most.

There are evidences that could prove those factors, which are the experiment that found
the redness on the skin which can represent allergic symptoms in tested animals that
get less magnisium substance in their daily food. Those animal also have higher level of
leukotriene B4. The other evidence is the research in other disease in allergic aspect
such as asthma patients. The researcher found out that those patients has lower
magnesium level as they are compared to normal people.Therefore, this research is
conducted to answer the skeptical about the connectivity between magnesium level in
the subject’'s serum and skin disease.So the research is designed to compare the serum
magnesium value between normal population, atopic dermatitis and contact dermatitis .
The group of contact dermatitis patients are chosen to be the representative of the
eczema disease with external cause and the lesion is similar with the one that we found
on tested animal skin. This research would give better understanding and about these
two disease and it would be a great foundation for further research in the future.
Objective: To compare the quantity of serum magnesium between contact dermatitis
patients, atopic dermatitis patients and normal population.

Patients and Method:The research was conducted by setting up three sample groups,
which are contact dermatitis patients, atopic dermatitis patients and normal population
volunteers. All subjects have to do the check up and history taking in order to group

them properly. In the case that some patients are questioned to be classified as contact



dermatitis there would be an additional test called “Patch test” to give more certain
result. And for those who are suspected to be atopic dermatitis, they will be tested
according to Hanaffin & Rajka criteria that is

acceptable worldwide. All selected people will have a blood test to examine the
magnisium level by using Colorimetry technique, sugar level, BUN level, Creatinine level,
Calcium and Phosphorous level in serum, which may affect the level of magnesium in
serum

Results:The proportion of female to male of all three sample groups are about 1:4 and
the age average of contact dermatitis patients, normal people and atopic dermatitis
patients are 39.4, 31.7 and 26.23 years old consecutively. In this experiment, the
youngest of all samples is 4 years old. The average magnisium level that is tested by
Colorimetry technique of normal people is 2.050 mg/dl. The group of contact dermatitis
is 2.037 mg/dl and the group of atopic dermatitis is 1.980 mg/dl. After making a
comparison of magnisium, sugar, BUN, Cr, Calcium and Phosphorous among these
three groups, there are no significant differences in a statistic way.

Discussion: From the average age of atopic dermatitis and contact dermatitis groups,
there is a statistic significant differences between them. Meaning, the age differences
are one factor that should be taken into consideration. However, there are an evidence
from previous experiment that any more than one year old patients will not have any
impact towards the level of magnisium in serum. Furthermore, the patients in this
research are all older than one year old. Therefore, the difference in average age are no
more a major factor in this experiment. For the serum magnesium result, there are no
differences between all three groups. Which means , in generally, should not be judge
that the patients of both disease all have lower magnesium level. But if we consider in
details,there are 3 patients ( 10 %) of contact dermatitis patients and 5 patients ( 16.67
% ) of atopic dermatitis patients having lower or equal to the lowest normal value of
serum magnesium level. Which brings the conclusion about some group of the patients
of these 2 diseases have low serum magnesium level problem that may be one of the

aggrevating factors for the contact and atopic dermatitis



Conclusion:  The research found that in average, there are no major difference
between normal people, contact dermatitis and atopic dermatitis patients. Nevertheless,
there are some patients in contact dermatitis and atopic dermatitis groups that have
magnesium level lower than the standard. Meaning, magnisium level in serum would be

an impact that may be the aggrevating factor of these two disease.
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- Lichen simplex chronicus ( neurodermatitis , LSC )
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5. Immediate contact reactions
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Irritant contact dermatitis 1inaNN1sNRAANEaRUAs MWWy iTaszAnLLAY L
nangy N1 IAAN1IUAIaNs prostaglandins uaz leukotriens Tnssiunasiaad Wivasaa
ANHY, PAF, N925uN193905910989 0w
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Allergic contact dermatitis Lﬁmmﬂmi‘ﬁ'muﬁqz@ﬁmﬁumﬁ?mqﬂmumﬁ (allergen) fa
Fugnaiaisssusn 1 Snifa tmey HnannszaLnngli cell mediated immunity 1138
delayed hypersensitivity ﬂiﬁ?ﬂ’]‘ﬁlLﬁmLLﬂ\iLﬂu@miZﬂ‘zﬁ@

Induction phase Lijauaufiau %uﬂumiﬁmm@q@ﬁ@mdw 500 dalton AeanansAKL
RovdalylE il hapten %38 incomplete antigen LﬁﬂmuauﬁqiﬂéﬁLL?ﬁqﬁ%gﬂﬁuTm
epidermal Langerhans cell l,“l'/ﬁ\llmm'ﬂﬁ T-lymphocyte '17; lymph node Tmﬂmumzmumiﬁ
Fendn process of sensitization %ﬂﬁ T-lymphocyte mqﬁqwi’nfuﬁgﬂm:ﬁu% T-lymphocyte 17;
g “induced” 7 avAnnslasuulauazusiaiily T-lymphocyte 2 13inAa T-effector cells
waz T-memory cells, T-effector cells ma@@aﬂ"lﬁﬁmﬁqLmzmmmiﬂvﬁéwmﬂ svtziiacli
nanetsiiend-6 4u desemeerunegil SlklETuueuRiauEnilifleslsfnduitami us
@:@q’”l,m:ﬁ:ﬁ' (32N “state of specific allergic hypersensitivity” %Iqu-v%mmﬂm'wmﬂmu
Hudewiedul deldfuueufiaudnianindffeszes 2 seli

Eliciting phase lasene IEsuueuRiauanate wauRlauargnaulne Langerhans
cell wnzdasialit T-effector cell 91y antigen-specific T-cells WliAnTasdenan e
ﬁﬁﬂﬁlﬁmm?ﬁmzﬁu 1 tumor necrosis factor (TNF), intercellular adhension molecular
(ICAM-1) $liTinnssniauaasianiisiinnavinans epidermal cells #3da1annaziinIN1TUan
WL dermatitis wouAuNdauTiiwEmTslne Tty Langerhans cell azidinnszusiden’lsl
n3vblu T-suppressor cell i lAAAN9 state of immunologic tolerance zauAN UM
L'ﬁmmmif«lzmW‘%@ﬁ@ﬂ?ﬁ”u'ﬂ%iﬁuﬂﬁﬁ?mmm T-effector cell ¥ita T-suppressor cell THn WAz
NINNAINU

Phototoxic contact dermatitis LﬁmmnﬂﬁiﬁmifuﬁfaanLmLLé’q%ﬁﬂﬁLﬁmﬂu toxic
agent L’ﬁmmmmm%u 280-320 nanometers (UVB)

Photoallergic contact dermatitis Lﬁmmﬂﬂf}iﬁuﬁzﬁﬁumaﬁlﬁfagﬂmezﬂmmﬂu
hapten falvsifanansnsandafuTisiu T hapten-protien complex VLé’LLmﬁﬁﬂﬁLﬁmﬂéjﬁ?m
faqélmwmﬁuum 320-400 nanometers (UVA) 111 halogenated salicylanilide gy,

furocoumarins W carrot, eosin MaL&RN
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v
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Immediate contact reaction \in AT nL3enauyuaiia anaphylaxis, wazan

U ldla8ngn Aluuuuaniis

ilaqainantag
v P o v Py A @ Ry

1. AUNLNIE Wllvl,m_lﬂilsluﬁ‘zﬁﬁi']ﬁlﬂﬂ’]ﬂﬂu 1HQF;IL®T]W‘LI‘L<L'EIE mmﬂuTmmuma
UNWIBNURY cell mediated immune response CFATtatatd

2. #sNUWdE (highly sensitizer) Tuannidindugs Insaniziininislimnsiofuv
a1 Tuunensilataflunisui vehicle
2 o o L Ao oy A A , Al @R P

3. ALIARBN 'aﬁ’w AN UINANNA mﬂmmummmuwm mﬁ‘ﬂmmuvl,ﬂ"l,mm
irritant contact dermatitis kA< allergic contace dermatitis ﬁiwqﬁuﬁﬂumma

ANHUEAUNIINARDLLAZNNTU AU AN NN T AN N

wann1sidaae”
[ o = Ao o = a = o JRpy A
1. UszdReteaziBanieansduda 1@ ueReN 1ATeIg1anen 1 anuazau
2. nIngaadnaftumnilu gidveesiuuaiazentddiniaineslsuazaiin
d'd'adyugdld'yaddlo alldladdlldld'wv =
a9l uANATY [ HuiuviinAnnauATed11e NReAneRuNadaiueTN
StlnnAnDeaYaRn uazedn
3. nImsaAaliNenanug 1aan1si pateh test uazanaanilugiasin biopsy lusad
UszdRuazainisuansludnian
UsedRfiaanuie
ad 2 odn - . v
- mnieiu A g HennnsAu uauten Wels
- menilaaaslsa
I I S S o ° % A A = °
Hunanau wefandesiunisinau nsldansiall 1i9eLATa941879 NNIYNUAT

| v dl o A dl Yo o
Lﬂuuﬂﬂmqumwmm n7a LNﬂllﬁﬁ“Llﬂ’]ﬁ‘ﬁ‘ﬂH']

- UsEaRnNTNNeNU
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o

\ a4 = aa o = o 4 oAy =
ANTDNNALWAZIBEATN FBNN99IN9U ANINANEE 8INn9BuNTaNsaY IuaRLn
= S a3y agyoe = Y = \
W0 ENATN Hae¥ Hivineu HenAeaudng $auwisal
dsedfinsldansluainilseandu iy irsesdnens sutinuluinds

o

UsziRdausafdAtyAa atopic diseases, psoriasis tWazazn lNARULAN
= Yo dll all [ [l all o
anawlddne lsnaumiiluat enfiinau
UsedRATaUATa [ ichthyosis, psoriasis LAy atopic diseases
- NMIAIIRTINNNE
o . r o e A X e d a
AUV anelriil N1elEeinedil duie2dariniu dnwoisaesiuiiu
AWMLUTIQNUAILAR
ANTHUTIBIHW dermatitis, urticaria, granuloma, scar, pigmented

ANBUZNNAANN

P2
o

AIUNINAZUAAIBINTTRY dermatitis weianauandlinaazuuy Hefinainnisszane
Wi NNIUW

1. Eczematous contact dermatitis (acute, subacute, chronic)

2. Non-eczematous contact dermatitis

3. Spontaneous flare-up phenomenon

4. Sysemic eczematous contact dermatitis

5. Photodermatitis (toxic, allergic)

6. Contact urticaria syndrome

7. Contact reaction of mucous membrane

Eczematous contact dermatitis
Y o dl v ://

wulftieanga anauanse1nsléing acute, subacute

WAz chronic zeizusn@1anauen fd1il iritant contact dermatitis 1t AUTINALWIWHAE
£ | v a oy A qu | =1 | £

wit ungaaeniiluge uanudsaziitmassluaiEin vsalauussnssnuaziiuiiuuun ndaiuse
4 o o , o o . .
e witiiu allergic contact dermatitis aztsngifluiliuuee papule, vesicle LazAl NN

P o A o , PR
@’]@LLMﬂNu’]LW@@\TVLW@VLm &Luﬁ‘zﬂzﬁﬂ\jmLﬂu"'lﬁqﬂ‘"lll’]ur]Lﬁ"]“‘]ﬂﬂ@’]ﬂ’]?ﬂ&ﬂﬂim’l’]Lﬂm@’]ﬂﬂ@i

T
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Non-eczematous contact dermatitis wuléwaneguuuy Fsanmsugniiisdues i
ansfiflusnsziudon

1. Contact granuloma AA’NN1TUN 1 zirconium Tu deodorant, tsawn,
chromate luseadn Rnanmsiiugnsuilantaen i wl uay s

2. Acneiform eruption : cutting oil, tar, waxes, chlorinated hydrocarbons,
steroid

3. Lichenoid eruption : color film developer, Waz black stocking

4. Purpuric eruption : textile, fiberglass, washing powder

5. Dry, lichenified od hyperkeratotic tNAa1N air-borne allergen, saw dust

6. Pigmented contact dermatitis : coal tar dyes, azo dyes, f’mm\llﬁ
Berlock dermatitis

7. Follicular contact dermatitis : formaldehyde, textile

8. Erythema multiforme like lesion : 14U turpense in salon’s liniment, tropical
wood, sulfonamide, formaldehyde

9. Focal contact sensitivity : nitrogen mustard in mycosis fungoides

10. Toxic epidermal necrolysis : monosulfiram

Spontaneous flare-up phenomenon
AalngAurandndaaiausn Ja1sniiuueufiauanuuuInuasuaniessee eliciting

o

phase unaaIl Ui dNTa
Photodermatitis 14 toxic Waz allergic AzU@AIBINITULIL eczema LL[EI'%W‘LI‘LI?‘LQmﬁQﬂ
LASUAA L WAL AT 1T
System eczematous contact dermatitis (AnLHaN1sNszfuATILINTAANTA wazinlii
§19N1EIHNUTTEY introduction phase WEaNNATLARNIBINTUR9TEEL eliciting phase Fan1 A5
a = . <3 [ Y a dl ¥ o o dl a Y o ug/, a alldll 84
WAUALAUENNTY systematic AaznnMNARUWRdNdaRLTnlAFuATusnuaziiaRaul&fon
Contact urticaria syndrome WNANULLLANAMLENMAFNNE Teaaifinannalnaes

allergic reaction 1M immediate type, nonallergic LL@Zﬂ@iﬂﬁiﬁJWU@’]LWg
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Contact reaction of mucous membranes a1AWLYI irritant 1 AUAWEINHTTNCT

(Gramoxone) AzNALNA LN LANINTINAANNNTUANLSE 8N ZHUNN N ADELARAN AT THA

nlilireanzRniuiBiayuIu wananadnaunniaanameean vy lfites

& £ = (3)
ﬂ’]‘iﬂﬂﬂ‘ﬂULW‘ﬂclMVI?’]‘Uﬂﬁﬂ’]LHﬁ!

[~ a a dl b % dl o o b % 4
Patch test liun1magaunliningg V]@’]N’]ﬁ‘ﬂ@mﬂuﬂﬁ@’]LM@%@QNM@NN@VLQIH?]HLLWﬁl@\‘]

o o ai I = o ¥ aal
‘ﬂ’]ﬂil'ﬂ’]ﬁ/ﬂLL@ZLLﬂ@N@VIQﬂﬁ]@\‘] Nﬂ’]i%qiﬁﬁ@’]ﬂ")ﬁﬂ‘ﬂ
1.

2.

5.

6.

=

Closed patch test

Open patch test

The “provocative” used test
Mucosal test

Photopatch test

Intradermal test

wanudnfilaauiansezloudn Tiuaiuniebunednwusiuneaatin Wildmezena

WURALINA VEDNARLIAN b

UANNIFINEN
dd
1. nead1snneaded
2. NNIFNEAREIEN
3. N HRIMALNLAN T W
4. nsteaiu
ngARISNLINETag

a | | o ) ' = ' ) P o
ANNUL8INTUANINATZANEDLNNLIN AR NTA AN LLMﬂtW‘guVL‘V\I AVUNNHDANEA

o = Y o A A @ PR g A A o o v a
'quﬁ:@ﬂLL'&UVLﬁNV]uV] NINANLAENINIE WINNHANLNLIUNAN AD IHAANNALAVASLNANILAY

A uauniely 12 dalug Wy wuasiesa 19l danudeeantdiuiazanainisl@uan we

WanneszANeAesaEeeel [y 41y ueanaged wontifedliunuauiinisyuaaneaeeioniaag

a o P ala A v A gy a A 9o o o )
[TENARINIT ACUANLAENEIN IuﬂQNWLﬂ@QWﬂ@q?ﬂ@QNLLW @"I?‘V]ﬂﬂiﬂlﬂﬂNULLW'&NN'&NN’]ﬂﬂQW

2,800 THA wANNWLWALswarin1InageLly standard tray § 23 17
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TsaRanilaani@uasIniln ( atopic dermatitis )™

TsaRamlssniauaziln ( atopic dermatitis ) Wulsatiouladniauizese inluauidly
| al o o (=1 a e | 1 U dﬂl %
wraiilszdRlunsauniailulsngiuilungu atopy nquainswmantitlsynaulilfon aanisvau
#inaINNITUH IN19IHNIALTBIAYNULAZANAINNITUN uazANBzaasRamiadniauuLeyniln
annsaadlsatamiseniaues Intlnddniduilymnsefilaedtadendaudiulioniaduuin
< vy a o ad o Y  a a &
lHUA an waesiiomils anweniAuaza RN AL as annn1einuana nnshniie
waznIdNdaiuaNsnag)lui
WENBATTANETUASAILIE
TsaRquilidniauasntln Wulsandawanduden annsfiuiugnesy daeies
Ay o o a o Iy v Yyaya a = v p
sruunRANTuwazAnuEneiomisaesits Ineludaqiulsfgnesunetadadesine
A 9 o o
Nedasiuannisreslsnnail
- uaanANERaUNE IR AT wudnEilaalsatamisdniauas Intln J1Bunn
HARBA1TNA eosinophil LAY IgE N1NNd1ALUNRA HN138519 IFN gamma anas
WAZANNTA519817 interleukin T9A 1L-4 |, IL-5 a2 IL-13 ANNINTWAY
= a o 1 & @ A a A 7 a o
Hn3RdenLgn wasaLRen1199la Monocyte lunszuaiaanaasiiaalsntonls
sniauesnilnin1smneedtas ( spontaneous apoptosis ) Afnaduazluinianng
I dl o v Y a v [ % ug/l v dy o ¥ o [~1
FNEUDILTARLNANININIZEUAY IL-4 Bnfag Aiufaaweiananiliaruiue
A A Yo a o o a 1 a
wanaa lunszuadantefthalsatomiidniavas ilnuinndnauilng
- Amnazguliinndfiseniadniu dadsznaull o
213 Tnamudnfilaalsatomisdniauaziniln azilaanisiuukainamslé
asy 1 a 1 all Yo v Y a v v
wnaundnaulng daulunjanmsinulidiaunsonsefiuliinaniauils
1un s, 31941a, 14, 2uaed waziaagds IngungaNITauaNaENaIuITUANT
16 wugnglheiiannishau ieinnimeaeunRuRiuaimsusazmiin luilos
Tsatauniladniauasntln wudrdinnsuiiansuanastin Waliiunisnsysulii
NARINNTURAZANNNTOATIANL N TN N TLLB9ITTAUTARNY ( histamine )
uae IgE
dl o v a a U 1 7 a o o a
ansim liiAagRuin1eena wudngiaeTsaiomisdniauay ntln aunsagn

nazfiuliiifnanisui lfinniuiedudaansinn liinanRuinieenisiy

Faua uedn wazinasaanlil wananiiganudnlsdufiaunsonlififneinisui
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'
o = '

< vy = a ° ' ] ¥ o P
W nauls Ineinnsdsainugnunaunsnanauauladulutinuaslfazinlii
angaadlsanautlasnidauaz ntinma

a 4

Unfrengiuiisessnialusenianues Inawudniauaressiagleeiedainism

a

¥ ¥ a aaa a vy Ay o a o ' alalx 72 a o
nazfuliiAnl e Ruild H§nanisadanudnluiinaesiloalsaiiomis

a

o a . dl 1 = rd‘
sniuaztinaunsnngany antibodyilanizianzassialishiuaeauymd G
Tawy antibody wanBluaudnavisaudusgiaeidulsanieanifuiugu o
18un AN, SLE LazGraft versus host disease
Ui mnszuugianiulugiaelsaionigniauezinin
= =S dl o . a o a ' v
fnsAnAeaiun9ngaaLEin cytokine TuRamiaLFnising <) aevtlaelsn
Romlssniguesniln wudnfinnalasuudasaes cytokine Nuanmeiuluwsas
a 1 A a a o dl a 7N a o o a A [ %
131 nampeLsaiamisiUnd lugisalsalamilsdniaues Intln azwudnfsesy
2849 1L-4,IL13 WNNINTY WAFEALU84 IL-5,1L-12, Interferron gamma baz mRNA &
Bunnwian UTnmuRomisnlses isalussasl@aunai msaany IL-4,IL-5,1L-13
LA MRNA NN dauiBinaniseslsauuuBess aunsansaany IL-5,GM-
CSF,IL-12,Interferron gamma,mRNA 8nnq1Lnanises lsaALULIRUNGY WA
oAU IL-4 uaz IL-13 anas
NTATIANY 1L-4 UaY IL-13 TANARNIANNIARTHA T helper 2 v lHTTadLinlaen
11978im T cell inuTnseslsalussazi@aunau Inavnniinissniauselilauis
& o e o & o 6o
FLHUTLININ ATHNAITIWNAUARN IL-5,GM-CSF,IL-12,Interferron gamma NN
tszannsaesimasLismnnes isanlasunacly Tnadmadain eosinophil WAy
a < pRp - <& o qaua Y g
macrophage WNXNTW LATAINNITA IL-12 Wssnaunn idnisnsyfuliiasng
T-helper 1 1nsnTulussazBas
dg/ 7 a o o a o a 1
u@ﬂmnu‘lu;&ﬂwimmum@nmmz‘iwﬂnmumﬂunqu chemoattractant factors
WnuNnTudo THun RANTES (regulated on activation , normal T cell expressed
and secreted) , monocytes chemotactic protein-4, eotoxin Ineansmanilazllqy
filreceptor CCR 3 a4 eosinophil uWas T helper 2
a o dly o =& all 1 R a o o a dl
nsifansenEauEess annsansninunnugn e lsaiomisdniauas ilng
= o & o A X X Aaaa A | as @
fe1nssniauEefall eosinophil waL monocyte NRTAREULNINGUNR Tarirazillu

A - < & o o = PR o
NANIAINNIIN IL-5 NN TW U zazisads Uszneunuln1siiuauLes GM-

'
o o A Y

CSF,TNF-alpha,IFN-gamma feduilgauinnisinizeivazituiladadrAnyinszsu

& q
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IHAAN1365 19817 TANTY F96an1 1IN TANT U89 monocyte,Langerhan’s

cell ag eosinophil

AINITUATAINITUARNY
a o 7 a v o a o a 1 v A A o

a N eiauisreg e lsatamiisanauerintn dnlenisiuiuaaieanisAu
atnaguussianiuGeis sndunnludoufuuaznandu anmnaesnsfinen1sfu
ey ' o ) P a & Ao gy a o | P
delainsuuddausnudniinainauresars i ifiaeniedniaumang < ngs tHun
neuropeptide, histamine, leukotriene Laz proteolytic enzyme a1n19AUNNAZLTIUNAN
L A o o Ao gy a oy v PP & o =
Tuileinsdudagsnilififaainisuilfidne anANEA TR WikaaanuINLA

o o Ao go a A go qua oY » a <
nadudaansninliifnan1sszaaAainn lfidainisui lFuntedu

o

[ Y v o dd‘ 1 v dl a o | 1 IS
uﬂﬂ@’m’aﬂﬂ'ﬁ‘ﬂuLL@ﬂ]E;l]ﬂ"JEISJﬂNNuﬁ"]llﬂQﬂIﬂﬂNuNﬂN@ﬂHmzLﬂuﬁ]NLLﬁN Ngaannlu

1 (% ]

= = o

raTUIN AaNIBANLNAZIARNNTY audingsr s s favalane s Ronlivunau §
AnwnzredseeNauisdnLaulu ( lichenification) 81ANURFANYULIARNTWIUNNEMAS
1 NunnuinisnszaafanuAniumINTgeny na1Ae 1993enien anyiseann 2
A = dl a v o a a a v Y 1 o < =
peu-2 T aznuEuisnumii wilidsee uaziFnaiiomiadiiuwen deedein ang 2 -
14 1 wuHUARAN oL LR T Fnauiamisduluaesdien wazdesdal ug)

s o a v o = v o a p
g 14 ﬂmuiﬂNﬂWUNQLLVQ P ASNULLNLTRTILTLITUND

msananalsarnilsaniauazlniln®®
ngadadelsataniisaniauaz ntnifunisataduainnistndsednuazmnsasianieniu
wanlaguLanEzaIniaily 2 nguAa Major criteria waz Minor criteria fail
Maijor criteria

Pruritus

Early age of onset

Typical morphology and distribution

Flexural lichenification and linearity in adults

Facial and extensor involvement during infancy and childhood

Chronic or chronically relapsing dermatitis
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Personal or family history of atopy (asthma , allergic
rhinoconjunctivitis , atopic dermatitis)
Minor criteria

Xerosis

Ichthyosis/palmar hyperlinearity/keratosis pilaris

Immediate type 1 skin test response

Hand/foot dermatitis

Cheilitis

Nipple eczema

Susceptibility to cutaneous infection

Perifollicular eccentuation

Cutaneous infection

Pityriasis alba

White dermatographism and delayed blanch response

Anterior subcapsular cataracts, keratoconus

Elevated serum IgE levels

Early age of onset

Dennie-Morgan infraorbital folds, orbital darkening

Facial erythema or pallor

Course influenced by environmental and/or emotional factors

nsdadadnfihadulsaiomisdniauesintln azldinausilne filhaianenisisedn

19081N19AN major WAz minor criteria 11NN31 3 48 luusiazngu criteria

1 N
LL%‘ﬁ’lﬁqlLLNﬂUL%EIN

o a . (13)
1. dupadUnAuas Magnesium

1.1 Total body magnesium

e magnesium (Mg™ ) lusemelugifilszanns 21-25 nfu (1,750-2,000 mEq,

3138 800 — 1,000 Mm visedsvainadsesay 0.04 2a9tinviinga) (Mg™) Uszunnies 0.04 104
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o

wmingia) Mg”” 1flu cation 1ANuAAYITusuALNATasaIn Na', K7, Ca *" w1 soft
tissue WAa¥NIEANH Mg™ atvaziNatfanay 50 189 (Mg®) 99n1e tiaanduiteansuay
o A 2+ = 2+ a

FUN Mg™ 1szannd 7 -9 mmol/nn.iagd free Mg~ taednnd 0.3 — 4.2 mmol/am? (0.7 — 10.0
NN./AA.) WU Parathyroid hormone (PTH), Calcitonin ag cyclic AMP (CAMP) @@nqw%@m
3viu Mg” lwiad du atrial natriuretic peptide waz cyclic GMP aangnaLinszdu Mg”'
Tusadiiesdszinnfesas 1 - 2 winiuneglu extracellular space N1snszanazes Mg™'
spndnenelularnisuenmad MAWILN19AYLANYEY hormone

1.2 Intracellular magnesium

124 Aanafiugiu®

Ma®" 11 cation nelumadRE B asnniusufugedsesan K Funnudaulunjans
Mgz+1ul,en@z§@:@fflu membrane %38 organelles (I\/Ig”ﬁa‘:ﬁuzgazﬁqm‘lu microsomes HgzAul
989898111 mitochondria, nucleus Wag cytosol ) IneIgaNiy metalloenzymes, proteins ,
anatlszneLiidl phosphate (liun ATP , Nucleic acids) Waz lipids 9% free ionized Mg”
3LFUANT 0.6 — 8 1N /M. (0.5 -7 mEg/an9) SufuTaTeTad free onized Mg”" Vit
\{flu cofactor visailudanszfiuresdulsivarsiin

Wudemadau Mg® sia PO,” waz Mg sia K meliagiiAnaitazann 1 se

10 LAY 1 FiA 3 AINATAL

=< =

wudngesay 50189 Mg”  Tunszgnetuudaniicresnszanisianeziiiungn

]
=3

(crystal surface) fouthiugauiitinnsuaniaen (exchangeable) Taili{luunasdsaaves
Mg™ lunazena Mg®

1.2.2 n19AIUAN Intracellular Mg2+ 2

Intracellular Mg”" Qﬂmu@ﬂﬁ@@uitﬁumﬁ BuusazlvAguLs 111 n19370

Mg%ﬁ;ul,ml,m:mqmuudiﬂmf;: hypoxia ?”_Tﬂs\immﬂ@iﬂﬁﬁﬁ’mLf-ml,ﬁlmﬁ’umu@@ﬁmm
Intracellular Mg”” Tunnazdn@dl Mg®” efflux/influx Siaeunn Buwsliunnae Mg depletion 438
Mg’ loading i Mg’ efflux 1imann 2 Na'/ Mg” antiporter Inaiflu energy dependent
wazgnnIzsiufiag extracellular Na“ @9u Mg®" influx dad1ifiaann Na“ /Mg” cotransportor

TenfinganiuCl, HCO, , H,PO, &117a anion Falasauilsazan Mg™ influx &4. Mg®" influx

gnnszfulfidiouansfian camp s W activity 284 protein kinase C
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¥

Inadnfuda uwl Mg™ lumadazAnninuenimadusiiiasandna i luad 1Hia
i Mg™ inﬂuxﬁl’ﬁzjLen@zﬁqfuwmﬁﬁmmizﬁu Mg” et luszauing taaendenaln Mg™
efflux

Growth factor @1afllananasan 1wt Mg® iniad wu epidermal growth
factor AZNNNITUAA Mg”" ¥inld1u vascular smooth muscle cell line. @9 insulin Lag
glucose Lﬁuﬂ’]iﬂﬁw} Mgz+ Winlilu skeletal waz cardiac muscle muﬁg/)\ﬂu uterine
smooth muscle, chick embryo fibroblast. L%'ad’m’l?ﬁ’mﬂ Mg2+ As N33 EIN1Y
Diabetic ketoacidosis A28l insulin m@uﬂummalﬁlﬁm hypomagnesemia
1.3 Plasma magnesium (PMg)

P, 2tludnnuzsing 7 Aie 1) iU free ion Uszanaffesas 60 2) 39uriL anions
(Inenawnz HCO, , PO, uaz citrate) dsznnnfaaas 5-10 uaz 3) muiuldshulszunnies
o= 20 (Ingamne albumin felainamudninly Mg® Asduriu albumin Etiesndn ca® vl
WUANUANFINGLRY binding site U albumingzndne Mg™ uaz Ca” sviunfzes P, N

ANUsTanns 0.96 mM (1.8-2.7 1N./AA. %38 1.4-2.3 mEg/an3)

2. MsUElnA, NMSARTN  MesTULYNARNaImS Y

2.1 msuslnm Mg~

dszanny Mg”™ gnuslnaluganeuazEnegedipntazan 320 waz 200 9n./3u” (5 - 6

P2 '
o

o o o a , a &~ o 24 a &
NN./NN./AU) ATNAAL ‘VNuT,ﬂElVLNLﬂ@ﬁluLLﬂ@\?ﬁnN@qﬂqmﬁJ’]ﬂmuNﬂqqﬂm@ﬁﬂ’]? Mg LWNTHGLH

a Q‘I £ % o/ o o a a
NEUNNBNNEN waz ludannas L@TQ_JLB‘]‘UTW

WUIMANAZH Mg™ maNaglszinns 5 - 20 un./Ans FeNINAUANNIEA N8N

©3

2.2 M5aATN Mg”™ NNSEULNIGAUAIWIS

'
I a doVLQJG

wudn dszanadenas 25 - 60 189 Mg® fatnagnandn n1sgedudaulun)dafialddn
dqutans Ag jeiunum wAY ileum TmWiﬁdﬁ active (NIUNN transcellular) Wag passive (K11
174 paracellular) N9RATH Mg”" BN LA AN AR UTIIR4TIn (water flux) Mg”"
andueenlusiluBunnidienlszanm 12-24 un/fu Megaiutes Mg araasifinduivies
a2 70-80 lunariifisnnisaes Mg® athequuas TaevialihBanames Mg fivsTneazulsd

1
=

o dl a Aﬂl v dl :/l % 1 1 o A 091
ANNANUIULARETNLTLNA Imﬂ@’m’]ﬁ‘%l’ﬂLLﬁ@’ﬂﬁ‘uu@ﬁﬁ]@ﬂi&l&Lﬂ]LL@@ﬂ’ﬂﬂ@@Mﬁ"ﬂu’]m’]@



21

3. Msdunng magnesium Mgle

3.1 MeALANLAzdasNATaINISTL Mg” ele

2+ A =

NONAATNGIR

a a

wudn ltlusanusedu P, Tunmasitlaineuinfitsunniaes Mg
ranmaesinfignaniames glomerular filrate Az ndiAeaiuszdiaes free Mg lu
NANAN NALNUAY intrinsic renal transport AU thick ascending limb of Henle (TAL) Wl1asin
mu@uﬁzﬁ’] vmﬁqm @auhormone ( PTH , calcitonin) Junyunvse renal transport Tudsnn

falinauunumees Mg® lu soft tissue uax nszanTuNIdUAILANTEALTD
Pyo N9 Mg” Aiedunanuas BesmudnsduunniFendiniaAeuulastiessnn

Samsfiu Mg® gnénia thanm Mg®* fieanunlugaanszazanaamianiies 10 un./
Ju warazin1sanasreinn Mg® Tuilagnaznelunan 3 -5 U widewindussetiesndn
10 1A./A1 L‘fi@\‘mﬂa*”u\amﬂﬁma‘qmlﬁﬂ Mg® TuiBunamvaniaedlaily (obligatory loss) i
ﬁzﬁmtlﬁmmq: Mg”~" deficiency

swnsuazladiaauanunsalunisneuauedsio Mg” load 88198N Mg® NNEMAS
nsli Mg™ Eunmnnnaaendenniudenudifesas 80-90 289 Mg” azgniueansnlu
8 dalus Faiuiinladl glomerular filration rate (GFR) Unf uifszs Puq geiusnn (useglu
srdufisamemunule) lnasaeuaueslaanniunedu Mg eanlulaanay Reiaraiin

e ldNIAR AP UaIaININY 5,000 WN./5U

3.2 nalnnnsauds Mg” waslm
3.2.1 Filtration

wudn Mg” nrasdnulailszanndenas 70 - 80 19 Mg® lunatdunuaziiBunoy
ultrafiltrate 1s¥anny 3,500 1n./5u 1Bunay ultrafiltrate 189 Mg? axilrnpsfinaanlsidnsranie
qzin1z I\/Ig2+ depletion 138 I\/Ig2+ excess WL Mg2+slu ultrafiltrate Usznaufion I\/Ig2+
Sasienay 70-80 uarfisaniuannlaznenau dizannfenas 20-30 Ingflagadunsumates
az 97 uazdusannistlaaziesdasas 3-5 visalszaunns 100 un./u 13a 4 mmol/dis
3.2.2 Proximal tubule””

{nsgadn Mg™ fesnnninanudiaautaiaues proximal convoluted tubule (PCT)
Hszau Mg™ W luminal fluid HeAngendnlunanannsnfesay 50-60 LFN10NNIRATHTE
Mg® 1 PCT ua proximal straight tubule  Sitlsvanaffesias 25 uay 15 a4 ultrafilirate @9

S I = = I~ . P oy I~
ATURZAINIMNITAATNUIANANTDUY n proximal tubule (‘ﬂit&l’]m@"ﬂﬂ@g 60) EI\TVLNVI?’]UT]@VLH‘VI

o = 24 _ o , ' | A A gu
LLumﬂiuﬂq?@meﬁN Mg~ NALNIY proximal tubule WAUNRAENIUNIN transcellular Lu@\?@qﬂLN@Tﬂ
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ansazanailaifl Mg® snu proximal tubule w&alsinuil Mg® influx.nisifisaes extracellular
volume fazﬁug\iﬂﬁi@umﬂﬁumm Mg 4 proximal tubule LﬁmLﬁﬂﬁ@ﬂmnmiﬁu&mi@mﬂﬁu
284 NaCl uaziin @ﬂﬁaiﬁﬁmwm@ﬂimuﬁi@mi@mﬂﬁuﬁ loop of Henle dutinlilgnisdy
Mg® mnna

Proximal  tubule 28dwanusniinazAaudinauanseiuresg gy Tunisdnen neonatal
rat wuAMdinduees Mg® u ultrafiltrate In&LAeriunaen proximal tubule inliinnsganau
109 Mg”" Midszannbenay 60-70 wiiuiuaed Na' vise Ca * Iaaiinnnagadn Mg”™ awld

|
o < A

fuNa’, Ca” uazth anmsanalumegzdn paracellular pathway 11 TAL €ialsiiagoyifiui

v
o o o

AIIUNIRANALNN proximal tubule AdwUNGN TAL uazazgnifadesig o nsznulfinanndn

paiiu Bartter's 478 Gitelman’s syndrome %ﬂﬁﬂfym hypermagnesiuria mﬂsluﬁjéluq_j Tu

y =

AUNARLNFABINNIIANEINIG maturation 184 paracellular pathway Tu proximal tubule AN

renal magnesium handling

3.2.3 Loop of Henle " Mg* gngandurums TAL wos loop of Henle wud mwizlu
@ cortical TAL Lmﬁuﬁﬁdauiumi@,ﬂ%u Mg> Tauiluuuy passive ﬁﬁﬁuaﬁﬁu transepithelial
voltage g1l lumen fisina Wiuiluuan Mg® szndenain lumem pon li/gnruen tubule vinlu
lumen fisna IWihiluan Mg sznfeuiinguiiema vz hifimsimaeuiives Mg® ae d1lifinmaadng
Tlfh Tawdnd Mg™ azimaiourinu cTAL epithelium ms paracellular pathway duuuy passive
transport #1eussvuves positive luminal transepithelial voltage asuiinildimsasuulas
finalilfivde permeability ves paracellular pathway feziinasemsgadu Mg fasenaaos gnls
iiemugunsganduves Mg® u cTAL luanzdi g

WWALATANY BN NAse permeability 784 paracellular pathway fatis maturation

change @1aHARBNNT passive transport 289 Mg® Aaewuan Intracellular Mg® einidin

AR

M4 cellular metabolism wWudn Mg®™ ’nudinemadnig selective entry pathway (Wnaz
il Mg”™ channel) Tegislanguanasiinase transepithelial absorption Aqevizald ns1uwsIN
Mg”" absorption fiARNWNNG paracellular pathway 1Eunan

Paracellin tfu tight junction protein wuLilu intercellular bridge Tu TAL Tmf;l‘ﬂgl:mll
U occludin protein paracellin WlugunEnulares claudin family NRANNBANFINANNGNIEN
dl . dl v . . o/ ] [~1 1 v 1
2UI89 family 11NNgALsENaLALE amino acid 305 #a wieanilu 3 dqu 16un four

transmembrane domains, intracellular NH, 4ag COOH terminal A1A31 paracellin FCLREY

aufulu selective paracellular conductance Ineanalili intercellular pore &5y l\/lg2+
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waz Ca’ viseenauilu sensor 45U Mg® lunszuaunisdfu  paracellular conductance
WUIINIE mutation U89 gene &34 paracellin nlinne hypomagnesemia,
hypercalciuria, 48z nephrocalcinosis tnelainudiinsgaydainasainnsninuniog

ApinaRlivnglasaanisilgndnels

19 2 tadeninasianisgadu Mg” 1adln ™

thick ascending limb of henle’s loop
Increase : Hormones
- parathyroid hormone
- calcitonin
- glucagons
- vasopressin
- isoproterenol
- insulin
Magnesium restriction
Metabolic alkalosis
Decrease: Hypermagnesemia (Ca2+/ l\/Ig2+ -sensing receptor)
Hypercalcemia (Ca”" / Mg® -sensing receptor)

Diuretics - furosemide
- bumetanide
Distal tubule
Increase: Hormones
- parathyroid hormone
- calcitionin
- glucagons
- vasopressin
Diuretics - amiloride

- chlorothiazide

Magnesium restriction

Metabolic alkalosis
Decrease: Hypermagnesemia (Ca2+/ Mg2+ -sensing receptor)
Hypercalcemia (ca”’/ I\/Ig2+ -sensing receptor)
Metabolic acidosis
Phosphate depletion
Phosphate depletion

Phosphate depletion

324 Distal tubule ”
Unfiuda distal tubule azpATis Mg® naLLWa3aaAz 10 983 glomerular filtration

Wil uwliazgmiletieawsiAnilufasas 70-80 28949UN4wR 1NN loop of Henle uaziflu
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°

daufifnsuanisdu Mg® lufu@mﬁw fasaniniegenauluBunaiitiessnnludaures
collecting duct fsvhu distal tubule Lﬂudquﬁqnmmammmm Lﬁmmﬂmmm@m%m Mg”"
ndutieendn TAL wilulaqiunuaaadndnyludauilinniu

NTANEAQERT micropuncture Waz microperfusion 28N superficial nephron il
Uiwwdn distal tubule  Sinnsapin Mg® lusmuaunnn distal tubule  ludmdiagegnintunag
8¢7¥1914 macula densa i cortical collecting duct Farlsvneving short post-macula
densa segment of thick ascending limb , distal convoluted tubule (DCT) , connecting
tubule WA intial collecting tubule m'i@]mﬂéﬁ_l MgZ+1u distal tubule‘i@zms\l superficial
tubule waz intial collecting tubule AausgalainIsAnEINIIRANALLEI Mg™  Tuusazdou
284 distal tubule

esannlianunsadings DCT siteudiazsiniilu in vitro microperfusion study AL
en Favs AedslaiTnnsAneesnannenns lussesudafisasinnsld immortalized DCT cel
linetkde Madin-darby canine kidney (MDCK) cell linelunsAnen cellular Mg2+ transport
aglinudn Mg® drudnamagdinetinumng specific pathwaylnsidnfudanisdne electrolyte
transport a2l isotopic flux WAGIMEL “Mgudia isotope aviiAnmsdAnduiien 21 4alug ¥
Wilslgunsald isotope 18 FnnsWmiun fluorescent dye (Mag-fura-2) Suilednm
intracellular free Mg® concentration wuanlu epithelialcell RAtlszanne 0.5 mM Anlu
5aaay 1-2 199 total Mg®™ Taaidawlunjqudatiu organic 1198 inorganic ligands uazgn
chelate @¢lu mitochrondria Taenidadn free Mg”* ﬂ”ﬁwﬁﬁﬁﬂ@ﬂu biochemical processes
FIN"] LL@ﬁLﬂu’s‘ifmﬁqmuﬁ'\nj’m plasma membrane 1111398 Mg transport 18 Inaitinmne
adl media 7118 Mg” WelHimadann Mg vdsannthAaAaundulhld media 75 Mg
Mg” Az influx Wnmadudaasin (Mg Ji eanun Tmﬂﬁfa%ﬂugﬂﬁﬂmunction YBINAITAT
diMg” TifAa manuEaluns transport %QLLﬂiLﬂgﬂuvLﬂmmgradient 2¥UINNNLUBNAL
aelugad Mg Qﬂﬁﬂ?fﬂi@ﬁﬁw Mn®’, La®", dihydropyridine Ca” channel blockers Mg®’
influx BN pathway 1annzaed Mg® 1ae ilE 1% suiuaes Ca™ iilasann Ca® uaz Mg™

Taifnasaiulunig influx winldl cell
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1
¥ o

mouse distal convoluted tubule (MDCT) cell line tiluitaanaAnani] AN
WiNe in vivo distal convoluted tubule  ¥WE Amiloride-inhibitable Na' transport ,
chlorothiazide-sensitive NaCl cotransport Lay PTH/calcitonin-stimulated ca”’ transport

TuszeizusnaeennsAnEnnseaeuidnlllu MDCT cell 901 Mg® wudn 1iledinnsg
wWaeuulas membrane voltage Fuananniy (hyperpolarization) azd Mg”" influx N3
LAAIINNNTAREUR N ITaRYe S Mg®" @1atNung ion channel. Tuanizi distal tubule {lu
negative luminal transepithelial voltage Wa¥ high epithelial resistance amgﬂ%d’] transport
duluy active wae transcellular Lﬂﬁlﬂuﬁﬁu’wmﬁlﬂmmu passive fngl transmembrane
voltage aufh negative Sedeufunevenaadli lumen Azagilsrannd 0.2-0.7 mM i
FIBYFNUIL concentration gradient ANAINETARNN1 unique channel fngl transmembrane
voltage wazd active step 'ﬂ?ﬁ basolateral membrane ﬁgﬂﬁmﬁwﬁ”ﬂ electrical oY

concentration gradient L%ﬂdﬁ'a’]@%lﬂqu%mm exchange Anulu nonepithelial cell A

3.3 unumrasgaiiuwlumsaiuanmsaadanauaas Mg”
gafluuvanarialdauli “renal Mg” conservation” l&uwn PTH, calcitonin,
glucagons, vasopressin (AVP) a@ﬁuummiﬂ?:ﬁum@@mmﬁ’mm Mg® iail TAL uaz DCT
insulin NIzfiun1sRANALes Mg T cTAL 2841y steroid hormone HuAsaNIAANALLEY

NaCl uaz Mg™" vl TAL waz DCT Faenalniiumansing

3.3.1 Thick ascending limb

PTH , calcitonin , glucagons , AVP uay B-adrenergic agonist (i isoproterenol )
i receptor ‘ﬁcouple il adenylate cyclase Tu TAL u@ﬂ@ﬁﬂﬁyreceptor Lﬁmiﬁd couple
N1 signal pathways Aufianafiuasia cAMP ann microperfusion 289 cTAL wudn PTH

nszfiu Mg” bsorption Iag/laifinisulasuuilas transepithelial voitage ga3luussnanadingsin

1 v
a o .

QNN transepithelial voitage waz Mg® absorption Tnglslifludndauiunislasuuilas
voitage mﬂd’m@ﬁmmﬁu I\/Ig2+ absorption HIUN1G  transepithelial voitage LAy
permeability 284 paracellular pathway
L o g . . . a & v o Y o o
gasluuuaninali transepithelial voitage Wwrzulaan1sauniu receptor Wl
basolateral membrane CI” conductance, apical Na~ , K", 2 CI" cotransport uag K
conductance WnIu wagelinsunalnivinlé paracellular permeability 19031 81aLiAaN

phosphorylation U84 paracellular protein Wua1 insulin LANH Mg2+ absorption WU tyrosine
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kinase WA 13 voltage wae paracellular permeability Findy wildnandnasd pathway
Y9LFAY hormone receptor 138 b suvaselama LA NdLTE (interaction) URLARE
aaluy

ludauans mTALNAUTdwL9E Mg® absorption iegann permeability Aia divalent
cation ANXN uenadiANaLANANTUlLARTUsa species finnall Mg” absorption &

Steroid hotmone ﬂizﬁjumi@]mﬂﬁu NaCl ag transepithelial voitage 1 isolated
TAL segment %Iqmmirﬁdwz@m%m Mg”' i uglifinsfneualnansevas
minerolocorticoid Fi@ I\/Ig2+ transport aeinalsfinnu chronic hyperaldosteronism i
extracellular volume L‘Wlsﬁyul,l,ﬁmm NaCl absorption a3 danaliiinsdu Mg2+ﬂ®ﬂu’m§u
Fatiuinnsanfainaeasan extracellular volume avgszauin® waznnlii aldosterone-induced
hypermagnesiuria aAAYNIULSY A71l970AT04 steroid ia Mg™ i TALT U4 ey
aldosterone #1915 Na” uaz Mg” Asluszeizuan daunlussasndaasiinansaiudinumarnn i
MsdUNa’ uas Mg® inna

3.3.2 Distal tubule*®"

WL hormone receptorﬁl couple K1 abenylate cyclase lfnaan distal tubule (?'mﬁ\i
DCT) W6 activity vhuumnsnaflilang species 189459 wazinazil signaling pathway au
uaniieann cAMP figlainuluriaqiiu aannnsfinungngs microperfusion W1 PTH
calcitonin, glucagons Lﬁlz\l Mg%absorption 1w distal tubule L‘ﬂmmn absorption oy
active transcellular ﬁ\nfua@‘ﬁumi’]%@ﬂﬂqwémumq active transport

PTH , calcitonin, glucagons ,AVP ﬂ?:l?l;u I\/Ig2+ uptake @1 MDCT cell Tagiaasiuy
%L‘WIS\I cellular AMP accumulation W‘Llfiﬁmifﬂ/‘i_lé protein kinase A %?ﬁ‘i.l?i‘l l\/lg2+ uptake
ANERFINUAINGN WALNSAN cAMP Tuanisitinnseiuda protein kinase A 113 Mg”’
uptake NAUNNRNALIE TR

Insulin N9z Mg” uptake 11 MDCT cell Tngiinun19 tyrosine kinase uananii
ANNN9E51 CAMP lu MDCT cell 39A1adntinassinumns protein kinase C ieeann PTH ,
calcitonin, glucagons ,AVP ﬂ?:l%ju I\/Ig2+ NN protein kinase A , phospholipase C ,
protein kinase C Fathd insulin A additive effect AazaFtuLMaNT

WU minerolocorticoid receptor 8k DCT cell farnazidauiRandasiu Nacl
cotransport , Na' conductance Wa¥ sodium pump activity ANNNTANEDNEATE

aldosterone sia Mg® entry lu MDCT cell wudnladfinnsidasuudasaas Mg® uptake ws
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nauliifinnanis uptake MinaINgneees glucagon uaz AVP asunelfdn
minerolocorticoid LW} cAMP mnmiﬂ?z&jumm glucagon waz AVP NINN adrenalectomy
N9 adenylate cyclase activity ﬁLﬁmmiﬂizﬁu"ﬂm AVP anad waz cAMP Ainannnng
nazfiuaed glucagon uaz AVP anad W aldosterone lxidiuasia Mg”' uptake 289 MDCT cell
ﬁ Lﬁmmﬂmmi:r}jumm insulin ludauues thick ascending limb UWag collecting tubule AR
1 4' ) v a . . 4' o v = 1 L%
91 aldosterone LwHaatinliina protein synthesis Nl adenyl cyclase Aanulaseagailuu
1N Turauei 1l aldosterone 1Rz imaNuAnUnFA129n17 couple 184 hormone receptor
il adeny! cyclase catalytic unit Aanaliinn98519 cAMPanas aldosterone M3 Na'
conductance Waz Na' fNTuALe
. M ya a a dI =
N1TAUAN renal magnesium balance T laRnanranae finusinlaaianilanea
aiipnen wiidlunatuiuaesaefinuvaeaiia w14 cTAL wudn glucagon was AVP @an
BN (additive) T Mg”" absorption, luaned insulin 13nnngaes AVP lugdauzes
distal tubule 11 glucagonsuazAVP aangva additive Lmtqm%lumi@m%m Mg~ gnissiae
aldosterone Wi hormone wiazalialANNAATYUANGANSTY W PTH wag calcitonin azil
v dl . 1% = uI/ o o =l dl o
UHNALAN calcium 798, glucagon AzinN1suaAINaIaINFULsEn U mIslUsNu Livenn
wiindl nitrogen metabolite, amino acid uazN GFR Asvuiinnaying Mg® luaniend
GFR N, st AVP inuinfianind Mg® Tuanigiid urine flow Tu distal tubule A1 A
Yy , o - £ A R o =
7inefign mineralocorticoid azliidingniaes AVP Bndumilidaii Usz@nininaeenis

- 2r Ay 2 ny o a
ﬁQUﬂN@Nﬂ@EI Mg ‘VIVLW mimmmnm@mmumm hormone BANeTUR

3.4 UNUINUABRINKIFEN Mg (PMg) LazWAaNdaN1Ca(P,, )"lumsmuqums@m%’u Mg %14
"

3.4.1 Thick ascending limb

Py, Y92 P figiduazdudimsnanduzes Mg® uay Ca® sinliiiAn
hypermagnesiuria Laz hypercalciuria Lﬁmmﬁ‘ﬁug\‘lm?@mﬂﬁuﬁ cTAL 2949 loop of Henle oR
\{lu passive mechanism annnsAnelu isolated rabbit cTAL segment NuINd
transepithelial resistant daitlszanabenay 50 (e Mg™ uaz Ca”’ daduann 2.5
10 mM #smn9 luminal 5758 blood side Feinsadadanaieuniiniinuaaa NNz blood
side WintiABAN perfusion 194 rat GTAL in vivo WUdn Aanudiadiuaes Mg® lu lumen 7

4911 AANANAUSTUNN9IANT89 Mg absorption rate. Intraluminal Mg® 38 Ca®'
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lEduds Mg® site Ca® absorptionisl Mg” e Ca®" Tiismulunanauiluadies Mg®
waz Ca’  absorption ZQ’mWm'ﬂ%uwﬂi’mgﬂ’]ifﬁﬁ%ﬁw Ca’’ /Mg”" -sensing receptor fafh
¢ peritubular side 184 TAL cell

wu Ca’ / I\/Ig2+ -sensing receptoriﬁlu glomeruli, proximal tubule, cortical AL
medullary TAL, distal convoluted tubules, cortical collecting duct, outer medullary collecting
duct. ﬁ'j“g\‘lLLiﬂ receptor ﬁygﬂ clone d1A1N bovine parathyroid gland Imﬂmwlmmﬁ?mﬁ{i
PTH #11n14 G- protein N3ANEA cDNA 7 encode receptor Tuanadn receptor
1lsznaufiag 3 major domains A%

1. large extracellular amino terminal domain tsznaufiag amino acid 613 Fa AR
dmtiditiu cationic binding site

2. seven membrane-spanning segment 1lsznauag amino acid 250 fin NANHELY
2184 superfamily of G protein-coupled receptors

3. intracellular carboxyl terminal Usznaufag amino acid 222 69 A TRy
signal processing

receptor TtinRlulaTiAmTlaufuiuly parathyroid gland NINHUANFIWIN Mg
W38 Ca’ AuUnL extracellular domain W&1A9H intracellular signal %EIW;IMUQN adenyl
cyclase WAy CAMPENUNN9NIZEUaBY Ci protein WAz Gq protein L&YRINIZ6W phospholipase
c llane inositol 1,4,5 triphosphate, cytosolic ca”’ uaz cytochrome p-450 metabolite WU
receptor fﬁﬁﬁ luminal membrane 29849 proximal tubule WAL inner medullary collecting duct
iU basolateral membrane 189 cTAL uaz mTAL cell Auviiaaes Ca’ / l\/Ig2+ -sensing
receptor 1ANAATYFE renal Mg® handling N1snszéu receptor 74 basolateral
membrane %ETUET”Q apical K" channel 4aza1a59N0a Na-K-2Cl| cotransport 14 rat TAL
ANRINaZN 1A tranepithelial voltage aMaY passive transport Wi passive transport 183
Na' anas uazinsgaude Na© , Mg® , Ca® rinulilnna distal waniw divalent cation lu
medullary collecting duct %ﬂi:ﬁ’ju ca’/ I\/Ig2+ -sensing receptor Wian water permeabiltity
fugf volume reabsorption &aRal9iEin91fisl volume flow AunNsfinduTes Ca® uay Mg®
excretion ¥liilannalunisiiafinanadly agllfidn Cca® / Mg* -sensing receptor il TTadt
ziﬁﬁmﬂizmwﬁﬂumimuqu renal Mg”" absorption

renal Mg’ reabsorption il Tm-limited process ﬁﬂﬁmmﬁ@]ﬁqmﬁmmuﬁd

Bendn Tm @9 Mg”™ transport azligelindnil udazinainauees P, sallan A1 Tm &

Mg
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4
o

Jlu UszTamflunisdsuidin renal Mg™ conservation Wigun1aifia Tm Radinisduds Mg™
transport Tu loop of Henle LL@:“Li’]%Lﬂum?ﬂi:ﬁu ca’'/ Mg”sensing receptor
3.4.2 Distal tubule
Wy Ca / Mgz+—sensing receptor ‘ﬂgl:‘i_lu basolateral membrane 283 DCT L8l
1Bunautiesndn TALSa @i lansihAnwmiailatdn svdvuextracellular Ca” visa Mg™
Y NP, s 4 . o
ATNNTONTERU receptorim ARFUNIANNATN 0.2 111 0.3 mMTaINIEA/NU physiologic
response N9Nszfu Ca’” / Mg” -sensing receptor lailfgiiel basal Mg® entry T MDCT
cell Tneimse wrlUSugs hormone stimulated uptake Aagiuga PTH- |, calcitonin- , glucagons-
baE AVP-stimulated cCAMP release ’&;ﬂvlﬁfi’] ca’'/ Mgz+sensing receptor aA hormone-
stimulated Mg’ uptake NeNUN19N176519 CAMP
3.4.3 TspNiNaada9ny Ca> / Mg™ -sensing receptor
@117 mutation 184 Ca’’ / Mg2+ -sensing receptor IAEluuy inactivation
WA activation Familial hypocalciuric hypercalcemia (FHH) Las neonatal severe
hyperparathyroidism (NSHPT) 1iaann mutation <im inactivated receptor laentlu wuw
heterozygous Uaz homozygous fNA1AY ilaaaziinisdu Ca™ uaz Mg” nalaanas il
A hypercalcemia WazLNIATIANALAA hypermagnesemia Mn1amsaniudng mutation T¥in
activated receptor WuLili autosomal dominant disease ﬁﬂfm%ﬁ hypercalcemia LLay
. a dgj . . @ 2+ . . . o
hypermagnesemia mﬂmigmmﬂiﬂmﬂmmwu amiloride 1ilu Mg~ conserving diuretic n9
2 A fye = ! o o PR APy ,
niann lRFunsAnEdnausainanfnEannnnaz i lEvse
35 unumaasaudntnglurasdaalunisaIuANnsantn Mg wadls
nsan Mg” lua1mns ¥8an1az intestinal malabsorbtion i lnayinid Mg® 15 el
= o & L@ A e o My a o
‘V]?’]Uﬂﬂﬁﬂﬂﬂqﬁ‘wuﬁqu WUt nan ﬂ"l?ﬂié?ﬂ‘]iﬂ,lﬂﬁLﬂ@Nqquﬂﬂq?ﬂﬁﬂ\iﬂﬂ\‘lizﬂﬂiu
A | o 24 A o o o a
WNANAN LUAIRINNUITNNITIUL Mg @ﬂ@\ﬂummz‘V]?zﬂubluW@’]@Nqﬂﬂﬂgluﬁ‘zﬂUﬂﬂ[5]
naAne Ty iAue sl Mg® f1(< 0.01% Mg® )Aunyniuewsnd Mg”™ 1n#
(0.05 % Mg”") wuan fractional excretion 284 Mg® amA1asan 17 +3 % flu 8 + 1%
malunan 8 daluaviniu neldfinndasuudasszauuuniidaulunataun cellular
adaptation RAATUIIAGEY (Mgl 2 FaTna) HAuawngiu Mg (ldfinasa Na'vise Ca®)

uazilmanle (bifinsulasuudasees P, ) cellular adaptation  # \ia2unl TAL uae distal

tubule wazilunislasuulasnluaes renal cell 1a9
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3.5.1 Thick ascending limb
Mg2+ absorption Tu cTAL %mﬁyﬂu I\/Igz+deprived mice Lﬁmﬁﬂuﬁu control mice Wu41H
permeabilityLﬁN%tulN paracellular pathway Iunﬂ °| transepithelial voltage wazeaau
passive transport LEULAN

3.5.2 Distal tubule

isolated distal tubule cell (MDCK 1738 MDCT) finnziatialis Mg” free media azd
Mg”" transor rate FdvagnasnEa (nelu 1-2 $alug) Sumese Mg”' Wit uaziunad

a

Anduannalugadios iasnlifzeilinila 1 culture media wudn adaptation &
Tuagffu Mg®” concentration Tumedia ua svazinaniisaderlu media nUNTRALALETES
epithelial cell i1 Timeiluiaan 1-2 falus mem'amungaﬁqm N 4-6 F2lus eenadies
Annsasna transport protein ﬁsfumslm\i Lﬁl@wm actinomycin D (inhibitor of transcription )
3138 cycloheximide (inhibitor of protein synthesis) uiadneullinzidgs wudins
pavaueRzifiodanay 50 seusadilliFuen fvagldn intrinsic cellular control @1 Mg
deletion {Anlatkeseftn1satng transortor dualvsl

a a (% s a a o = 2+
3.5.3 Tsﬂmnmmmnummwmﬂnmmﬂ"lul,mmﬂumsmuqumi@msﬁu Mg~ a4
n
4
Familial hypomagnesaemia tinannnisgayids Mg” n1ele wulsatlildiies lu
Vlmimﬁsimmwuﬂizmm 50 914 dwmmmqﬁuﬁ;nﬁmmu autosomal recessive ?;IﬂL?ju
~ A ) = R =
el 1 97189719 autosomal dominant Nhypomagnesaemmiﬂll’ﬂﬂ LAZAIANWLIN
hypomagnesaemia U9seeainE lfdne amiloridelnganainanANLINNG 98 Mg2+
A . 1 a . . !
transport 14 TAL viTadistal tubule W1aziianain mutation 184 transport protein #178
regulatory element TIAINTONL gene Tuni9a39 I\/Ig2+ responsive element e MDCK
cell Maealu low I\/Ig2+ media {11N"9 “transfaction” fng antisense-oligonucleotide Nl
N385 I\/Ig2+ responsive element azlalf uregulation 84 Mg2+ entry

36  wawas Diuretics man1sandn Mg” 2adln™

3.6.1 Thick ascending limb
Loop diuretic aan13n19uLes Na' , K, 2CI cotransport 1 1¥ basolateral CI
efflux waz lumen-positive voltage anas AUEF UGN Na' absorption H1uN14
v e a a A . ' 1 [~1
paracellular pathway el lumen-positive HLNWENTREAL 50 U8 net absorption uiaeinalsf
A3 lumen — positive voltage aziinasa Mg 11nnd1 Na' vi3e K aatiuasdmanudnanylu

m?@jLLaéﬂfmmﬁ Loop diuretic Faanan 1A hypomagnesemia
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3.6.2 Distal tubule
Amiloride k@ chlorothiazide ﬂiz@ju Mg2+ reabsortion 11 distal convoluted tubule
NSANEHIATUIUNIN UARLIN amiloride HgnElunisaying Mg® usinnsAnsiianriy renal
Mg2+ handling fafitias amiloride @11130am fractional excretion 284 l\/lg2+ W rat T9Am
Iflunalngnsaannen wi linsIuAILeT89 nephron segment  waz cellular mechanism #
4
LR
= | L 9 . . . 2 Y a &
n3An® s MDCT cell wuan amiloride Nszfju nifedipine-sensitive Mg™™ influx TitiNsa 41
+ 3 % lneduda Na™ dinlilu DCT cell MnliiiAin hyperpolariation T4 —28 + 8 mV @314
il l\/Ig2+ conserving diuretic §14 hyperpolarization 84 membrane voltage Miluusedv1sr
Mg Wnlimad
a 2 . . o nl/ . . . . - QI ' =S
1n1914 thiazideruwsialdlun1ae fluid retention, diabetes insipidus LALUI LLENTIULDY
] 2+ P & v = = : 2+ . a &
HNaRa cellular Mg transport LWENLANWAE ANI1TANKITIENTUIN Mg~ deficiency LNAA1ARINNIT
i renal I\/Ig2+ wasting AULTY 7 A fnsAnelneld isolated MDCT cell wL91 chlorothiazide
Wid Mg”" uptake LiuuiL does dependent Ao Nuindiuaeg thiazide g9ga (107 mM ) aziix
Mg”" transport D95aeaz 58 laeduWuSAU hyperpolariation a1n —65+ 5 114 -80+ 5 mV

Matliflunaannisgiusia NaCl cotransport wazANndueed Na* way CI luadanas 13

1
a

{399 membrane voltage #71 Mg” uptake 11/l MDCT cell s (ﬁé’wﬁqu%rmm
amiloride) %ﬁmwmaﬁqmﬂﬁlu Mg2+ reabsorption WAZAA urinary I\/Ig2+ excretion
luneadtinnsld  thiazide uaaunu 9 e1ainlififia hypomagnesemia 91Nz
dunaann renal I\/I92+Wasting WU chlorothiazide ET’LIEI% NaCl cotransport AN NaCl
excretion mnﬁ”u extracellular volume aMAY ﬁmiﬂizéju renin-angiotensin-aldosterone
system waTHnIdu K uay H+3\l’m§yu LNA hypomagnesemia Waz metabolic alkalosis %\‘lﬁa\i
volume depletion, hyperaldosteronism, metabolic alkalosis ﬁQuLL&iL‘ﬁlu renal l\/lg2+
conservation #elsitazinliAn  hypomagnesemia a¢ialsinia nsdnendag MDCT cell
W naz alkalosis lu thiazide medium ndududs Mg® influx ﬁmmdmﬂummmm
renal I\/Ig2+ wasting 4 chronic thiazide use
3.7 UNUMARY metabolic acidosis and alkalosis SlANFAATN Mg™ wasle
Systemic acidosis HAMNANAUEIL renal Mg® wasting N9 acute metabolic

acidosis A1nNNH, Cl 3138 HCI infusion i1 1% urinary l\/lg2+ excretion 11N €21 chronic

metabolic acidosis M #AR urinary Mg” wasting iuiusgusaufilaléfee HCO,
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Tunmnamseriuding acute uaz chronic alkalosis 1144 urinary Mg”” excretion anasusfiealimas
NIILD tubular segment ﬁLﬁE}ﬁ’aﬂu renal Mg%handling metabolic alkalosis L‘ﬁlu I\/Ig2+
reabsorption viad loop of Henle wa distal tubule lugua Inadunusindgaiulzunmn
HCO, U distal tubule wazwud acute infusion i chronic acidosis Tl Mg”*
reabsorption 14 loop of Henle A ueginamnn

3.7.1 Thick ascending limb

T mice A3 sodium bicarbonate 20 MM 3 §u WudNazalkalosis Az
Mg®" absorptionfi cTAL 4 2 WiNUBINGNAUANAIN 0.47 + 0.06 1l1 0.89 + 0.06 pmol /17
7. Tnelaifinnnlaeunlas transepithelial voltage F$i1udn alkalosis i permeability
284 paracellular pathway N1 reabsorption NIy

3.7.2 Distal tubule

AafnEly MDCT cell line W19 acute alkalosis Azl Mg”" uptake BE1911N
anued acute acidosis A Mg”’ transport W HCO, Tifinasa Mg” lunnaidinldly MDCT
cell fidiudn H Tiualnemsssionisiinimadaes Mg”mim?u'ﬂul,mm extracellular pH ua
ff ion channel AN TiiAagNINN 11 Protonation 84 histidineli L-type Ca®” channel az
am conductance 284 channel @9u protonation 484 glutamate Tu Ca2+pore ﬁ%ﬂ’u{?\i
permeation pathway uaziuii protonation 289 Mg”’ pathway anaulAsuulas Mg influx
udnam Mg transport 1‘1&‘17';’53@

Distal l\/Ig2+ absorption IA5unaann proton concentration W91 metabolic acidosis
mﬂmm&ﬂmﬁmmﬁﬂﬁ I\/Ig2+ reabsorptionsl,u distal tubule aAa3 WU hypomagnesemia Tu
B’iﬁqau@ﬂﬁlLﬂuiimmmm’é@ﬂm 25-28 %mﬁmrﬂ@'muﬁ\uﬂumn Mg’ reabsorption aAAY
Lmeu“ﬁl insulin ﬁqw‘ém:&iu Mgz+reabsorption Tu TALm;ﬂfi’] insulin deficiency aZan
Mg2+ reabsorption Tnempse wenwilalilannnnag ketoacidsis ﬁﬁuﬁf\i Mg2+ conservation
3.8 UNUNYTBY  potassium depletion AaN1TAATN Mg wadls

Hypokalemia iaz 119z K~ depletion duiusiunnsanasres Mg” absorptionlis
loop of Henle waz distal tubule %115 Mg”" excretion i

3.8.1 Thick ascending limb

Ay K depletion i l$ilnNsdu divalent cation pannatagnazanniu Tagedine
BiUN"9 NaCl absorption Tu TALaNnNaTinNs@emiinfiunsia CI' conservation uag

o '

basolateral Na" -K” transport agiglafmu delddnanguuanedn potassium depletion 1

d9
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dinsulAsuulas Mg® absorption lnamssaeindlsfimny Mg® waz Ca” 1l divalent
cation #3AnnufanFAves NaCl transport 1 TALYNRazan divalent cation absorption

3.8.2 Distal tubule

a1n isolated MDCT cell wudn K- Reasia Mg® transport T distal tubule Tagl
Ul Mg” uptake @1l MDCT cell Basnalnfigielameny uildldifaannisdenulag
membrane voltage
3.9 anuRaUnfrasmsgadn Mg” lulalulsa Bartters and Gitelman’ syndrome™

wlidnazdalsidinlapmuduiugszndng K iy Mg™ balance 16imtin winudnlgilae
'ﬁﬁmumﬂmﬂﬁﬁmﬁ’lﬁﬁu renal conservation 11 Wil Bartter's sysndrome (i
hypermagnesemia Lie5aeas 30 iu‘ﬂmzﬁﬁzﬁ’m Gitelman’s syndrome vt A
hypomagnesemia Reuvivun Tefiva 2 syndromes AAMNENRUSL hypokalemia

3.9.1 Thick ascending limp

Bartter's syndrome sznavldfiae nnny hypokalemia, metabolic alkalosis,
prostaglandin hyperproduction, hyperreninemia, secondary hyperaldosteronism LWag normal
blood pressure {imannANAnLnAaaINa’, K', 2CI° cotransport 1138 TAL U loop of Henle
N3 transepithelial voltage WAy Mg2+ reabsorbtion AR LLﬁ%Lﬂuﬁ’]meﬁﬁ Mg2+
absorption mﬂ‘ﬁfqm LB hypomagnesemialﬂm 11u5 slu“nmz‘ﬁl Gitelman’s syndrome 1fu
Wuneunnae ANRALNAYes Na' K, 2CI cotransport Mliin1sganauaes Mg” uaz
ca” 7 TALA U Wheniugnasluds DCTannuusetnslsfimu wudnluanieiinn
hypercalciuria Wil Mg” absorption T DCTRaululn® e1aedungléainning
hypokalemic, metabolic alkalosis 1w Bartter’s sysndrome VL%J’:;‘L&LLNW@%%%W I\/Ig2+
reabsorbtion 1&g/l

3.9.2 Distal tubule

Gitelman’s syndrome Lﬂu‘lﬁmm\iﬁuqmmﬁt’gﬂwm@ﬁqamq: hypokalemic,
alkalosis, hypocalciuria, hypomagnesemia ﬁﬁmﬁmuﬁuﬁmﬁuﬁﬁ’mﬁﬁ thiazide 1%
LIAUIU \ima1n mutation 114 thiazide-sensitive NaCl cotransporter annisAnelne 14
MDCT cell Wu41n19H l\/lg2+ excretion Lﬁﬁ”ummﬁmmam hypokalemia ﬁafumﬂ%mm
Tilussauda uansdnidlevanisuily K deficit wdnazdeauila renal Mg” wasting l8&aes
A3ANHINLIN anti-aldosterone therapy ANNNTON A hypokalemia ba% hypomagnesemia

Tuftlog Gitelman’s syndrome anaslfuazfasinnisAnmsalilia cellular basis Tunnsifia

hypokalemia renal l\/lg2+ wasting
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310 anudaUnfrainisandn Mg lulaluniaz Phosphate depletion™
ﬁﬂwmzﬁﬁﬁm@ﬂﬁwﬁwm hypophosphatemia was cellular phosphate depletion A8

A1sH urinary excretion 289 Ca’ uay Mg Wndu ey 1 Faluemdaannsaia phosphate

M198MN3 UazaNNHeTazn AR hypomagnesemia lagA1adinainnala 3 naln

1. % ca’ uay l\/lg2+ mobilization 88NA1N bone

it}

2. suppression U84 parathyroid hormone secretion

it}

3. aberrant tubular trandport
3.10.1 Thick ascending limp
Urinary excretion 184 divalention Tunnay phosphate depletion %L‘Wlsﬁyu Lﬁm@’m
FAauAmUnfAlu tubular transport i loop of Henle wa distal tubule wsigialaingnuila cellular
mechanism

3.10.2 Distal tubule

Cellular phosphate depletion 11114 MDCT cell an Mg” uptake @ﬁmﬁumudq
hypophosphatemia 81aildquinliinegadisn Mg” anasuazMg® excretion yNaUNzan
phosphate’lis mediaazan Mg” transport @gi1939159 TnsdniusiuANTULINTY
phosphate depletion me’]mimzﬁ’uﬁu@:ﬂ’mzﬂﬂmﬁtﬁ'ﬂLﬁm phosphate a4l media
ANNLNNTB9U8 Mg~ transport FAatunelutaglnganadunalnildanan up regulate
Mg”" transport Viraanainnasiss Mg” uptake A&

hypomagnesemia HAMNENRUFTUhypokalemia WAy hypophosphatemia Iasimudn

Iuﬂﬁﬂzhypomagnesemia, hypokalemia ﬁmm‘qmﬁlmﬁwmﬂu 2 Wi AL hypophosphatemia
fanugniindwiiue winuaswuit 3 nnasnbeniuiicenar 8 uazannidienas 17 &1 Puq
ANGN 0.5 mMuamIITa hypokalemia wa% hypophosphatemia Htasia tubular Mg®

transport @E9NIN WANANHUEIHNANTENLAN adid-base alteration Tumane| syndrome &4

dana additive effect fa renal Mg” conservation

. (13,49)
4. Hypomagnesemia

41 Aanuinugu”
dlasansesay 25 189 Mg® Tunangun 39u7L albumin Aasinaz hypoalbuminemia
avdenanili total Mg® lunwaann Hsvduanadldanalinniny hypomagnesemia Tnglslil

nsgryida Mg” eanuansanelunieassiudinnenaiianiay cellular Mg® depletion 14
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Py . LA A e o '
WHH normomagnesemia hypomagnesemia A8 NMMEZVITEALP,, WBENIT 1.8 HN./AR. (1.4
mEq/ane)
uthfluniae Mg®" depletion aanifli 2 TfiaRe
. . . a dgj . &I |

1) Mg depletion with normomagnesemia ANzt lunTqgstarvation T939NEIAY

- & a A A a o P g . a
PIALARTITNNNA HATIAINNIARANIgeYAeNaneLiialEia (catabolism) uazatsynaiialy
Weide Aai Audindures Mg® lwllafiedslianas (WABuNwiaunates Mg® uay
A19AN9T| IR NNEATANAY) TEAL P, A9Lnf

2) Mg depletion with hypomagnesemia Lﬁmslunzjuﬁﬁ selective Mg2+ depletion
dl a =S 2+ o ¥ | o 2+ QI &9/ a
(Be1ainaInnInaTn Mg® n1eanléanas visansdu Mg™ naeleiinam) uaziinniay

. 5 . 3 v = = 2+

hypomagnesemialaanNNI7d hypomagnesemia @zwﬂmm@qmm Mg~ aanann bone
uay soft tissue Tunanfannliina Mg® depletion
4.2 grinnses™

de9a1nn19z hypomagnesemia dnlifannisuazadnlifin1snsavnszaunaiaun

I o R & al o A v oa a .
Mg lutlszaraadiunisenniazuangiimnisiuiasaaedni9iinnIae hypomagnesemia
oAl o E% =® o dltv o o s

WudHgLAN1IIaferar 7 9 20 Tufieeniunisinesialulsamenuna Inagiifinisgeqn
Tunagjilaemin ameinulesgnaein1ay hypomagnesemia Maun Tsanvauin iy
nispauANtAng waslufnléfuenduilaansligiimnisniaiin hypomagnesemia 1195884z
10 Tugtleesialy uslaziiAn3eaay 40 Tufilaeniniansany hypokalemia wazbasay 60
Tuaffthewin (@uindunaaintoymisine Ae nutrition hypoalbuminemia vz lAiuaN
diuretics , aminoglycosides )

4.3 nalnwansassanan"**?

dulunjaas hypomagnesemia lAAINNN9AAAILRINIAATN Mg™ 20981 lE1iseifin

mnn’mﬁu renal excretion 491 hypomagnesemiaﬁlﬁm@’mﬂ’]iﬂim’lmm l\/|g2+ MNLAN
Lsn@ﬁzjmﬂwmﬁifmﬁm%ﬁ@ﬂ Tneialulsesiy Py, Azblsiiinnszdy Mg Tuad nisanas
1991900 TN Mg” 1898714 uazluaniazanaanmsinliiiuins Mg® 189319n18anaINIn
Traaaies 6-10 1n./31 (0.5-0.7 mEg/) mmmﬁ'zﬁ’] ”mﬁ@mmm hypomagnesemia A
YUMENAE NN3IReIRE Mg
44  @URAURY  hypomagnesemia )

4.4.1 Hypomagnesemia with no net magnesium losses (redistribution of magnesium)

ifipan Mg” Lﬁ?ﬂlﬂuﬁmnﬁ@mlﬁﬁ@jlfﬁaﬁ bone WAY soft tissue ANANWLANIIZAINGTD

TunsainBu e Iudnnenasning starvation (hypomagnesia ffialunsdifiiflupaann
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1 v 1 1 ¥ 1 1
nan Mg” gnavdinluiiaifienaseaulud) , ufihedelsin Mg®  Tulsunumldiiesme
Ju acute pancreatitis ({funaann Mg® Wnldazanluileesuseunlfsuniseniay), Tu
2 1
frlglaonaibeisilszunisfnuuile  metabolic acidosis, Tufjilae diabetic ketoacidosis
TudaslFFunnsinméag glucose waz insulin nMsufilaniay acidosis nsléisu PO,” Ml
2+ 4‘ all v ] & [ % o . dll %
Mg” inReundingadn euaInsnn parathyroidectomy 1Wen13inE
hyperparathyroidism azWl913¥6L PTH aaad nsineuaedimasaznausilulng waziiia

NIIY hypomagnesemia HAINNN (G??;Iﬂﬂ’lﬂl: “ hungry bone syndrome” )

1979 3 ALUFIBNNNIT hypomagnesemia

Redistribution of magnesium
Decreased intake
Protin-calorie mainutriton
Starvation
Proloned intravenous therapy
Decreased intestinal absorption
Malabsorption syndromes, including nontropical sprue
Massive surgical resection of the small intestine
Neonatal hypomagnesemia with selective malabsorption of magnesium
Excessive losses of body fluids
Prolonged nasogastric suction
Excessive use of purgatives
Intestinal and biliary fistulas
Severe diarrhea, as in ulcerative colitis and infantile gastroenteritis
Rarely, prolonged lactation
Excessive urinary losses
Diuretic therapy (especially “loop” agent)
Diuretic phase of acute renal failure
Chronic alcoholism
Primary aldosteronism
Hypercalcemic states: malignancy, hyperparathyroidism, and vitamin D

Excess
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M1919 3 ( A )

Renal tubular acidosis
Diabetes, especially during and following treatment of acidosis
Hyperthyroidism
|diopathic renal magnesium wasting
Chronic renal failure with renal magnesium wasting
Gentamicin toxicity
Tobramycin nephrotoxicity
Cisplatinum nephrotoxicity
Miscellaneous
Idiopathic hypomagnesemia
Acute pancreatitis
Porphyria with inappropriate secretion ov antidiuretic hormone
Multiple transfusions or exchange transfusions with citrated blood

Bartter's syndrome

4.4.2 Hypomagnesemia due to reduced dietary intake

n. Reduced oral intake

iasannanlliddszuunisrauaunisduuazgedn Mg™ Nanysaividew TALH 184ls
v o o 2+ ° v ' B a ' o 2+
patiunnadu Mg®” neanl&avasatpaannatuiniizlnaanas wudiszau Mg® Tunanann

< A & 1 nﬂl 2+ 0 o & o
wazillnpanuasazanadfisiaila Mg luatmsgnandaiiunaiuiu 7 54 ainisaes

. e A a 2+ = o

hypomagnesemiaazisngasnadaauiasenieinisn Mg wiluoa 42
wiinn3aninlsann Mg” luanunsar ldguussusiianansavinliifia hypomagnesemia l&un
, ; JRpy 24 A £ vy
sngeglunnsifiesnis Mg” Wisauliunniag pregnancy

. Protein calorie malnutrition

o

nin1nzn1se Mg® fanfaeianelaamsaanudnnisdu Mg® Tutlaanzazanasd
annatirad Mg® 1iluay H3xAu Mg® T red blood cell anas fdadnnalnnnsifin
hypomagnesemia \iAAMNNIIAAAITBINITAUUAZNNIARATN Mg™ N 19811

4.4.3 Hypomagnesemia with net loss of total body magnesium

. Gastrointestinal losses lawn

1) Steatorrhea, Malabsorption 152 Diarrhea
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AMNEAUNATE9 jejunum 438 ileum  (BuaainanANAnUnAnnaluaes anl&dn
yisannaINns e e AuILNA) e luanneifisnmnsivaresremaat iy (T34
diarrhea) azannsnadn Mg anammany Mg” lugaanszluaniag diarrhea 160 70
un./ma (60 mEg/amn9)

WU  hypomagnesemia lAdeele steatorrhea %I\‘iﬁmmn nontropical sprue, short-
bowel syndrome, malabsorption A1n inflammation ye9p1isan lEviTaannay pancreatic
insufficiency N19zhypomagnesemia élumalabsorption syndromeLﬂuNM’mmimN RSN
Mg”" fiu intestinal soap %ﬂﬁm@’mmalabsorptionmm fat Qﬂ')ﬂﬁ%ﬂﬂ’mﬁﬁm bowel resection

o’ ¥

d‘ A em a . v o ~ I
WaFnuANEan aziigiifin19n19iia hypomagnesemia MidsFasas 50 nalutlusn giloe
nflszau Mg™ Tunfnuilladnisazndunngadniiniaudanisli Mg”™ nanaeniaen
2) Primary hypomagnesemia
[ a a [ d‘d e c: 7 [ . = 44' o o A
dupanuialnaniaiugnssnnigimnisanngeeilu infant Aa1n1suansndnsnyae
convulsion Uaz tetany nalnnisiialsana AuRaLNG Y carrier-mediated Mg” transport
@7 non carrier-mediated I\/Ig2+ transport aztnAgnunsauflaning hypomagnesemia
Tne Mg®™ salts N
3) ldiopatic hypercalciuria and nephrolithiasis
#nagadn Mg” Tun1azlianas (fAan carriermediated transport @erlil) wazvinlii
annptiras Mg® 1luay
4) Biliary fistula Wag Prolonged nasogastric suction N1azisgasiansaniLnIslH
PRIy~ 2+ = I ) P v , o
ansazanen il Mg® nenassdanluamnaes hypomagnesemia  iwulfiaiduii
5) Low protein diet
n3aaTa Mg” azanaslunsiinlfasnd protein A1 & carbohydrate g9 uawd fat 49
Aty aunsnuiilanaaes carbohydrate slan1saadn Mg” Taanislif 2,4-dinitrophenol
2. Renal losses "
Renal Mg’ wasting Asgnzilniinnsdueanludadanazuinndn 1 mEg/du (12 un/d)
ey hypomagnesemia
1) Diuretics
Ly ol vo ) , = .
WLINTREAE33 m@qg‘ﬂvl,mu loop diuretics AZH severe hypomagnesemia
waztlinne K lundnuiiieanas n1elii thiazide uawnuwinliiia hypomagnesemia

IR nsAnewudliald K uaz Mg”" sparing diuretics 114 amiloride 138
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triameterene $aufLNTs1H  loop diuretics ¥3a thiazide w&aazfiun1niia hypomagnesemia
15

2) Cisplatinum

MAAA hypermagnesuria Tnenalnfislaimaudniay wianainanualagnsng
cisplatinum @ renal absorption 284 I\/Ig2+ 1138 cisplatinum M Aa interstitial nephritis

F9aznnanel loop of Henle WaaM renal absorption 284 Mg® ANNHN

A1979 4 AvRaaINTgrude magnesium wadla®

Primary renal magnesium wasting

Loop diuretic administration

Diabetic ketoacidosis (osmotic diuresis)
Bartter’s syndrome

Hyperaldosteronism

Alcoholism

Hypercalciuria of salt wasting states
Amphotericin toxicity

Aminoglycoside (gentamicin) administration

3) Aminoglycoside

Analnnisgadn Mg® 71 proximal tubule (Pl 5u009 Mg”" fiunda TALH 290
AundnAraannTnzes TALH lunisgeds) sifeenadinalpeasslunisdudansgeda Mg™
‘171' TALH aminoglycoside ﬁﬁﬂﬁlﬁm renal Mg2+ wasting IAun gentamicin , tobramycin Uag
amikacin (W‘i_lfi’fi‘ﬂﬂ@z 5 mﬂﬂﬁ‘ﬁﬁﬂ’mz hypomagnesemia fﬂEi’N::uLLNLﬁM’m
aminoglycoside dndnny secondary hypocalcemia LA hypokalemia équﬁ’m)mﬁluﬁm@ﬁﬁ
im hypomagnesemia Tnadnun1e renal Mg®™ wasting lunansnundnilsn
(viomycin,capreomycin), amphotericin B, pentamidine, foscarnet, Laz cyclosporin

4) Inborn defects in tubular magnesium reabsorption

wuldtes wieandly 2 4in Ae

1. HpouiaLnAreIn9geTn Mg™ uaz K HAnwed1Aty Aa hypokalemia,

hypomagnesemia, metabolic alkalosis {n19du Mg®" uay K natlagnavgandnlng nns
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AATN Na' uazn19du amino acid uaz P agluinousing n1svin renal biopsy Wuaninf
reninangiotensin-aldosterone axis 1n# L%'a”hﬂzia\fl:iﬂﬁbm@ﬁmidwwamLﬂuLL‘LI‘LI autosomal
recessive

2. dpnudnlnRaenIgetn Mg® atnabng (isolated renal Mg wasting) Wi
fiow enaiflwanzuenieduinseunis frlaadnuimfaeeIns hypocalcemia
Turnuzitlugin TuéﬂqmﬁLﬂuVi‘im@m%%ﬁqﬁ]mimﬂﬁm hypercalciuria Ay
nephrocalcinosis AN TATasen9E T lnL ATy magnesiuria 111N91 1.5 mEg/i1
élu“nmz‘ﬁlfl hypomagnesemia Tmﬂﬁjﬂfmﬁ@\ﬂﬂﬁ magnesuric drugs

5) Disorders of calcium, phosphorus, PTH ag vitamin D

v
o Y

Hypercalcemia azeiufian1sgada Mg #iladau PTH Auanssiudinn sl

primary hyperparathyroidism aw@1ailszsiu P, geund sisennfils niandanisin

. a . &gj 2+ 4' d' 2 & v
parathyroidectomy AZH hypomagnesemia NINUWNTIE Mg~ LANBUNLINLEAR LINNTZAN
(Hludaumiiaans “hungry bones” syndrome) nelanaaaanann hypoparathyroidism (1Ll
dawlunjaesfiiaesinazdl P, Unf)

Tunag hyperthyroidism 801192 magnesiuria usin19gats Mg” Nanl&uadndson
X hypomagnesemia \@niiey

=~ . = o 2+ A o o+

9189TUNTIT hypomagnesemia  LATENI9ANIAd Mg~ WanINmaaasing Mg
retention test 1uE{tlagl hypoparathyroidism atinslsfinuftadaulung)iniszau Py, Und
Vitamin D intoxication N3 hypomagnesemia i

6) Alcoholism

WU hypomagnesemia Uagluiy acute uaz chronic alcoholism Iagvialuéinglog
" a oy % 1= 2+ - = o
AN1ENINNNLNTUINNT (nutritional status) Auaninaz i Mg~ deficiency H9LANTTNT
i hypomagnesemia 319588182 30 1 alcoholism Ww31 alcohol Nnagiugainamsasianng
= 24 A P o A a , a ) "
AATN Mg e wenannideliladeauddn |1 N13NURNUTARAY, diarrhea, pancreatitis,
chronic liver disease, alcoholic ketoacidosis AL phosphate depletion
WanNaNTETINL hypomagnesemia Aa1n renal l\/lg2+ wasting Tunnaz SIADH azm3aa
WL  hypomagnesemia AMNNNTANTULE magnesuria FaiAaInNnI9H  volume expansuria
u SIADH
Hypokalemia Wag porassium depletion anann l9ine hypomagnesemia Tmﬂma‘@m

Y I\/Ig2+ Nlranag dqu hypomagnesemiaslu primary hyperaldosternism L[ARa1N ﬂ’]’i’ggﬂ;lﬁﬂ
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Mg”" nnaurine Tnanalnann volume expansion unndnualaensaaes aldosterone FaN1IAA
Tn189 Mg™

ftlog Bartter's syndrome 4138 Gitelman's syndrome a1adlAnnuialnfAaas Mg®'
transport 747U solute transport Fawise Welt's syndrome (isolated defect lu Mg
transport ) aziinnagoyide Mg” natlaanazinliiiiia hypomagnesemia 16

4.4 mmsﬁ'uj

a1any Mg” deficiency lun1azdiabetic ketoacidosis Aauliin1sinuiaenalnina
ann3goyide Mg netlaannzuazil tissue catabolism NNEMAINIFNHIBIALTA
hypomagnesemia Lﬁuﬁyu’ﬂl’]ﬂl\/lg% ngrraaawilunaainniglii insulin A7 ldisnaite s
acidosis vi7alf phosphate

A1ANLANNE hypomagnesemia ‘lut’gﬁfmvlmmfﬁ?@%@ﬁ@d’]ﬁﬂ@iﬂmn renal Mg~
wasting ‘luﬂ?mmﬁmnndﬂmiqm%u Mg” 2898114 EifhulnAlunnglanedesasinenn
N3gatn Ca® eariiAnanas) A1 fractional urinary Mg® excretion sinazilAngeiuluniosla
MtEefauAndn1ng hypermagnesemia LiinaLw

ANRNWLNIIE hypomagnesemia 21N renal l\/lg2+ wasting 1 diuretic phase 184 acute
renal failure, post obstructive diuretic WaznN1UWAY renal transplantation

Lactation uaz sweating MiFunausnnazin Mg® depletion 14

31897019 renal I\/Ig2+wasting AT hypomagnesemia Tunnay hyperthyroidism
Aazpancreatitis N Mg” i ltinnzindiiiaifiefimaudannliifia hypomagnesemia 1

N9ENAAfiANANA hypomagnesemia ntieeliFsenaiaannnnsannisiussyniy
Mg” uaznegeyide Mg” n19le n19einsin cardio-pulmonary bypass 1fin hypomagnesemia
a N hemodilution Guflunaannsliansazaneilaisl Mg® Wiuduauanniinisedn Mg®
Tnel bypass pumpuasiinisiedeufives Mg> mﬂLﬁfamL%@:Lsn@ﬁﬁm@’mﬁmw&
Catecholamine)

A1979 5 810117 81N1TUAAIT89A19E Mg™ depletion””

Neuromuscular
Positive Chovstek’s and Trousseau’s sign
Spontaneous carpopedal spasm

Seizures
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M1919 5 ( B1a )

Vertigo, ataxia, nystagmus, athetoid, and choreiform movements
Muscular weakness, tremor, fasciculation, and wasting
Psychiatric : depression, psychosis
Cardiovascular
Cardiac arrhythmia
EKG: prolonged PR interval and QT interval, U wave
Atrial techycardia, premature contraction and fibrillation
Junctional arrhythmias
Ventricular premature contractions, tachycardia,
fibrillation
Sensitivity to digitalis intoxication
Torsades de pointes
Myocardial ischemia/infarction
Hypertension
Atherosclerotic vascular disease
Potassium Homeostasis
Hypokalemia
Renal potassium wasting
Decreased intracellular potassium
Bone and Mineral Metabolism
Hypocalcemia
Impaired parathyroid hormone secretion
Renal and skeletal resistance to parathyroid hormone

Resistance to vitamin D

45 @IN15, BINNSWAAY AR hypomagnesemia'

4.5.1 szuutlszamndnuiile
Neuromuscular hyperexcitability mmﬂumm?ﬁwmﬁﬁwﬁmm l\/lg2+ L Latent

tetany (999U Chvostek’s WAz Trousseau’s sign), spontaneous carpopedel spasm ]
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AUNTZIe generalized seizure Wi hypocalcemia a1afdqusanlu neuromuscular
hyperexcitability 16 uaa unsanulily hypomagnesemia 7N hypocalcemia 1w
UANANHBIANL vertigo, ataxia, nystagmus athetoid/choreiform movement, muscular
a . . v o o 1% 2+
weakness a1aN@u W respiratory failure luQﬂQﬂuuﬂﬂﬁiiﬂHﬁmQﬂ parenteral Mg
A13N30LN muscle power Tuftlagl hypomagnesemia uaz@unsoufila  psychiatric
aberration 1§ anmamsszuulszamsinlddaaudiaziiluain hypomagnesemia (iiasann
a1113085008 lHanN underlying metabolic causes %w] IRfae nsAN® neurological
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sign slugﬂ'm hypomagnesemia 20 98l tetany 4198 trousseau’s sign WLWEN 3
518l { muscle twitching GREY hypocalcemia FHAYE
a a4 v e P 2+ °o g = o = |
ﬂ@iﬂﬂﬂ‘j‘LﬂmLﬂﬂQﬁl’ﬂ\iﬂUﬂ’lﬁ‘V} Mg RN nerve axon NANASAILAZHNNAGD
neurotransmitter 14 neuromuscular junction Eﬁﬂmm Mg%%ﬁ threshold ﬁiﬂﬂ’]iﬂizﬁju axon
A", nerve conduction velocity FAAULATURA neurotransmitter NNT1 Mg2+ Nendeariu
ca” lu muscle &1 intracellular Mg2+[§1°’1 ca” wgé@uﬁ%qﬂuﬁwm sarcoplasmic reticulum
Y @ U o S A ! o v % dsj 2 dl o 1 o % 1
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4.5.292UUV lAaUNDALADA
n. Cardiac arrhythmia
. o v a ai . al 1 .
Hypomagnesemia M lRnndasullag EKG, arrhythemia, WnAnlare cardiac
glycosides f1m Mg2+ IUALIUNANN @AWY flattening 2849 T wave, shortening 189 ST
segment uazanall prolonged PR lLaz QRS interval 11 EKG finane Mgz+ @Ei’]\‘ﬁ;ul,l,ﬂu’ﬂﬂ@’m
EKG aziddsundasiwnaaiuinananiuda daanand inverted Twave  enansiiunaiunu
fimnany U wave aneruzng EKG uaneaieimuliluniazans Ko daily secondary ann
hypokalemia a@asinwusaniunNNzena Mg’
ANTONWL frequent atrial/ventricular premature complex, sustain atrial fibrillation,

. . b% v . dl % . . . 4J o/ 4
ventricular tachycardia VL@I‘HE;IJ‘U’JEI hypomagnesemia s digitalis Teau30ine g
15 laeld parenteral l\/Ig2+ ANNIDNWL paroxysmal ventricular fibrillation WATARABNITTNE
aufaeliinnsFnAae traditional antiarrhythmic therapy Wae cardioversion Thdesuazuila
16&a8 intravenous l\/lg2+ WU ventricular arrhythmia %84 myocardial infarction Uaeauly

v . PN s A o o ¥ 2+
ftlog hypomagnesemia giifinisanaanaslfilaninisinmdiae Mg
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Experimental  depletion Twuy M1l3ifAa cardiac calcification Wwag necrosis faaz
Bm  cardiac conduction system %x‘immﬂumr}mm arrhythmia Wi arrhythmia RS
digoxin toxicity ﬁ@ﬁ”ulwi’gﬂqa hypomagnesemia Ua¥AARTSN digoxin Angn aflun
aInNN13110 Mg®’ v ldiEnnseLannineaes Na' / H' ATPase pump A
hypokalemia Way intracellular potassium loss finugaudag anaLfugmnuanaed
arrhythmia ot

Arthythmia effect 2890152110 Mg’ analAEnTaiuNTAEAY intraceliular K.
WU MgE TR g min Na'/H™ ATPase @winutinii K active transport aneli
\IARIZUING phase 4 U84 active potential. Mg’ RendiasfunnsUsu K influx s K channel
fleanli K thudmaduinndieananisad Mg® azlfuli K eenannitad b
myocardial cell {1 Mg®" uéa K™ azeudinlfimindunisiauasn silugnisanasaes
intracellular K' uazanilsz@nsniwaas Na /H™ ATPase pump Mﬁqm resting membrane
potential {u‘ﬂgl:ﬁ"i_l intracellular K™ concentration, N1sanasues intracellular K™ 9114
resting membrane potential Hluavilaaas unaliine prolonged QT interval LL@tLgﬂdﬁi@
n13LAA ventricular arrhythmia  wiin1s5neAae Mg® azdnen arrhythmia wanTlEna sl
wddnazifluain Mg repletion visaifluann pharmacologic effect N3l Mg luaudlng
fanuns0asiinli PR interval uaz atrioventricular conduction time #naausuilundnnis
W”ugﬁuslumﬁm:m atrial WA junction arrhythmia  &98 Mg

. Myocardial ischemia or infarction

nstsziliu total body Mg status lugjtlagi ischemic heart disease wWuINH Mg™
retention test anndnaulnAatnldedAty  udazlilingaidiinisna Mg® flunaln
fiuguaes cardiac ischemia wsifiEivananalniinizma Mg® dinluidawusnu Isolated
coronary artery AnthazimIasanwiededly media 1El Mg® Anaq lumud
Sutlszmuamnailas Mg” 394 wudszeu Mg® TuifinAenuAANag LAy platelet
reactivity #l@ thromboxane A, analogue mrﬁ”u Ejﬁqmmmﬁu‘ﬁl‘mm l\/lg2+ 'l Mg2+
NAuNUazan Platelet reactivity Mg™ fudansdunnsiuazilanlgas proaggregatory
substance ann platelet vespulunaaanaaes Tnedueriuliunmaes Mg® niedn
vasospasm Wag platelet reactivity ﬁ@jﬁm %ﬂﬁ@iﬁLﬁmﬂﬁiﬂmﬁu coronary arteries HdauiaN

Tunalnnsifin myocardial infarction (MI)
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984 infarction @MLlszanniann serial creatine kinaseanaslui{tlelFunisinmwndiae

o

parenteral I\/Ig2+ NURUANITUBN ventricular arrhythmia sluﬁ’jﬂﬂ’m acute Ml @;ﬂuﬁﬁﬁ
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nsAnEnnIFnEnden Mg® i acute MI feugnsumumaes Mg luszer post MI
Wu9 intravenous Mg® @181308Ag1LIAN19989N19LRA arrhythmia fanfufiesinEnaaman
ﬂ?zmmﬁéwﬁq Tmﬂ@ﬁ]mﬁ”\i supra-ventricular WA ventricular arrhythmia m';“ﬁm:r’]ﬁ’gﬂ'm
acute Ml 2,316 318l WU ﬁm’m’mmmiumjuﬁ% MgSO,anadsaeas 24 lu 4 dUavilen
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Weury thrombolytic therapy
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ana T9iinlilg  cell death. Mg™™ learii myocardial cell anNMsLANaeY intracellular Ca
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LAZN9aRAaY ATP nnsdnenfilidselemiann Mg™ Pénsdariendl Wunnsdnendiliinng
Snwndon Mg® ieunnslif thrombolytic agent Tuaniziannisinuni lainutlseTamiann
Mg® wudmsAnEndananalily wenenuiasiinisinsndas Mg® nauntsldi thrombolytic
agent yanand fsan Mg sLuB’gﬂqaﬁﬁmmﬁmﬁﬂ@ AeuRnnssnn acute M #ae Mg
azifiulazlemlaginadniaunnsfiazlfinnssnendae Mg”* Iwijﬂwﬁﬁ hypomagnesemia 38
Aeasienisann Mg” it

A. Hypertension

Mg®" T8nanama vascular tone %aﬁmmﬁﬁﬁmhma‘ﬁummﬁu‘lﬁaﬁm Uszannsd

= e o

nuMg” e mq‘ummmmm’mmui@ﬁm@q@lﬁa filaapanudulalingsind P, uaz free
Mg® TusiniAenundsin 32fl Mg asunifufy systolic Wae diastolic blood pressure
ANANAUSTI8Y Mg” ﬁummo‘fui@ﬁm@qfuﬁmmﬁﬁﬁmL‘ﬂm@mLﬂumf;zﬁwﬂmuéﬁw
WML WAz alcoholism LaNMgAnEuuzindInsiighefu Mg® enalidsz@naninly
nsanANAUlan lWgUae A uAulaling

felansunalnfuidn?l Mg® finasenusilainnnssnundag Mg” aziiix

vasodilator prostaglandin Aa prostacyclin (PGl ,) uanaInunsIa Mg” azLiva
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. . . . . . o o QI [ 2+
vasoconstrictive effect 184 angiotensin I, nor-epinephrine Tunenaun n1giingzAu Mg
Aaznliinaaag Angiotensin Il, nor-epinephrine aARY N17UA M92+ a1 platelet
aggregation 1MnTu uazilantaes potent vasoconstrictor, thromboxane A, 4NaU T4

v % v 2+ nﬂl 1 | all 2+ ] .
Zﬁ’m’]immvlﬂlvlﬁm’mﬂ’]ﬂﬂ Mg~ neaunu wad1afaunaaInNn Mg~ Nam®a calcium
channel activity NN9LANDRY intracellular WAL intrplatelet ca” Milunaann angiotension I
ﬁmwzﬁﬁﬁmﬁi@ smooth muscle contraction uae platelet aggregation I\/Ig2+ an
intracellular Ca”* 114 smooth muscle wazlu platelet AY1IU hypomagnesemia ez
intracellular Ca*” WALt~ smooth muscle contraction Waz platelet aggregation

4. Atherosclerotic Vascular disease

A = =1 1% 2+ A a .

Aazunsndeaunenadluléluniazns Mg~ AaNITINA atheromatous disease N7
4 1% A 2+ = 2+ o o o o .
ANUINIZANNY Ca” 178 Mg~ ANNUDNUNITAA cardiovascular death rate N1711A
l\/Ig2+ ludndnn1d% arterial wall & degeneration WAaZ calcification sl l\/Ig2+ Tunng
NAABINT LN hypertriglyceridemia LLaZ hypercholesterolemia \iuAzaiy atheroslerosis
SeAUTESN VLDL way LDLAzinNTL d9uHDLAZAAATNe1a i ATUANNNTAARITBY lipoprotein
lipase WAL lecithin-cholesterol acyltransferase activity an|3

A

nedn platelet hyperactivity utfadend@ealunsiialsaszuudlavaandan  wua

A ]

Mg®" fiuels platelet aggregation AMNAALNAAINA1IazNALARGaN19zUnANalfin1sFnE

a
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fnel Mg® nalnnisiiie antiplatelet effect @1atinainnisgusanisdamszyi  thromboxane
A, uaz 12-HETE wenanii Mg® dedfude Ca™ influxfliinann thrombin waznsziunisaing
PGI,

4.5.3 Potassium Homeostasis

WU hypokalemia Mitastlszanafesas 40-60 989 hypomagnesemia @1116]
@'fguuﬁuﬂumnimﬁLﬂumm&lﬁagm FnliTinnsqeudeia Mo® uaz K i nasliieandu
TJagqzuaznioziiesdy nuiindngrudnawniaainnisgade K Tnedl K secretion
TAL 294 loop of henle tay CCT H1uUne ATP-inhibitable lumen K" channel
hypomagnesemia MWz intracellular I\/Ig2+ [NPAILLATAA activity U89 ATP danaliin
naidla K’ channel anniu annsiszsls intracellular K'8Aonganan il K Sreanan
iadiding tubular lumen LL@:@lq,lLaaﬂ@ﬂmmqﬂ@mqﬂuﬁqm

wananidadadn hypomagnesemia @@ﬂqm%ﬂs:ﬁumwm renin N9 aldosterone
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PANNNTU bATHNTIU K ‘Vn\‘lvl,ﬁmﬁﬂ?m
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PAIQINNLIY 119278 Mg® Mie neuromuscular hyperexcitability — launui
| L % 21 o = o
WUIMH  hypocalcemia $axfnalunisann Mg” figuusailiunanadennn lunisinm
hypocalcemia #aefnEnianiy Mg® frpasazdena avlfnainiemuduiusues Mg
1 mineral homeostasis lunnazinfuazinlnfseld

n. Parathyroid hormone
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ca” lusaaruanuanlun1ands PTH Mg” aunsndfuniauds PTH Tudnsouy

wiNauiunaiNgzay Mg® Ingdunauasdudanisvas PTH Tuaaieinisanssay Mg”
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Tmﬁuwﬁum:ﬁumiw’fa S Mg~ Aafli physiologic regulation &1%5UN1314A
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i Ca” Aanaeinlif I\/Ig%fﬂ/‘]_lszﬂﬂﬂﬁ‘ﬁﬁl/\i PTH itinene Tuaniefinnsilasuutasszsy
Mg” lifnasanisdudaniauds PTH 189 Ca® uanannii Ca” aansnilasuudasnisa’ng
PTH wil Mg® laiflun dafu Ca® uar Mg snasiluasanimmda PTH tnenalniiiludas:
FANULANINIUTINY

Wi hypocalcemia l&taslun1nzana Mg Insgnunsafaiuliudiaglianmnaiia
Ca’ Unf lunymdnismn Mg fiesiimnuguussssaulunaneianinasaziio
hypocalcemia Msinmndng Mg® Weaeiaiansnunsnsnmnlfsssu ca®  finfludnils
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melunandiudiu Tnefl Ca” uaz vitamin D ld@nansaainmnly wilunnsane Mg” 7
suusatiasfignisonnlit P, anasetnelitdnAnyudo

dasavaniinnli P., Arae Aensiuiiiizes parathyroid gland SAanaunnses
frlondaulunjasidin PTH Unfvdesn wisuPTHRssiuunAfifluszsufishethalaimunze
Tunn9z hypocalcemia ﬁqfumﬂfh \NANNIL hypoparathyroidism Iuﬁ’gﬂwﬁﬁmimm Mg”'
f1An hypocalcemia NsinENEaY Mg aziinlfisyfl PTH fisawiudl s2U PTH azanas
Tunasenn WenfusyAu Ca” finawniiflelsunnssnensefiesfiunamanadu
PTH secretion HARINLNNIAIUMATLILELLINTDIANIT0 Mg® TuaulnaRliAneme Mg>
Pl 3 dilandd wudnEnnnlasunlasesssdy PTH usildisuda adunasedu PTH 7
LLmnrﬁmﬁuvlﬁ@'mmm@umwmmam’]mI\/Ig”‘lmm:ﬁ'Lﬁmhypomagnesemia a¥lPTH secretion
AdumanAaunssiasiefinisnnaues intracellular Mg® uwia  parathyroid gland A4f]

ANNLNWIBSIUNIIMAY  PTH udailualiitin hypocalcemia Aasunafgnatuayulaanis
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naaedlunystann Mg~ Fafuunsaaduiusiu  intracellular free Mg®™ Tuainueh
Wndenuasd Mg® anauianiieaazilszau PTH geiuvinilaidesuasdl PTH sadlilan
AzANWUSIUTZAL PTH Nanad
9. End organ resistance
palfinanquandn hypocalcemia  lunmazanm Mg finanRAMNLNNGR9a8d PTH
\Hundn wiaenglsfinnn wudndalszdu  egluszaulnfvidegelitauandienadl “end organ
resistance” A PTH Aatiuli pseudohypoparathyroidism. 1i8 hypocalcemia Tugilaed
110 Mg® li5unsinmdon Mg™  wdas wudn szavaes Ca’ ldldgedwiunanalu
24 dqlae Asduijilae hypoparathyroidism. s@3na1aifin PTH resistance 618 skeletal
N a o | o 2+ al \ %
system N13¥ PTH Anafiassiaszdl Ca”  uaznudlAinunnsesaes PTH lunnansesiu
ANTANTULRY  venous camp RIUTLNINK skeletal PTH resistance
= \ | . o R . ,
119nN9AnE Jlwudnl  skeletal PTH resistance Qﬂﬂw‘wu calcemic response £
PTH dhulnd sinilugileeddielfzunisinmndion Mg annimmaaesumy rat wudin
o o 24 | o s o a a 4' o o
seAUTTN Mg™ Wil 0.95 un/dad feaziinnImavauesdnife PTH Tuanienszaudsy
Mg® ansnatmde 0.46 un/uad ndvlineuauessie PTH nisAnwluayanwudn nis
pauAuassia PTH anasateseiies Tuaneiinignn Mg® JuusaumINanAL
aunrnsziiunisneuauesaasinsa Mg 16a1n urinary excretion 189 cAMP visa
phosphate 1Hal#3y PTH wullaanuunwsasaasnisnavanedsia PTH lulnaasgiaaain
2+ dl 1 Vv o [% % 2+ = QI dy
Mg” NAaudinaguuse neudanisinudiog Mg® axil naiinauaes phosphate lutlaany
uaz cAMP nauLiluing
A. Vitamin D metabolism and action
Mg” ilandnAtysammuedduuazgmsaes vitaminDlutlag hypoparathyroidism,
malabsorption syndrome La ricket wudnlipaLaUeIFAaN13TNHALE vitamin D Aundnaz
1FFunsinunding Mg® sanlilfiaeinay hypocalcemia lugilosiana Mg® Aliinauauassia
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192 calcium malabsorption  WUANRANNANNUSIUTZALYRS 25-hydroxy vitamin D NRANA
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intestinal calcium absorptiontdg/ llFaeinalnunnnanuilalsznng
felidanunaniudneuzassmsilasuulaseuunuefduuazgsees vikamin D

fileana Mg” MF hypocalcemia axilszAu 25 hydroxyvitamin D AN"95N©4A
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vitamin D 13 25- hydroxyvitamin D zgﬁ”uiﬁ wilddlEufle hypocalcemia wamadn
vitamin D ldl4iadauan wenannilgemudnniswaen vitamin D 1y 25-hydroxyvitamin D
depstinilufiihefiann Mg
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819 lafinuszAL 1,25-dihydroxyvitamin D Tugilaadoulnnglailfigeatinaiisiaddynielu 1

P2 ' 1
6 o =

AU iiaNeseALETN PTH WNTIBLAY  uaz@in calcium Aaglussduingalfiviud, Mg™
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n1927a Mg”™ Aniusiummueddungniaes vitamin D lHanuaneiade gy
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fdlinsunalnidnianaespanuunndasiuniamdsuazgrs PTH Tunie Mg™
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NANIY cCAMP uaz@angnaHIune intermediaryaction 184 cAMP Adenyl cyclase HA9H
aflufiadld Mg® Tunnsa519 cAMP  siaudAluanssdiafin (Mg-ATP) uaziili enzyme

activator. Adenyl cyclase HNAUMNAMILAUAY Mg® 2 Auniia ag#l catalytic subunit waz
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guanine nucleotide regulatory protein FaviurlaseminlimadlailEung Mg®" aziitame
cyclic nucleotide metabolism @8nawN udtazdINaTaNst a0 Taslagmm  (luf
F1audn Mg® deficiency #1181 urinary excretion 184 cAMP anadluaneiilésy PTH
PTH 1fiuszit cAMP Tifleslugiiafiann Mg™ Svanansneduneniaiifl calcemic uaz
phosphaturic effect geyidelil
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qv@f UL enzyme activity 5xAU Mg® aviinansenusadududineavinligndudsain ca™
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ﬂizm@‘fmmm@%mﬂmmmwéﬂwm PTH secretion '} Mg2+deficiency i
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dependent protein kinase @71 diacylglycerol %Mm:ﬁu protein kinase C. N3 l\/lg2+
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Fhfidpiauudndn naze Mg”" depletion ABNTNNIULBAUTARENWUNIE secondary
messenger system ﬂyﬁm’m’ﬁu%ﬂu Lﬁlmgﬂmﬁ"]_l substrate availability, G-proteinactivity
release WAY sensitivity fia intracellular ca’ uay phospholipid metabolism
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Analysis of blood, urine and feces

Serum (total, ionized and ultrafilterable)
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M99 6 ( BIa )

Red blood cells
Mononuclear cells
Urinary excretion
Retention following IV administration
Metabolic balance studies
Analysis of other tissue
Muscle biopsy
NMR spectroscopy
Bone biopsy

Magnesium isotopes
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luﬁﬂqaﬁﬁﬂﬂimqm Mg® Taidnaz hypomagnesemia siaelaifinny Wieldsu Mg® il
snananda azfiu Mg” Tussniaunnndtaulng

uann1s  luaulnAnudnfesar 75-80 1091fsuniaes Mg load azgnduesan

Tuagnazly 24 49Tus lunmaz Mg® depletion AliilAiARaNN1sgeudes Mg™ nnale



52

wudntlesndsesas 75 199 I\/Ig”@zgﬂﬁm@ﬂhﬂmmqwnmuﬁdﬁﬂﬁi?ﬁmﬂmﬂﬁ 30 mmol
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pmEareamsli Mg® mavaenidensiiudedfylunismagey Mg® retention test
31T urinary excretion 184 Mg”' azuilsiumnsyiuaes P, Mg” retention test Haist
dselemTluntstlssduwlunsdl Mg depletion fifaaNnA12 renal Mg wasting

Tuszezsiaaniinigld Mg retention test Taelld Mg” TunaRias Ae 0.1 mmol/
nn.smindaneaendendiunauiundy 4 92l wudaudnAtiiun Mg® ﬁ%wq@g’
Tusramelugaanan 24 daluandammeseudszanafesas 15 eeBunndililuns
NARDL

nsnmgaulae Mg retention test daglun1sinadeniaz Mg depletion i
é’;ﬁqmﬁ'lﬂu alcoholics Taamudnifzunnuans Mg® retention  HAntlszanngasas 50 (Iag
a1am3alnl hypomagnesemia ) %aiﬁ?"uéﬁ@Hmmmiﬁﬂmlumﬂumquﬁmqu 23 98
i l\/lg2+ retention 14 +4 % el,umm:‘ﬁ Eﬁuﬂw hypomagnesemia U 15 978 N l\/lg2+
retention 85+3 % @awftlag chronic alcoholism Fudessanisun Mg® udisziuaesds
Mg azetiluszauind usl Mg” retention fiazannndning fﬂguiﬁ 51+ 5% UAASMALHIWGT
magnesium retention test {ThiAdlandnnedmdsy Mg~ daafimued magnesium retention

test An ldngaalAanizluiihaniniginaueeddalnd A4 unsdingilaed renal

Mg’ wasting

A1519 7 Fauuziinlunimeges Magnesium tolerance test '

Collect baseline 24-hr urine sample for magnesium-to-creatinine ratio’

Infuse 0.2 mEqg (2.4 mg) elemental magnesium per kg lean body weight in 50 m 5 %
dextrose over 4 hr

Collect urine (starting with infusion) for magnesium and creatinine for 24 hr

Percentage magnesium retained is calculated by the following formula:

[ (postinfusion 24 hr urine Mg—(Preinfsion urine Mg/creatinine x ostinfusion urinecreatinine)]

% Mg retained =
Total elemental Mg infused x 100
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M1919 7 ( B1a )

Criteria of Mg deficiency
>50 % retention at 24 hr = definite deficiency

>25 % retention at 24 hr = probable deficiency

* A fasting 2-hr spot or shorter timed urine may be used.

47  n19IUARe

UsgiRnnsfiuanins meduidn aniianaiilidldidngedn Mg * anas nslisy
loop diuretics, cisplatin, aminoglycosides ag cyclosporine 1110 Mg 4 urine azdng
luﬂWiLLﬂﬂdﬁmﬁmmfw,ﬂm’mmmﬁmﬂﬂmumi@m%mmﬁﬂ% (urine Mg fiaandn 10
NN./3U 198 1 mEg/4W) vizaiinaInnegry@s Mg~ nnels ( urine Mg * 11nn9n 1 mEq /4)
3efUT89 Ca” uway K lumanannazin (1funaann hypomagnesemia) @& N13011AN FE

Mg(FraotionalExcretionofl\/lg2+)u’1°]i’3£|1umﬁLm’]zﬁLLﬂﬂmmmmmﬂ’m hypomagnesemia

Upg /0.7 PMg
FE Mg = x 100

Ucr/PCr

Py a2 Uy, = Annudinduzes Mg lunananuazlulaay auandy

P, uaz Uy, = Anudinduans creatinine Tunwananiuaz luilaaiae suansu

Aalae 0.7 aguii P, Hasanisinniaes Mg lu ultrafiltrate SAnszannbenas
70 wasfTuNt Mg FamsAlunaaan

wanan FE Mg wiassflfaiiansildlunnstssifivs urinary Mg > excretion

1HuanddsnisiiadamamsuazuwInIansinm Mg * depletion

ANNNTOUENANMELRY renal Mg *" wasting aanlfiiflungu 7 anlduanstlszlamives

Aatising - Al Tunstszidunisdy Mg * nnale

48  msinm™”
[Hasangdaulunjaes Mg = aglustaduas bone #n19¢ hypomagnesemia asanalalli
LAASINNT9ZNM3T1A Mg * 2e3deniefiudiaze wilunalJumvialdsydu P, dnduiugiu

B Mg” 1aesanauas i ursesdinga lunnsindulannsinen tnevialy
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hypomagnesemia azfnennsifiesnenieans Mg “" sennnd 12-24 wn./nn. Siuving (0.5
-1 mmol/nn. ﬁﬁuﬁﬂﬁq)

uaN199n®I  hypomagnesemia unaneduneude

4.8.1 Prevention of Mg z depletion in high rick groups AYTNATUN U Mg z °lum§u
gilaesing o Amalyl

1. Huesunnsinmnfag total parenteral nutrition

2. E’gﬁfm chronic diarrhea wazd intestinal Mg 2 wasting
3. E’gﬁ’mﬁﬁﬂ’l'): renal Mg 2 wasting (iamiluaniag primary 198 diuretic-induced)
4. Hwgannasliithusuazisninaaasoyiuin
% allald' 7N 1 dl = v 2+ A o = = ¥ Vv dl”
ﬂ’]i‘iﬂiﬂ’]%ﬂ%@ﬁiﬂﬁgﬂ']ﬂﬂ@ﬂﬂ 1 WAy 2 A% NNTIA Mg ™ NNNUAALRAAATUTARALUINAINLUE

1Buraures Mg lunnsmauniae 5-25 mmol /33 (120-600 Nn./414)
nssnunazaanfigalutiloengui 3 uaz 4 ANl Mg " nanisfutlszniu
4.8.2 Replenishment of extablished magnesium depletion
sl Mg madwaen Wugesaudulugiey hypomagnesemia Geilainisdn
= . . ¥ 1 2+ A +

neuromuscular symptoms #%?a cardiac arrhythmia uazAdTinaunImaunL Ca” vira K
Tunseins hypocalcemia 138 hypokalemia a1a i hypomagnesemia slugﬂ 10% , 25%
Wita 50% MgSO, solution MidantaaaLiuaIuIuNgT 10-15 i Waliild 100-200 un.
(8-16 mEq )183 elemental Mg 2

Tugilaenfanugniduiiaandn analiinsfnelaanislit Mgso , muduiaenlu
87137 12 1n./NN./AU (1 mEq /nn/Aw) visaaadinnduitaluawin 100 4n. (8 mEq ) 9N 3-6
G219 A29M9IA Reflex Lot \Hatiia hyporeflexia A2sugAN1s3NE AdsENAUNIs I TRENNg
o o a
fulsenuiun

A19%N135n1N hypomagnesemia Nluifannislélnelfianmsia Mg = uzunn
wnvisaldt Mg 2 fudszmnuludnmauzasainie sulfate, chloride, citrate, oxide Muunm 250-
500 3n. (20-40 mEq ) Tuay 4 A9 @1N13E19AENaINNsFUlsnwnae Mg > Ae @1ns
4 a 2 a dy 2 | A
NeununadnuAasiazanasduiuinas Mgo

wananiannsald Mg > {lu therapeutic agent Inglianfludiasilininy
hypomagnesemia 1aun preeclampsia, ischemic heart disease, cardiac arrhythmia,

urolithiasis, WAy bronchial asthma
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4.8.3 Potassium sparing diuretics Tugilae?il  inappropriate renal wasting N9l
. . . . , — = . = o o 2+
potassium sparing diuretics 141 amiloride 478 triamterene TI21UN90EIUEN Na ™ Channel
Tu distal tubule ®1aaANIgryiAe Mg = 18 Tnaannzfilaenli Mg * Futlsznuudalyl
s viseanasieliluauings duanaasinlitfileedfieudals amiloride asnsnan Mg ™
o a o o ) Aon a
clearance Tuuy Welun1axlng uazuaanislii furosemide Tnanalniealinguenaiiiaain
. 2+ Y o o 0 v a . . . .
N17aA  luminal Mg~ uptake waaeudeldlifine lumen negative transepithelial potential

difference  LaTHNNIAN passive transport 1 late distal tubule

5. Hypermagnesemia( %)

5.1 ANNSWUFIU

Hypermagnesemia L{un"9zAden P, 810091 2.7 1n./A]. (92.3 mEq /@n9)
5.2 QLBN1Tod

LA ;e P 9 o 'y R

hypermagnesemia Hg1RAn1sAnanunuazlszinm vesiiesail sasas 23 1aegilosly
intensive care unit, a8y 43 mmt’gﬁth renal unit, 5888 17 m@déﬂfm cardiothoracic
surgery, 088 8 mﬂﬂﬁﬂ'}ﬂ acutemyocardial infarction
5.3 WENBRGTINE

Iafimauanunsalunisdu Mg = TAEluiBuiamnn (@1ananngn 5,000 1n/3u) Aetiinig
a . = a Yo 2+ o < = a
AN hypermagnesemia asa1aiian1sii5u Mg ** Tudsunmunnlunandisanda viseiin

91N Glomerular filtration rate (GFR) aAa3NIN

1%
o

. = A
ANLRTBN hypermagnesemia HANLAS
1. Redistribution
ananulili acute acidosis, 11 pheochromocytoma (ldnsunalnidaian) , wazluy
N19EAN  catecholamine release
2. Magnesium load
Yo 2+ 1 o . = . =
ns Ry Mg~ "1 parenteral [ lunI95NEn preeclampsia #98 eclampsia 4178
AN1IT hypertensive emergencies 94 hyomagnesemia ARa TN Az i
hypermagnesemia @qazisesvananiudni nelu 8 $slue 87 GFR He1ind
o da & oyaa
hypermagnesemia Anndusinluiannng

daunsidlne Mg 2 Tuiunniunn Wy @asinaeid Mg Cendne (REseenu

ITAU P, 44UUNINNGY 8 mmol /AR3 15e 19 un/ma annslifendiand Mg **) viseenan
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A1519 8 1TN0e99 magnesium  Tamns afiasig

High Medium Medium
(> 504n) (20-50 W) (>20un)
Nuts (2 oz) Green vegetables Most vegetables
Peanuts Beet greens Fruits
Cashews Swiss chard Egg (1)
Spinach Bread ( 1 slice)
Meats (4 0z) Cereals (8 0z)

Chicken, turkey
Pork, bacon
Beef

Fish (4 0z)

Milk products
Milk products
Milk (8 0z)
Yogurt (8 0z)

Cheese (2 0z)

n9A UTBNTLATL urologic irrigation solutions Alandinin hypermagnesemia 1adlaannTuy

AUNY GFR 1A

3. Decreased GFR"

Lﬂum%wﬁwuﬁ@ﬂqmmm mild Y78 moderate hypermagnesemia lAuA N1sanasTes
GFR uaziffunnd filtration 294 Mg ? @apasaInnNag chronic parenchymal renal disease
(GFR #astiaandn 30 Na./47), N9z acute renal failure 11381192 hypovolemia
nswulasuuadees Mg ** metabolism 1 renal failure Usznaugnenisiasuulasly renal
handling of Mg, 7¥A1189 Mg > Tuiaen Lﬁmﬁl@ intestinal absorption meu@@ﬁﬁqéwmﬂ

289 Mg >’
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5.3.1 Renal handling of magnesium in renal failure

11 renal failure szaizgaving wudnlszanuaadluainzesiihaiinisdy Mg * faanns
anas dadnuildluaueecdihefiniedy Mg Unfvitedisdu (Inaiawnzly chronic
interstitial nephritis )

Fractional excretion 704 Mg > azifinawile 11 renal failure fusnnan Ineenizie
GFR fiaendn 10 ua./4n7 LLEiL‘ﬂmmﬂﬂ’Vaz Chronic renal failure  Ha11431 nephron AMNAY

BENNIN  NAANEIINAIHNNITY Mg Z nnetlaantzanas

5.3.2 Py, 44 renal failure
n) Acute renal failure
dnulunyaznwu hypermagnesemia Tutag oliguric phase waaziiAilu
normomagnesemia 1138 hypomagnesemia éntiae lugae  diuretic phase uasiANUNA
Tuta9 recovery phase

al) Chronic renal failure

o a

sviu P, AnHAUNALY renal failure F9ausn usazdiAngeiuludasgatinaadnglef
AANLENIUIRY  free Mg~ SndANUnAszAL P, quiuatnemada ffjleelizn Mg ? -
containing antacids 178 laxatives

dausziu P, luftlee hemodialysis wisfiumuszdu Mg dialysate  Lgutin
szp Mg® 1 dialysate #AN0.25 uaz 0.75 mmol /ams (0.6 LAz 1.8 NN/AA ANNATALI)
avilit P, HA10.75-1.1 mmol /ams (1.8-2.6 NN/AA) uay 1.25-2.25 mol /an3 (3.0-5.4
n/AA) ANNAAL

A) Post renal transplantation

§ilael renal transplantation AlFsUNNsF e Ean cyclosporin/ azathioprine/
prednisolone(CAP) YR ayclosporin/ prednisolone (AP) QrHILAL Mg y plasma,
erythrocyte WA platelet mndnluaulnd uaziien FE Mg a9n9luanting yananil
B Mg 2 luilaanqzlipudunusanduiuszaulu platelet

5.3.3 Tissue content of magnesium in renal failure
n) Red blood cells

Mg * Tudininenuasijilag  hemodialysis aziiA1gandnUnAuari A nduiusiuss Ay

Mg
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) Skin

Mg *" lutoniisresfitlog hemodialysis azutlsimniaunn Mg T dialsate

A) Muscle

= o 24 o P ) o v AN

geungiulEinm Mg * lundsiiedilag renal failure Winaluurinauiivisian
° ! < | =
AAY AN waTALNR

4) Bone

Mg ** Tunszgnéitlos renal failure szaizgafinadlAngeln

5.3.4 Intestinal absorption of magneseium in renal failure

fudinagadn Mg * lunnsdauaasanldanas usnasanaainsnsaain Mg = /114
feat lunneilng Ay filoe renal failure azfinnsgadn Mg ** neanldatinasaitiaaudis
NIIE hypermagnesemia
54 ’d']l,‘nﬁﬁu ] WBINTIE chronic mild hypermagnesemiam)

wuluniny Addison’s disease (1891 lARNAANNIARETN Mg * a1n volume
contraction) N19% hyperparathyroidism (PTH Lﬁs\l@lm%&l Mg 2 P1m) Wil Primary

hyperparathyroidism (PHP) dn#l r,. infvisesiisenaiiiunaainnisid Hypercalcemia s
Azfiuelan9ge@n Mg ©" N9z familial hypocalciuric hypercalcemia (FHH) luniaziiszau
P, AzuilsumNzAU P, AnmurANdNRUsInssinunuInL U1 PHP @890 thick
ascending lumb of Henle’s loop lainavaneIsianiIng hypercalcemia ?ﬁq@mﬂqw%ﬂmm?

= 24 v I oA v o oot Y o g o
AATN Mg Wim@’]uu’]ﬂ"l’iﬂi‘ﬂﬁqqﬁdLLﬁlﬂﬁl’]\'iL’i‘ﬂ\iWJWN@NWLLﬁuN'ﬂ‘HLLﬁlﬂﬂqQSV]Q@ﬂﬂuQ’]ﬂﬂu

Lithium " 18Am  hypermagnesemia & iwidaniy hypercalcemia laanalnials
nouuddn wudnlujilae essential hypertension {5zt p,  ARAIMUINAAUAUEAL
. L. ' @ 2 VY = i L. o | o

plasma rennin activity @maia‘ﬂmmmuaﬂqw plasma rennin activity ANLANTEAL P, &9
nanArAunRANAulalinlng N9z hypermagnesemia 81ANTEAUNIUATINLAZNTNAS
aldosterone lidszAuUnA

55 @IN1% AINSLEANURINIE hypermagnesemia’

o =<

Mg > toxicity lAuansa1nng, an1suanailunnnendunsefauidim aanisuazennis

|
A

WAPIANAUSIUTEAUAINIWLE TneEuAathypotension AW . 8RN . facial flushing,
urinary retention uax#asda e p, NI 4-6 wn./ea. mnldlFTuNsFnEaINIay
g‘uLLﬁ‘ﬁu@uLﬁm flaccid paralysis U84 skeletal muscle WA hyporeflexia, bradycardia,

bradyarrhythmia, respiratory depression, coma Wag cardiac arrest 1uﬁzgm
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5.5.1 S2ULRI LANADALADA
Hypotension tfua1n13ENwsn snfasauiy flushing  Wad1inann vasodilatation
o & o . . =~ a AN g0 A a
LAZAINNITELLNNITNAN epinephrine. EKG Nﬂ’]?Lﬂ@ﬁlHLLﬂ@x‘i%iﬁJ@ﬂLW’]S AaLNA PR, QRS,
QT interval 8193 & non-specific T wave change 81aLNA sinus 1138 junction
bradycardia WEBNY sinoatrial, atrioventricular W&z His bundle conduction block a1
#inengaiin cardiac arrest a1n asystole

5.5.2 szuuilszdan

2 1
o o o

Hypermagnesemia 8UENN17UAN acetylcholine @10 neuromuscular endplate %lxi
aunsnussn & dae Ca ' faru auilwunliifia flaccid paralysis 984 skeletal muscle
WaE  hyporeflexia Lfi@ Pug NINNTT 8-12 UN/AR. ATNNIAE respiratory depression Q1N
voluntary muscle paralysis WA urinary retention, ileus, papillary dilatation a1n smooth

muscle paralysis

AN519 9 NNFLAAINNARTINIBINIE Mg excess |

Serum Mg Manifestation

(mEqg/L)

3-5 Hypotension, cutaneous flushing
Somnolence

3-9 Nausea. Vomiting

5-7 Mental status changes

5-9 EKG changes

4-7 Decreased deep tendon reflexes

>9 Decreased respiration

>9 Coma

>15 Cardiac arrest

s

56 n19iUaas

UszsRndnany Rennsliidesudsymiu Mg Banasunn mslifansisl Mg * nas
Tnesldenannsnd Mg *" iludoudlsznay 16 un./ua. mfazﬁzﬁﬁﬁa&lﬁﬂmqwﬁq Aa N3
AARIT8Y GFR U3NNourea urinary Mg ™ excretion asiinduluns i hypermagnessmia

Aaannig 13 luBunusnnusagldgelunstindanmnainnisanases GFR
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57 N195NE

1 2
=

814 l3Fiaeinmn hypermagnessmia Ngeluineianiiaauaslaifiannis winnszau e,

g9nd7 10 Wn./Aa visalennisliun severe respiratory depression 138 cardiac effects

al

= o

[~1 o al 1

dpuanilulunnsineineTusau

7N . = o | ai 4 o ] 1 .

ftlael hypermagnesemia ns1eiAuaduNazfioddna1lmefing < 11U laxatives,
antacids ¥raa1uINE Mg =’

lunseifumau analiinssnenlaanislit Ca’ nauseaTvazdieufinazas Mg > sie
neuromuscular WAz cardiovascular system 1ixuaey Ca’ Nliazfiesdionrn Ca”™’ 15
un./nn. Wninga uazliinn 4 49T Tunstil GFR anAnaIxn N19vin hemodialysis 138
peritonel dialysis Ineande dialysate #1H Mg *" Whidsnisnansziu r, lHetingsaniia
nglunan 6 dalug

g A v o P 2+ & o 2 @ aa

wananNi ATENAUNITNENazan tsunn Mg © 1e9isseniafag dailudsnng
o ~ oA v o 8%
fnelunsd hypermagnesemia lafianslauninieinlfitsunn extracellular volume
WNTW uazn1s Wi diuretics T9aangne TALH iU furosemide, bumetanide 72
ethacrynic acid

11 neonatal hypermagnesemia ﬁﬁ’jﬁﬁ%‘ exchange transfusion U 1N wudn
Iy P
IAuan

A1519 10 N95N®IA19E  hypermagnesemia'

Emergency:
Calcium gluconate, 15 mg ca’/ Kg IV over 4 hours
Less urgent:
Remove magnesium-containing foods. Antacids
Extracellular volume expansion
Loop diuretic administration (furosemide, ethacrynicacid, bumetanide)

Hemodialysis
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NsAgIAMITTALLNN T TN 1UESHA223E Colorimetry''®*”

o PR Ao o o Yy Ay
ﬂq?m?QQVW?Zﬁ]ULLNﬂuLsﬁﬂmlueﬁ?Nuu @qmq?ﬂmqiﬁﬂﬂqﬂ'lﬁ 1@ L1

Agazraniinalninsines ) Taan i luueiiedfumRnisianuudugigeuas

dl P dl < ad dl | dl o dl o ' 1 @ dl
N@‘V]iﬁiﬂﬂf)qﬂLV]EI\W]NZJWﬂLﬂu’JﬁﬂTj‘VI Lﬂumﬂmu@qumhﬂwuu LLG]@EI’NI/L‘J‘ﬂﬁl’]NLu‘ﬂ\‘I’QWﬂ

o Y b4

M o P sl A Y 1 ey % P
sﬂuﬁ]‘ﬂuﬂqﬁ‘mqﬂquNﬂ??NQﬁwsﬂusﬂ@uLLﬂzmﬂﬂimV’\I']E]ﬂ]@q?;l@]\ﬁ@lﬂLﬂwqgwq\‘iﬁqu@qﬂﬂ?MLﬁ?ﬂQN@'ﬂ
v =2 o Y &Y a 8% dl & v o o
mﬂ\?@\ﬁnuﬂqﬂﬁ'qwﬂ\‘]ﬂqqﬂﬂ@ﬂ@Iﬂﬂ@qﬂﬂqﬁf[fﬁLLﬂ@GLuﬂ']ﬁ‘rJLﬁ?qgﬂ@Qﬂeﬁﬂmﬂ\ﬁlﬁﬁqqﬂﬁ‘gﬂﬁﬁ‘grﬂi
' a o o vaal AN @ Aa '

HINNINAUNDU ’]V]qslu’lﬁﬂq?ullll Wluntansrang

ax . @ ad RO o pry o o ~ A

16 enzymatic assay Lﬂurlﬁﬂf]ﬁ\vaﬂﬁ'Uﬂ’]?W ﬁNquqL‘W'ﬂmﬁ‘QQ'}ﬂTgmULLNﬂuW]HNIu

= 3 el a9 o . Sy o o N
AR Imﬂmﬂm@uvlsnummmmmnum&mum@ glycolysis LL@&LﬂEIQﬁJ@\‘m‘LIﬂ@VLﬂﬂULNMWU@@@N

v
Y =

109A15 1 lamn F5nnstiidenne annsoninlfiazaan Ansvinniamasedliteenn Haa

1
al

wringnge waduasnenlAsun s liung wazdelilisunisaeniuludiesdimnag
aldwinlatin iWesnnuanimasesanmnaainndedlinemniimnuileunesaslszg
uanau q wismidhulanzwin sadamesuitleuretisiuuazleiy soudsluaquiulige
mimq@LmuzﬁwL‘%ﬂgﬂzﬁma‘?un’ﬁmq@ﬁqamﬁﬁﬂﬁ%nﬁqa

A% Photometric ¥15@ Colorimetry {uagnnsamadnszauuuniiden ludsunlasu

4 3
o a

AN TeNatunwsanaluTaqiiuiiauulugnuazennsge Tennsiaaasellflfinatia

v

. @ aal oy o o = He &£ = = o =
Colorimetry {HAsn1sndnsadnseavunnilimen | umin Salsuasiaunnail
WANNSURIITNTATIATATEALLNNNLT el uTSNA2EnANA Colorimetry!'™

o o ~ Ao a . ATV A a
m’immmmm‘i_l‘ﬂmLLNﬂuLGHHNIuﬁiNImHLV]ﬁuﬂ Colorimetry Lﬂﬂ]‘ﬂ@ﬂﬂqﬁ‘w LNA/N

A o 0K o N o ' Aa @ = |
ﬂ’]ﬁ‘m@qﬁ‘ﬁ]’l@ﬂqﬂsﬁ\iﬂ?:ﬁﬂ@ﬂiﬂm’JHLLNﬂuL N M’]ﬂ@%iu@q?@g@’]ﬂmﬂﬁq pH Wlulua LN@I@

£

X 2 o Ao o a ' a A o o .
@17 xylidyl blue T UA1TUsLNAUNTRAUNRY UIHIAUNNUITENAZIINAINLAT Xylidyl blue

q

wazsaNsanaLlug13Usznan diazonium salt TaRAN94

|
A

4 4 da 2 y o . . 4
annsiasudsesanslssnauifiadu e ldgunsninaunsndauaslugosponuni
A Ao oA < o o A o w
LANNZIANZA9YTEN FENILATES Photospectrometry 111 Tnainnsdnseauuunili@en ludsusiae
wATA colorimetry axldn139n@A1nRua09 xylidyl blue Nanad 1Na1TUszNaLNFRIN1ITA
annuuniieuifiunnuuni@ansin auiadfisesn daalidui[uaes xylidyl blue
wWasuulaafludiasesansdszney diazonium salt M TN suaa @i Rundnldanacua

anunInauANanasindwl Al Buosaasunnime s lum s la
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4
o

a A v ac d” a A :// %
ﬂﬁ?ﬂﬁ@@ﬂlﬁ‘ﬂqm‘ﬂﬂﬂLLILIﬂuLGﬁEIZLIﬁfJEI']ﬁﬂqi‘u@’]Nﬁﬁ‘ﬂﬁlﬁ"J‘ﬂ@‘ﬂULLNﬂuL‘ﬁEIZJVNMMﬁVLﬂVN

- d - de o »
ginieg ugllesaugassuazgluuunduiuansisznauau o

adnsainsadldlunisasiainszavunnilidansazinaiia Colorimetry"™

managauFuauaniliF@anludiufosmaiia Colorimetry fiasliailnsnimsil

aTazaefaf 1 Usenauiag Tris-(hydroxymethyl)aminomethane/6-aminocaproic acid
buffer Inenilu buffer NRANTILARAY pH Uszanns 11.25 e lilan nimsnzdausanis
vindfisensell uazuan EGTA ieannasunouiiinanuaaidenludiudoe

ATazaefan 2 Usznauiag @13 Xylidyl blue FunuAnudinduaesansszunns 0.28
mmol/l

AURBUNITATIAW NN T TN I WTTH

dl Yo o ] dl9/ v ¥ a e o o 1 3 dl

WalAFuanssadansiasnisnaauda fielfiiRnisaviiansioetananaisazanesion 1
WadfuAranuilunsawalfivunzan uazldanrazats EGTA visaluTelfnAs Acetic acid,
(ethylenebis(oxyethylenenitrilo)) tetra; ethylene glycol bis(2-aminoethyl ether)-N,N,N’N’-

. . dl ai a = du‘/ o a a [
tetraacetic acid tWaanuasLNIUARAANLAAEaNlWETH Ingsanainisinlnsendlunan 5
A o o = ) o o A A o lmama Ao gya o=l o &

W nasaniiacldansazanadan 2 e BuindienniniiieagaianudsaaiduFuno

A Ao = A Y R oy - . o o o o g
wuniianluginsiall Wunan 5 Wi udtaadndaaginsal Colorimetry il dunauisnnni
° o v = o s o ¥ aa g a - \ A o
NNN3R9IATARILLATENER TUNR N19R99ATARILTENTRAINTNALATINALS S 6N DTN 16
W99 0.07 - 4.86 mg/dl visawinfiu 0.03-2.00 mmol/l

MsINuA1sArat1 e snagaudInssauLNndidanludsun®’

pry o = \ Aoy ' ' o o A A

WasanunnBdsniduussinniaculsznavdculnnjegnialuead Awiuaeniiiaizan
[ = & A i ' ° o v Yy | Ay
frlasvnndnisunnuaasdai@an (hemolysis ) azliaunsatiunnsadaszaulfimezails
azgandnAuiluasa
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nauthuane
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glenunfunisinmlsaluu NAUdRaM arAnendeATuAs U sl szauing 3

U v % ! 1 a U 9/4#' VYo aa o ! | Lﬂl Y o o U U Yo
nandlvnne WHun nquandnd nquinléiiunsitadadniulsaiuuiduda uaznguglisy

nsRiladedniulsaiomidniaueriniln Susunguaz 30 AU 398 90 AU

ansunldlunisiae
= - py o o o Ao v a
1. asduazginand Photometry tianisdaszAuuanBden uaiusosmatia
Colorimetry
2. WNATTLIRNZIARA
3. MaRAdIUSLLIAUSIatNAen
d' v @ o 1 a 1 1 7 o al’l
felsznevlUfasvasnfivaatieaiinging o segian 1 Ay A
- 1RRAKIUTU clot blood A U9 2 NARA
- AaeAdMSULIAUAIat9AanTiANINANT EDTA a1U°1 1 Maan
4. vaenANIRTFINdIILNdRsTALWNINTEN N
5. enansesunedeyauardiuneulunisise

6. lugiuganiunissnELazidinganiasanig

NSIAANNYNAIDEN
nauy 1. nauAuLng

Inclusion criteria

1. lad’/ndmne
2. ugaNngINIATNNITIAEAEANNANATIA WAz AIANEANEIeN®T U
HULANTUNITTNEN

3. luRisedRlsAiui (eczema)
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naNd 2. naNdLlaHUUWNANES ( Contact dermatitis )

Inclusion criteria

1. 'lad’ndmne
a v 1 a o/ v o o 6 o

2. fugendnianiaraniAsfaaanatasla wazasanaanmnienes el
HULANTUNITTNEN

3. BFunsitadedilulsnlunguiuuidnda ( Contact dermatitis ) aannng
FNUTLIFLAZANTIATINNLY

4. filaeldFunsdumanmsnisuiiaannisdnilssds neasenie uazisanis

nIvaigailRaeNIImMAdeL patch test

nan? 3. nangilafauisaniauaginiln (atopic dermatitis )

Inclusion criteria

1. ldaimune
2. gugandingnlarniatfnaaiuatagla wazasaraanenianes iy
flleaNTUNNTT NN
3. laFunsinagadilulsalunguiemisdniauas ntin( Atopic dermatitis )
IneiANEIEATANN Major criteria aeinaiias 3 48 wavidinAaeanTh
Minor criteria aginatiae 3 dia dalsznarlléne
Major criteria
Pruritus
Typical morphology and distribution
- Flexural lichenification and linearity in adults
- Facial and extensor involvement during infancy and childhood

Chronic or chronically relapsing dermatitis



Personal or family history of atopy (asthma , allergic
rhinoconjunctivitis , atopic dermatitis)
Minor criteria
Xerosis
Ichthyosis/palmar hyperlinearity/keratosis pilaris
Immediate type 1 skin test response
Hand/foot dermatitis
Cheilitis
Nipple eczema
Susceptibility to cutaneous infection
Perifollicular eccentuation
Cutaneous infection
Pityriasis alba
White dermatographism and delayed blanch response
Anterior subcapsular cataracts, keratoconus
Elevated serum IgE levels
Early age of onset
Dennie-Morgan infraorbital folds, orbital darkening
Facial erythema or pallor

Course influenced by environmental and/or emotional factors

Exclusion criteria

) o Y A ' o N o % o
1. N‘ﬂ?ﬁﬂElﬂ’]?l‘ﬁﬂ’]mﬂmﬂm‘ﬂ?ﬁﬁu%ﬂﬁLLNﬂuLsﬁﬂﬂlusﬁ?N ‘]J?Eﬂ‘ﬂlliﬂﬁ’lﬂm’lﬁn
1 o dy

BN 7] PNU
enlunguduilaanay ( diuretics drug )
#1lungx Aminoglycosides
Cisplatin
Cyclosporine
Amphotericin B

Ethanol
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Pentamidine
Antacid
Laxatives ( oral preparation or enema )
2. flsyamiflulsmideiinnasfivnliiAnnisulAsuuasesssuusniiFely
wangun 1Eun
Renal disease
Diabetes mellitus
Acute and Chronic diarrhea
Malabsorbtion syndrome
Alcoholism
hyperthyroidism
3. ﬁm@mamm@‘wNﬁmﬂﬁaﬁlnflil,m'fr'f:mﬂw,nmsv‘fﬁmﬂﬂﬁ
Bun/Cr
Fasting blood sugar
Calcium

Phosphorus

AFUABWNIFINE
1.

Andangdinlasanisddeanudanivundesiv

£
61’9./9/ o ¥ 1

ey auarduneulunisdimniannudnlauwididnsanlasenns

a

k4 |

fidindanlasanisasansanenisnetiuaenidindiniangsanig (inform consent)

o Y A <3 o 1 3 o ' ai al ¥
umgmﬂmmmmm Lﬂ‘].l[?]")‘ﬂil%ﬂ%ﬁ@ﬂmLﬂU[ﬁl’]@EI’NV]L[ﬂ?EI?ﬂ’]

o a o

TRgANZIAeAANNIELIABAAILBIULIL AU 6 NARAATINENITAIIREANIS

v
o a

ieefumn1sEng o Al
4.1 ¥a8n clotblood AU 2 NABATINLENIULADA 6 NARANT
A a e o &
WansaNalfiRn1sea
o A Ao qy A a aa
- srpudanidanluaiuldaentiuan 1 Aadang

- 9¥U BUN uaz Cr luidans 1diaanifsunns 2 1aaans

o = duI/ v A a aa
seau uAamanluTin 1daeniBunn 1 dadans

- vy Waanesaludsy 1HaaniBunn 1 Haaans
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4.2 BaasRUAIat9NAa17 Nal A1191 1 Maan TNFN1Aen 1
a aa 4‘ a oa [ dy
HadanT enmanalfiRn19Al

- szAU glucose lwden MHideniBunns 1 Jadans
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AIMADANAREIBY ° NN RS

2 1
o 1

dl Yo U a e :// = o 1 = = a aa
WalAFunanietiesdfuRnisisvun nragdnaiadndaetnauaeniannuialngn
\Winfiu exclusion criteria ¥igald nuIntANRalnG HisRsat1aeniean
AINANTANHINE

TUNNNANINAAD

MR ETI eI

o

wAgeunTiden I uET 10920 A NN NN NAN BT ATIAN Inclusion
criteria waz luinneMifluaAnwizaes exclusion criteria 289919 30 Aaaeingluusiay
NaN 1N MIANRRY wazANTENILBNIRTILLeUA Az NN NaTIN LTI LIAE LG

wsiazNgNAAMNUANGRatnliid Ayvisely

ADAN L lUNFAATIERd YN

1.

nsuBaumauAuuanssTaAuNndsn TunaannsenInanguanng ngu

o A 9. o Yy oA v o a N , LA
fulaeRuuiidndauaznguifthefiomisdniausiinas milndndaouuansn s 19
HadAnyvirelad Wn1mmedau ANOVA szaLniadgnAty? 0.05
NMINAAaLALEAE ANOVA Az@uNsnilTatfit AN uLANs19send19na 3 nguand
1 1 a o o o A 1 = I ] U4 !

paNuaNE et aRTdATyTe N wazanunsnuBeumausTdusaze Lun

' ao v A Y 1 ao v a o o a a
nanAuLnAfugiaen s funiduda nquaninAnugieionidnauafinesnin
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;11319 11 Anguansaneuzinevioliaesnguauiing

dheseit ey (1) ma Tsadszdis enlszid quvgifui 1 gumgifui 2 Fnes
1.01 25 ¥ i Taigi 37.0 36.8 80
1.02 28 el Taii 36.8 37.0 78
1.03 26 Na i Jaii 36.8 36.8 68
1.04 30 el Iniud 37.0 37.1 98
1.05 28 e lid Taii 36.8 36.8 84
1.06 52 N Taidi o 37.1 37.2 80
1.07 30 L TR I FYEY Taigi 36.5 36.8 78
1.08 37 MR Taigi Taigi 37.1 36.8 68
1.09 38 MR Jaids Taigi 36.8 37.0 60
1.10 39 Na i Taigi 36.7 36.9 76
111 28 g il norfloxacin 37.1  37.2 68
1.12 24 %18 aigi Taigi 36.8 36.9 60
1.13 28 N Jais Jaii 37.0 36.9 76
1.14 30 N il aidi 37.0 36.7 84
1.15 24 ¥y Taigi Taigi 36.8 36.7 80
1.16 29 MR T Taigi 36.9 36.7 90
1.17 27 Na i i 37.0 37.1 72
1.18 25 wge il aigi 36.7 36.9 60
1.19 23 wge il Taigi 37.0 36.9 80
1.20 28 N Jais i 36.9 36.8 64
121 26 wije U535 370 370 80
1.22 55 ¥y i Taigi 37.3 36.5 88
1.23 21 e il Taigi 36.8 36.7 72
1.24 45 ¥ i Taii 36.9 37.0 78
1.25 44 LGN i Jaii 36.7 37.0 80
1.26 34 ¥ i Taii 37.1 36.6 72
1.27 24 i il i 36.9 37.1 90
1.28 30 Sl i Taii 36.7 36.7 80
1.29 30 N Jaids Taidi 36.7 37.1 68
1.30 43 MR T i 36.8 36.7 84
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andieyadinafiuanisnaglieyaiailresngusaetwaulnilunimesailé
{ A ' aall | o Y 1% o °
naname lunguandnaniuaiaadandiisonnimeans Usznevllfceearadnsaiadaiuau 8
AU AnluGasas 26.67 109ngNANLNG wavetatainsuasauIu 22 AU Anluiesas 73.33
1e9nguANLNG ananadAslunguitenysaus 21 1 09 55 T AswdluAnafeyiniy 31.7 1 Jen
deaiuunimsguinty 8.65 liienanadasiisadszandale o) uiletanadasldadszanda
o = = o d’l
PINAUIU 3 918 HIHATIREAATE
1. 2181831A99974 1.04 HlsrdRiutsznudnaug dinan 2 eu uaz 100
U lifilantlszansiala
o o = onng ¥ . 151 o |
2. eanadnIsvia 1.11 Hlszdmlden Norfloxacin e 5 91 Tutdoae 2
Alninewdindannside nasanlisunisitiadedniulsanszinag
tagnazeaniay

o o o

218148 AIINNANgMNRIN BN ATIUNnaIRuLeLet luinnsilnAaes Bames

core temperature uazianwasag/lunmuainGisue

ansuzlnanillaasngugi el uunands

anwnuzlnevialvesihanguisidnweassialy
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]
Ay A

fheseii o1y (1) ma Tsalszii enlsziid quvigifufi 1 gamgdui 2 Fnes
2.01 36 e il Taii 37.1 37.2 80
2.02 28 e il Taids 36.6 37.0 96
2.03 38 TN il FBC 36.5 36.8 68
2.04 32 LRI Pt norfloxacin 37.1 36.8 72
2.05 47 LTSI Pty pendril 36.8 37.0 72
2.06 41 e il prednisolone 36.9 37.2 64
2.07 40 o il aidl 37.0 36.9 80
2.08 49 N Taii Taidi 36.8 37.0 68
2.09 23 N il Taii 36.9 37.2 80
2.10 44 TN Taidl i 36.8 36.9 72
2.11 43 e il i 37.2 36.8 80
212 49 O aidl Vit B 36.8 37.2 68
2.13 44 O aidl HRT 36.7 37.0 72
2.14 28 O aid] Taidi 37.2 36.7 68
2.15 30 LTSI FHY Tais 36.8 37.0 80
2.16 65 ¥ il Taids 36.8 37.3 90
217 52 TN il Taidl 36.9 37.3 84
2.18 65 ¥y il Taidl 36.8 37.0 90
2.19 28 TN il Taids 37.0 36.8 98
2.20 40 O aidl aidl 36.8 37.1 88
2.21 18 O aidl il 36.9 36.8 68
2.22 49 wge il Atarax 36.9 37.2 70
2.23 24 LRI Pt Controloc  37.0 37.0 90
2.24 70 N il i 36.8 37.3 98
2.25 35 njs  hill  Zyrtec, Atarax 36.8 36.8 80
2.26 15 we il Zyrtec 37.0 37.2 90
2.27 26 T il il 37.0 36.7 78
2.28 66 1Y BPH Proscar 37.0 37.0 68
2.29 27 %Y aidl Taidi 36.9 37.0 68
2.30 30 %Y aidl Taidi 37.0 37.3 80

HRT “nnefle Hormone replacement therapy , BPH nunealsa Benign prostatic hypertrophy
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andeyadnesiuanisnagieyariollaesngusinesnegisaiuuidnialunimaasad
1§ nammelunquiaetuuidndalsznevlfcaiiheaadiuon 6 au Anduienas 20 289
nanthaiuuiduda uazfihendieanuu 24 au Anudenas 80 vewnguitlaiuuiiduds

12 !
o 1 ISP =

ftlelungailiengsious 151 fa 70 T Andlurnadawiniy 30.4 1 HANdeaIuNInTgIY
Wi 14.45 frlaeynaulidlalszansiala 7 uaflfiaedeszsdasil
1. Hilaesvia 2.03 16Fuen FBC Wudszan lailllsadszandala 7
2. Htlaasvia 2.04 15508 Norfloxacin wnan 7 duludaanan 2 dlanvinaw
dinTasannsade MHiunstadedniulsanszimnzdaszdniay
3. Hilaasia 2.05 1R5uan Pendril Wuilszan Lﬁfamwﬂuimmmrﬁu‘i@ﬁm@q
4. Hilesvia 2.06 uen prednisolone e 1 ieurauieAILANRINIHY
wiiddaaeifndun g udn
5. ftlaeisvia 2.12 185uan vitamin B complex {lutlszan Tdilsadszansiala o
6. Hilaasia 2.13 IHFusailuumauny ( Hormone replacement therapy )
WAIRNINALTTAA DY
7. Hiluavia 2.22 15uen Atarax ifhuszdn iepauanensiuuiidua
8. Htlansvia 2.23 l5ueN Controlo fuaan 2 ieu ilefneTanuualy
NITINIZBINT
9. Hilaagia 2.25 1#5U8N Zyrtec uaz Atarax Lﬂuﬂ?:ﬂi’nﬁ@mquammnwﬁu
widula
10. ftlaeaia 2.26 1Fuen Zyrtee Hhalszdniiterunuennistiuuiduda
11. §ilawavia 2.28 165uen Proscar uilszan Lﬁ@ﬁ?ﬂmimrﬁi@mqwmnim

= o

andnasiAsaiNANgMnRINNeNdaTiuInAEuLe et luneilnfves Bames
e 1 G a :/J
core temperature WazHTNAsaE lUNMUTILNFTIMNA
7 Lﬂl Y o Q/‘ﬂlﬁl 1 AV‘#’IG v tﬂl v aa o Y o o
frlaernuiidudandnsonnisideiidugieenannsaliinnaitiade lfdniauainnisdn
srdRngaienaiiudiuon auAnilufasas weiloeiuuidndaiounn filadounnge
o a | 2 v Lﬂl Y o o :; Yo o aa o QI a % °
Auau au Andluenas aeegaaRuuidnianuun Eiun1sianstadeivamndaaniemi
n1aMAdaL Patch test iaatiuayunisitadauazavnaesansiinliifianenisui tne

1B AR anuAFail



m11913 mranananamsimaasy Patch Test lunquiiheisuiluiemsiiiade

mvsgsidagie

ansfilfwavanlumsii patch test

2.01
2.02
2.04
2.07
2.10
2.14
2.15
2.16
2.18
2.19
2.22
2.23
2.24

2.25
2.26
2.27
2.28
2.29

Wool alcohol

Nickle

Nickle , cobalt
Formaldehyde

Nickle

Colophony

Colophony , Fragrance mix
PPD

PPD

Nickel

Colophony

Nickle

Neomycin sulphate , Mercapto
mix , Fragrance mix
Balsum of Peru , Wool alcohol
Nickle , Formaldehyde ,
Benzene

Cobalt

Nickle , Chlohexidine
digluconate

Colophony
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;197914 Asuansdiayarialiaenguiiaiomidniauezintn

]
Ay A

fheseit o1y (1) ma Tsalszii enlsziid quvigifufl 1 gamgdui 2 Fnes
3.01 6 TN il Zyrtec 36.8 37.0 78
3.02 27 e il Xenecal 36.9 37.3 72
3.03 30 N Jais Taidi 36.7 36.9 72
3.04 24 ¥y Taii Taidi 37.2 37.2 68
3.05 31 N aidi Taidi 36.7 37.0 88
3.06 52 N Tais il 37.0 37.3 60
3.07 44 N Taii Taids 36.8 36.9 80
3.08 26 ne il oauinia  37.0 36.8 89
3.09 47 TN il Taidi 37.1 37.1 82
3.10 26 N Jais i 36.7 36.8 75
3.11 36 wije il Atarax 36.8 36.8 80
3.12 25 N Taii i 36.9 37.2 66
3.13 28 N il i 36.8 36.7 80
3.14 47 N Taidi i 37.0 37.1 88
3.15 30 LTSI FHY Taids 36.8 36.8 84
3.16 49 N Jais Taifi 37.0 36.8 80
3.17 10 N Jais Taidi 36.8 36.9 90
3.18 27 e il Atarax 36.9 37.0 84
3.19 35 N Taii aidi 37.1 37.3 90
3.20 25 wije  lill  Zyrtec, Atarax  37.0 36.8 80
3.21 4 ¥y Tt PrevexHC  37.0 37.2 90
3.22 5 wis  WH Zyrtec(syr)  36.8 36.8 88
3.23 6 TN Taidi Taids 36.9 37.0 98
3.24 10 TN il Taids 36.5 37.0 80
3.25 11 N Jais Taidi 37.0 36.8 98
3.26 20 N Taidi Taifi 36.8 36.8 64
3.27 31 %10 Taifi aifi 37.0 37.0 80
3.28 41 N Tais i 36.9 36.8 88
3.29 14 N il i 36.9 37.1 90
3.30 20 ¥y Taids il 37.0 36.8 68
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4 b4 4 b4 QI/ 1 o 1 v a o o a)
andeyainesiuanisnagdeyariolivesngusiasnegieionidniavasintinly
£
nanaaesitls nanamhelunguiiseianiidniauesintindsznauldfoaiileaaadiuiu 4 au
AniFesay 13.3 veenquijtiaianidnavesintn uagiaevdiaanuau 26 au Antduses

o o

az 86.7 1eanquitlaetiomivdniaveriniln filaelunguiiengsiaus 4 T te 52 T Antly

AadEwiniy 26,23 T BAndesuumargiusini 13.88 filemnauliiladszdnsiala o ui
jihneldenlszansanail
Egﬂfgm’mﬁ 3.01 Wien zyrtec lulszaniteanennissudluszan
fitlhemed 3.02 1en Xenecal itaaauautinin Tl Vilszan il lspulszdnsnaun
Egﬂfgm’mﬁ 3.08 Wenaniutiaiiunan 11 dluenaiade fudseniu
Egﬂfgm’m‘ﬁ 3.11 Wen Atarax flunensaidiefiennisdimn
Egﬁqm’m‘ﬁ 3.18 Ve Atarax iflunSensaidiefiannisdimn
ftleanad 3.20 en Zyrte uaz Atarax ilunamanailifienaupuenisium
frlased 3.21 Wufiheingne Wemn Prevex HC ( e hydrocortisone ) n1ilu
Uszan
frlaeseit 3.22 Uen Zyrtec ipniluniarananiennsiudiann

a o

andnasipsiaiNANgMNRIneNdaTiunaAEuLe et luneinRves Bames
ey 1 o a ://
core temperature LL@ZNTW@?@QI‘L&Lﬂm%ﬂﬂ[51‘1/1\‘1‘1/13401
v a o o a S/J VYo aa o . . . . dl
frlaeRomivdniauerntinsisunnl#Funnsifiadaann Hannaffin and Rujka criteria T

frlnsusiazaadgniantimnndenmuaasuaanusinistade lsatomisdniaues nin
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NaL1.I°éz|1.|LﬁﬂummﬁamaﬁaEaﬁq‘lﬂiwdwnéuﬁ'qm'm

andayarioliaasngusantngms 3 ngu awmnsauFaLAaLANLANANTIMSAT A

Y o a
(LA
nsilFauiaudayaais ssUINNaNAREIN

andeyariadsuazAnlauuuninsgurethauazeatasinsusazngunudd

o

= a dg/
ENEMI I PASNIATANG RS

;131915 A Bauieudieyaaigaainguanatinusazngy

naw ﬁ'n,a?u'ﬂmﬂ (1) AnTleaL ﬁ'ﬂrﬁ’ﬁzgm (1) Agegn (1)
NIASF
AuLNA 31.7 8.65 21 55
frlaniuuk 39.4 14.45 15 70
Auda
grlaeitianiia 26.23 13.88 4 52
sniauaziniln

' o 1

ANNTLLFELNHUAMNUANFANNNANATEUINI 3 ngusnetnalifiaanisiinig

NA@aL One-way Anova A1 F-value = 8.268 Sig. = 0.001 wazunLLFaLfey

senINnguanteasiliseaz Al

A1279 16 M UAANTaYALTIALATIEYIRNYIBINGNARENa

naufivmsBuudiey Sig.
nauALLNG - nguiuukdua 0.06
nauAULNG - nguRamsdniauezinin 0.289
nauEuuiduda - nquiamissnianaszinin 0..000 *

o o a

* = JAnuLans e TANATYN1SaT ANANLTE 95 %

nsifFauiisudayaiwAragd o uasa 8 IRNATTENINNGNAIaLNS

& 2 o = N o al”
G]’]ﬂ‘ll’ﬂﬁ;ll@LWﬂﬂ@QHﬂ’JﬂLL@%@’]@W@Nﬁﬁ‘ NTERZAELUAANU
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ngs WNATNE (% ) WWANEUS (% )
AULNA 8 (26.7%) 22 (73.3 %)
t’gﬂqaﬁuuﬁzﬁ“uﬁm 6 (20%) 24 (80%)
HrheRomidniauesiniln 4 (13.3%) 26 (86.7%)
ERFY 18 (20%) 72(80%)
NANITNARAY

TunsAnwadeiifihauazeraradaslffunisazidenine nFauiauseduwintdsn luEs

d' = o a A ! ' o 1 a’: ¥ o 2 a o d'
LW@L’LE‘ELIL‘VIEI‘]_IE;'ZWLI“I.I@\?LLﬁJﬂuLsﬂmﬂuLLﬁl@tﬂf\]‘ll[5]"3@ﬂ’Ni’]Nmﬂiﬂﬂ’lﬂﬁﬁ‘mmﬂﬂﬂﬁﬂﬂ\?ﬂgu[Flﬂ’]?‘Vl

A v o o = = P o o = ° , =

NeadesiuszAuwnniiBes un szauiinialw@en nsvineuresls uisuAaldan ua

Weanaia GananisngaanistiestfiRnnsvianaainisoagy1fs
IEATBATRINANIIATIANHBIL RN ITIUNATAS

A17N18 AT LL@ﬁNN@ﬂqimﬁﬂﬂﬂﬂlﬂx‘i[ﬁﬂ')ﬂLL@%@W’&’]@?XF’]?LM@Z?WH

svagtlae | FBS BUN Cr Calcium Phosphorus | Magnesium
WA

2144NAT

1.01 78 16 1.0 9.7 3.1 2.1
1.02 83 10 0.7 9.4 3.4 2.1
1.03 77 9 0.6 9.7 3.4 2.2
1.04 81 13 0.7 9.4 3.6 2.1
1.05 90 10 0.6 8.8 3.3 2.1
1.06 78 12 0.7 9.6 4.0 2.1
1.07 85 14 0.7 10.2 4.5 2.4
1.08 79 10 0.9 9.5 3.2 2.3
1.09 80 9 0.7 94 3.7 2.0
1.10 81 9 0.7 9.0 3.5 2.1
1.11 76 14 1.1 9.4 4.0 2.1
1.12 84 12 1.0 9.4 3.7 2.3
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siagtlae | FBS BUN Cr Calcium Phosphorus | Magnesium
uaz

ANARNAT

1.13 83 10 0.6 9.0 3.4 1.9
1.14 83 9 0.6 8.8 3.3 1.9
1.15 79 15 0.9 9.5 3.3 2.3
1.16 77 9 0.7 9.0 3.9 2.1
1.17 83 9 0.7 9.0 3.9 2.0
1.18 84 9 0.9 9.5 4.0 2.0
1.19 81 9 0.6 94 4.4 1.9
1.20 76 6 0.8 9.0 3.5 1.9
1.21 76 8 0.6 8.7 3.5 1.9
1.22 90 8 0.7 8.6 3.7 1.9
1.23 81 10 0.6 9.2 4.3 2.0
1.24 80 16 1.1 9.1 4.0 2.1
1.25 97 10 0.7 8.6 2.8 2.0
1.26 87 13 1.0 9.5 3.0 1.9
1.27 89 8 0.6 9.5 3.8 1.9
1.28 85 15 0.6 9.1 3.1 1.9
1.29 82 12 0.6 9.3 4.4 2.1
1.30 80 17 0.7 9.9 4.2 1.9
2.01 80 11 0.6 8.9 3.7 2.0
2.02 83 11 0.6 9.6 4.1 2.1
2.03 "1 8 0.4 8.8 4.0 1.9
2.04 89 11 0.6 8.8 3.2 2.0
2.05 81 11 0.8 8.8 3.9 2.1
2.06 88 9 0.7 9.0 34 2.2
2.07 85 12 1.0 9.0 3.0 2.0
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siagtlae | FBS BUN Cr Calcium Phosphorus | Magnesium
uaz

ANARNAT

2.08 99 17 0.8 94 4.6 1.8
2.09 90 11 0.6 9.0 3.9 2.2
2.10 84 14 0.6 9.9 3.8 1.9
2.11 79 13 0.6 9.3 3.6 2.1
212 81 10 0.8 8.6 3.6 2.2
2.13 84 11 0.6 8.9 3.8 2.3
2.14 80 9 0.6 9.1 3.7 1.9
215 80 14 0.8 8.7 3.5 2.1
2.16 114 14 0.9 9.2 3.6 2.0
217 94 12 0.6 9.7 3.9 2.1
2.18 104 19 1.1 9.2 4.1 2.0
2.19 89 12 0.6 9.5 3.2 2.2
2.20 85 9 0.6 9.8 2.9 1.8
2.21 77 9 0.6 9.1 4.0 2.0
2.22 82 9 0.7 8.8 4.3 2.2
2.23 74 12 0.7 8.8 4.5 1.9
2.24 93 13 0.7 9.0 3.3 2.1
2.25 104 13 0.6 9.0 3.7 1.8
2.26 83 8 0.6 9.7 3.5 2.0
2.27 79 8 0.7 9.1 4.3 2.1
2.28 108 12 0.8 8.8 2.9 1.9
2.29 87 15 0.9 8.6 3.9 2.2
2.30 90 13 0.7 9.9 3.8 2.0
3.01 77 9 0.4 9.6 4.5 2.3
3.02 77 12 0.8 8.9 3.8 2.1
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siagtlae | FBS BUN Cr Calcium Phosphorus | Magnesium
uaz

ANARNAT

3.03 85 8 0.6 9.0 3.7 2.0
3.04 77 16 0.6 9.6 3.7 1.8
3.05 86 8 0.6 94 3.6 1.6
3.06 84 13 0.8 9.5 4.2 2.0
3.07 94 8 0.8 9.3 3.5 2.0
3.08 75 11 0.7 9.4 4.5 2.2
3.09 91 18 0.6 8.8 4.0 2.0
3.10 75 13 0.9 9.0 3.9 2.2
3.1 85 11 0.8 8.6 3.3 2.2
3.12 80 12 0.9 9.0 4.5 2.0
3.13 89 8 0.6 8.8 2.8 1.9
3.14 80 11 0.7 9.2 4.3 2.1
3.15 88 8 0.8 94 2.7 1.9
3.16 89 11 0.9 8.8 3.1 2.2
3.17 71 12 04 10.0 4.9 2.0
3.18 82 14 0.7 8.8 4.4 1.8
3.19 83 8 0.7 9.1 4.5 1.9
3.20 84 11 0.6 8.9 3.6 1.7
3.21 95 12 0.3 9.3 3.0 1.9
3.22 105 13 0.5 9.5 4.5 2.0
3.23 63 14 0.5 9.1 4.6 2.1
3.24 94 11 0.5 9.2 4.5 1.9
3.25 90 13 0.5 9.0 4.3 1.9
3.26 75 12 1.0 9.6 3.9 1..9
3.27 95 11 0.9 94 4.0 2.0
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siagtlae | FBS BUN Cr Calcium Phosphorus | Magnesium
uaz

ANARNAT

3.28 93 10 0.9 9.1 3.2 2.1

3.29 85 8 0.8 9.2 3.9 1.9

3.30 94 13 1.0 9.6 4.0 1.8
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av a o a

A1971919 ANIuAAsTaL AR e T NI TINN TR9TTAUWNN T en TuE sy

al

nax Anade (mg/d) mLﬁmmumma‘ﬁm m[ﬁ'%ﬁm (mg/dl) | Agegm (mg/dl)
AULING 2.050 0.143 1.9 2.4

Auuiduda | 2.037 0.135 1.8 2.3
Houtiedniay | 1.980 0.158 1.6 2.3

aziniln

99U 2.022 0.147 1.6 2.4

% Ao a a s A a ] a o ~ o Ao : !
fayan1mde@ainy el BaumauaAedvessauuin oy uaN luusasngy
FneinnmagaL One- Way ANOVA l8AN F value = 1.946 Sig. = 0.149 uaziuan1silsa ey
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ITUINNQHNNANY

£11979 20 AsuansdiayaddudviinsnziaasssAuuNN TN Uiy

naNNNANIsLReUme Sig.

; . A e
naNAULNG — NgNNUURANTS 1.000
nauAuLng — nguiamisdnauesinin 0.200
naNHBLRANES — nquRamisdniauezinin 0.409

wWFguiguszaudimalutaan
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3}]@34@3%L%Wﬁmmmwzﬁ’ummzﬂu@mmmmLwi@zﬂzvq'uﬁf;fmjwﬁmmmﬁm&Tﬂ‘f‘:
AN 21 r;mmLL@N%@H@%@L%qmimuwmizﬁufﬁm@sl,wﬁfam
nqx Anlads (mg/dl) ﬁﬁLﬁmmummgm ﬂ'mﬁiﬁzgm (mg/dl) | Agegm (mg/dl)
AULING 82.17 4.84 76 97
Auuiduda | 87.23 10.10 71 114
Nouiiedniay | 84.70 8.80 63 105
azlniln
79U 84.70 8.39 63 114

v av a a e d‘ al | ai o 09/ A 1 1
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naufiaeN1IMAgaL One- Way ANOVA 1§ F value = 2.848 Sig.= 0.063 nan1siifzainiien

o

FENINNGNHAT

e
U

;1974 22 Ansanansdiayaidediinsnziresssauiinialu@en

nannINaFeL ey Sig.
I a 1 4‘ Y o o
NANAULNG — NANHULAENETS 0.058
nauAULNG - nguRamlsdniauezinin 0.708
S T e -
NANEUUAENETR - nguiEamlsgniguesintln 0.708

wWguiguszau BUN luiaan
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A1979 23 ANTNLAAST AL AdAY

a o
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ITINTTUUNURITLA L BUN TSN

fayanAnTanIsna1e99TAL BUNTwAATedusaynguilnaazidanfiail

nax Aiade (mg/dl) ﬁi'n,fimmummgm ﬁhé’hqm (mg/dl) | ANgedn (mg/dl)
AULINA 11.03 2.86 6 17

Auuiduda | 11.67 2.62 8 19
Hovilsaniay | 11.30 2.51 8 18

aziniln

99U 11.30 2.65 6 19
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v av a a e dl a | dl o A 1 1
ARYANTITIRLULTNIATIEN LW@L‘].E‘EIULVIEIU@WL@@EI?I@\T?Z@U BUNIML@@@TJMQ’]\‘ILLW@%

naufinen1IMAgaL One- Way ANOVA 161 F value = 0.421 Sig. = 0.654 wan1sulfsauiiie
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1 oA dal
TEUINNQNNAIU

a

A9 24 A3 Nuansdiayaideddinanziresszal BUN Tuiiu

naNNNINIsLReUmE P value

: = 4 .
NANAULING — NENNULAANET 1.000
nauAuLng - nguRamisdnauesinin 1.000
nauNuLRANTa — nquilamlsdniauayiniln 1.000

v3auiguseAy Creatinine Tuiaan

(2
v o

oy andeITINTIINUBITEAL CreatinineluaaATRLARTNGNNIEAZIBYAAIT

av a

A5 25 AN NLARYT A NATA I TINTIUNTR9TEALICTeatinine TWlaen

a

naw Anade (mg/d) mLﬁmmumma‘gm m[ﬁ'ﬁ@m (mg/dl) | Agedm (mg/dl)
AULING 0.747 0.616 0.6 1.1

Auuiduda | 0.697 0.145 0.4 1.1
Houtiedniay | 0.693 0.186 0.3 1.0

aziniln

94 0.712 0.165 0.3 1.1

¥ av a a e 4‘ = 1 dl o .o A 1 1
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AzNgNAIN1IMAGAL One- Way ANOVA 1§i#1 F value = 0.986 Sig. = 0.377 nan1s
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= 1 oA 44”
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F1974 26 ANINLANITaYATAEITIIATNETI89EAL CreatinineluEin

naNNNINIsLReUme P value

: P U
NANAULING — NENNULAANET 0.730
nauAuLng — nguRmisdnauesinin 0.640
naNHBLRANES — nquRamivdnaueazinin 1.000
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A1919 27 ANTaKAnsTaNAS T ansIuLT BT A LLARITN TUE TN

al

nqx Aa (mg/dl) ﬁ’nﬁmmummﬁm ﬂ'ﬂr;ﬁzgm (mg/dl) | Agegm (mg/dl)
AuLNA 9.273 0.381 8.6 10

Auuiduda | 9.133 0.387 8.6 9.9
Nouladniay | 9.203 0.322 8.6 10

aziniln

79U 9.203 0.365 8.6 10
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al

nannvinNaFeLWeL P value
I a 1 dl Y o o
NANALLING — ngNNULHANES 0.421
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1 dl Y o L U a o o/ a
NANHUWARNETR — nguiamlsdgniguesintln 1.000
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AN914 29 ANTGLAASTaNAS eI InTIIuNTadTAUNaanaFa TSy

a

nqy AnlaAe) (mg/dl) ﬁﬁLﬁmmummgm ﬁwrfﬁzgm (mg/dl) | Agedm (mg/dl)
AULING 3.653 0.456 2.8 10

Auidda 3.723 0.434 2.9 9.9
Hamleaniay

axlniln 3.913 0.579 2.7 10

994 3.763 0.501 2.7 10

P 2o aa s = | = o o o . ,
fayannsandaiazid ienfauinsuAafsteszAuneanefa uE i ausay
naufneN1INA#aL One- Way ANOVA 1§en F value = 2.226 Sig. = 0.114 nan1sufsaiuiiie

o

1 oA dal
TEUINNQNNAIU

F1979 30 AsuansdiayaddeEiinssiaessyiuneaneialugiu

nguAivnaiRaLey Sig.
nauAuLING - nauiuukiduda 1.000
nauAuLlNG - nguianianiatezinin 0.134
n@juﬁ'uuﬁzﬁ"uﬁ@ - naudanisdniauesiniln 0.420
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