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1. A £ (Introduction)

1.1. 7/d(Composition)

oH oM
TE HO/\‘/!\I)\KO
42 =2Y D(+)-Glucose
IE 29 Zog
CAS No 50-99-7
N C6-H12-06
=X 180.155
Az gl gy SMo| AN L= oA tE 2
Zcd sHEAtz 9lg
o= 146 °C
Ql3HH siEAtz 9lg
Aouste s Atz 9l
371 25°COIM 8.0 x 10™ mmHg
YE/HE 1.544
e xRtz 9l
SES-2 ZHlAlISF SIEAtE QS
s F8HO|AM 30°C¥ I 546 x 10° mg/L,
20°C M 479 x 10° mg/L

* A ZO[FZCHHE IR A ChemiDplus 2
232 Glucose)0llE DHTF LHO| 78 OSHHT} ENsHD| HAERA

= 0| & D¥ 2E32(D-glucose)Z A 22 AYHN|O|CHA F 2| S "t
(]
<3
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1.2. AF&(Uses)

AAAO EXSt= HERL 2RIALs YAERZAZ HEC IIE 529
=
o

d
of RE[EIZ EXStH, 1 Qo =22, =2, 4822 39

of, Zmoy A =2, A
CiE, MY SO ATE U o HTH, MEHO| RANEOICHAZCIGES

HE7H, 2019).

HAEZAE F2 AMBZAUYFOUTEIIAS oAEFE FIZIM ZHO|=E2t2
(2015. 12)'0f| e} 37hE 2oItE HIIHZABAAZAHTE MR |4 E Tt
M ZHO|E2tQl, 2015) 2|%FE, AME S0 ZHRSIA 0|0, 1pxf WM 4l

>

ozt

o
Mo SExE SO AE U AE HIIE U FAHN, Y ESK, HEEH S 2
QIZOZ L AMEO| EICHAIEO|FECHHEIIR 2019).
2016 7|&, ZLHO| AL A7t 9869E0| QEL|IUOH, 242,637HO| 22X}t
A7t 28,538E2 A2t Qe ACE LIEFGCH (=2 Z Y, 2016).
SQEX L NI SEY A2 azx}
[E/4] [E/4] [E/49] [E/49] [E/9] [H]
9,869 4,291 5,602 24 28,538 242,637
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2. 214 A (Human Stud

2.1. At H7(Case Reports)

ol © &8
S ol an A, =
or > o K o
W XD my s
o <7 g- 2 Mg g = OV T W B s o~
0 Fozr I %0 <m0 N B3 E
g =z pw o &t Ao
H - M =T o Qg & @l X
DK N B = = ,7§_A._L|o_ 8l = <
uo ™ ol o [=) z 1o 0 ol
~ 0 5 B g o B oS S & o
= 2 3 G+ oo O e 1 I
S~ | =T .r._OA.A.AO_ _— — 0
Eogée &o_ecomm_umf_.o_ Kk o &
aw E WS W@EE;MWW_E% o B0 g
" o Hromo o < M o w W0 Uy Mo
n o = - _ KM - zx W T o g 2T
o B o o TR s A L =) ajo =
I.|I_| (0] —_ =T
g BT ﬂo:__mMTol_m._mowW o o &
M_olnm_ua_wﬂ Eﬂwme._wux_o|wﬂ._ S
<D0 fomdzamid” 2 o
0% oo m_emow_mHETw_IAW _ x5
T XU ouE_EoDHoonw__EﬂA s =&
%LEM_O Kk = B S ™K
o Loy <O ..._mup_._m..rA_._._A._.L_._ S —- OF
Gy W0 i & 20 7 2 op M & s K w =
:t_n_._._.Al_._.__.n_u _u._Aou_Wﬂomanmelex_o o m__m 0
g5 =g H Hm_o_ae_eua5+_mo mu_s_zo 2
._6... N mr o 0o < M o - n
Lm_u||_|._ool S LIE._O_L A +—
SR g 0% Ol LH K ol g 4 Y
o oK wo < =<l < I .mm IH Kir S of o WJ
<0 ._|r_._._ 10 . H_I._” _“_n_ _A_.O ety 10 _ .AO = _l_l m O
|_|_o||_._A|90|_|.A|_:_._._._| LILIH_E o 5l < o=
o Fu Ol S ™ g 5 _ 9o X 8 o G £
op M X WO ﬂ.&%@m@nc@_ 3 i ar ks
mohno%%am_uygoﬁr_mm.que B Wy Ar s
HON R D w e Lo ¥X Yo - & o
H 53 u7|+,__=mu o] © X0 Ho k- & ol
_._OAmqumou_t_._._wuﬂDumAﬁA K ol - 3
y IH = ol . %l C %0 B% o3 = M Kir Bl
ST “@mieEszToagWes 8 i
o B <k oga_._._o_.E_n_x%lA_'SoJm_ﬁu_'sw pro K
klo Hio 0 ol o N i & o H S Br =
__Omﬁmomeﬂm”{&,ol_ « 1o
w O ~ = . ==
k H & of M._o



HAERA

3. 5/ A3 (Toxicological Studies)

3.1. 7, =X, tAL b (ADME)

Hoo| RETEY A U Zheto] BAS SASHD, A LN MHES
of Z453 W ATE FYSYCL AN 3 IXRS B FOZ RS
oI EEZHEA00 g/ SO T SO0 BRAVEEY 5545 O
A SOSIUCL S0 3 3M7H 30| HHSSO|A| ASHAS QuStHD
d 22 SHSI] SO, SN BUS AHvj0] HHSBO| EEY
S40t PRSIl FBS UK RUSS AN ZEY SrLEs B2ET
(1 mM) SOIZ0IA ZACHHD, AEA 30| STkt 0| BREQIC) 21
§ 2ol o) Zm AlF HO|EQt UG, EETBU0| F47t 80| B
o sEL 9| 7Y ZWEC A% B4 B0 AT Y2 wECts 2O

HOE|JACHASO|GZCHHE I, 2019).

BHEOM 2 2EFELKGlucuronic acid)Of|A] OfA R 2 E A (Ascorbic acid)7HX| 2]
detd Z2E 8o XA=22 00|A2E 240 20| Qs =T CHAL =
s A2 ENEJCHAZLZFATEZHR, 2019).

3.2. 2’8 5/d(Acute Toxicology)

TS SR 8aiAIZ LA HAAZ SHEA 15~35 g/kgl| FHEE
2 60 mi/kg¥S 7 FOSIRALCL B+ FAH A1t LDy 21.6 g/kg, LDsy 25.8+2.0
g/kg, Do 30.1 g/kglE 2QIZ|RUCE FO = HESE2 H2 UHHSYS

AMHe=Z 1AZE S2 2A 2 220, 0|2 Afde tEE2| 7HH7t XA

g
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OL} Tty G CHEly ZA2 HORURUCH MEIHC| 2% 2x&s= HH0|A2H,
Ol YetSaaE 7|7t 32t BE =datd S42 A2RCHBoyd, 1973).
SEF EoE= Ad Zat Hnes
Boyd
Rat a3+ LD50 : 25,800 mg/K
° 9/Kg (1973)

3.3. O}=“‘d =“d(Subacute Toxicology)

ofid Atz BiS

3.4. Ot7Hd =/d(Subchronic Toxicology)

ole A=EES

3.5. IFd=/9- 2 d (Chronic Toxicology/Cancer Information)

3.7. SME/d/H0|21’d(Genotoxicity, Mutagenicity)

3.8. 1 2| =/d ™ H (Others)

1) SD SHE £=ZE 0|83}0 =7 U TG EXX F£OZ LbH0o| At
fon, MOl TG-rich =ML X|THEHAE (vIDL)S| 2H|0f| O0|3ZE Eg|
ZZ|MO|E(TG) 0|4 CHEEl (MTP)O| EZEZE 229 dee AHJSiCt [fEZEL

=

|
== AtF 20 o3, Z=F72 = Y 22 10% 8



HAERA

Z0IM TG LA B STSH7| Yo 15U S AlRS sttt AEET
a0| EZT £0j9 WSOR £2 £%F9 5 a¥'E 8R o

é‘%”ﬂlol W-7(N-(6-Ot0| &l &) -
I L§ Ca®*-BAPTA-AM 2 M|
ALt Ol == Fo0f 2
O Of? LEH AL US = USES AlARSICE ZEF0| oot 1T MEj=
oM TG & SSAHEZE FX(Q 452 RS, LHUM TG A apoB &
7tet & 0| ULt HAE|UCHCho et al, 2006).
2) =AW HEOA 30% AFH(ZEET, AT Ee A FR)E A= 40 Xte

I

e &2 MTP 841t 52 Ca* & A0
A

=0| SIACHAIES| 7t+=Z80] 2ot =T == IHE HElz gFE =
2). 220 AlPEE 2 A%e SQHo|Ea A-DE 72l DNA #AEE B7t
AZACE 2|2 A[HESEO| et 38 STL22XM ofo|it CHAREO] & €& A
QAo ZAZE =I5l NtFo| ER|ZE|MEE 2utE =0I5HRich WY A
ATY0AM HotE olstd =tFdl RE=HE0| 230 /S £+ 2L}, 2=l XNt
g Ees AMetE AER A R Hahe LAER|X| QRoF =HEY 4= giCh ZatH
o2 =2 At(sucrose) HF7I HdES=e ZEHTOIN XMM=ZZHHO|Z0t
CI2ko| DNA BEAMES F7HA7|e AR EIE|ACKHansen, 2008).

3) IHMtslE M E A (superoxide dismutase 1; SOD1) | BH 74 0K

20F b AL HYSHK| F2 OpSPWT) A ORAS w0[5t0] Al
Aol O|ESIRICE HiOLOA DNA &4 OtHE oI Ol 2ZHM Q| S Eut

VZEYO| Moy AERAS Sofl 2ES2 OO DNA &4 3 DDRE
E5h=X OlRE =el5t7| L[EAOI”UCL DNA &&= =elsty| flet bz

p-H2A X2t DDR ASOH7HA|, p-Chk1, p-Chk2, p53& ZQISIICt OFRA C17.2
ME E7] MEZFOME Z2 DNA &2 07 8 DDRAZ BZHHE ZHHSIY
Ct 2Ol St U TEEE2 p-H2AX ==& |2ISHA S7HAZALE p-Chk1,
p-Chk2 % p539| +=F2 ZAQ T U NHET FTAHOM ZF ASIYCE
2 A oM ZA Y FE DNA =& % DDR M=0O07HA|
= ZOIUCE Tempol(SOD1 FAH)S DNZET F& DNA &4
X DDRZ &A= A2 QI(RUCE ZEXCE, 2N Y 8 nuef

|_

e

0%

10
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2 DNA &2 RSt Aot AEZ A0 2lsi DDRZ
2 EjO} M2 QUste Z{OE HIE|YCHAIZO|AUZOLHE IR 2019).
4) E7|7t 2 WH=(shivering) FX[Z0| Cigt 2 sE2| F&E ZASH| 9
& O|AZEE2kisoflurane)22 OFE|A|Z] 274=9| E7)|
O O|83IRICE 3 7Hel #& A vz Az
60-100 mg/dLe| T L& ddst=E &gst
N HR Z2 200-300 mg/dLe Y s WHsEE Y
SIACE ZE S22 0 MR E2fAE FEE
BRSO AlZtY 2-3 °Cel M2 °%I’%*9E HO{EERICE K

TR 2l Eé*%!ol ﬂ._w EI71'-f

Rl

~
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M mo mo 12
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(3 AXIZO = 0009 (HY Z=E &= (mg/dl) + 356, r = 0.53].
2t "2l AX|Z2 g9 sk 100 mg/dLZt S7F 2oLt oF 1°C
2 28 gGuE dSARY MEE GRS MOtAZ|I=

=
HINE|QUCHAIZOIFZ I IR, 2019).
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4. Qoljd EF(Hazard Classification)
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5. ZE(Conclusion)

YAEZA0 HEEZ 0|8 FA FTEEZ SHAY ZI LDs0o e
25,800 mg/kg 2= ENE|YLCH

AA

HAEZRAE MFOAGFATEIIAL 9Y % H7HA 7ol =2 el(2015.

12y0f wep 57kE ofSfE "IHMZE, AlZX Sl ZOM H FAH el "IN =
M OARE R QAT MatA oHEgo| =olE 222 TEE 235858
Slo| 43l QMO H2 HOoZ ALREIC}

13
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