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The Effects of ChondroT on Thrombus in FeCls-induced Rats
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Objectives This study was designed to investigate the effects of ChondroT on throm-

bus in FeCls—induced rats.

Methods We exposed FeCls to rat’s carotid artery to induce thrombus. Specimens
were divided in 5 groups; Intact, Control, ASA10 (aspirin 10 mg/kg), CT100 (ChondroT
100 mg/kg), and CT200 (ChondroT 200 mg/kg), each n=6. We investigated throm~-
boxane, platelet activating factor (PAF), histological change, lipid metabolism, trans-
aminase, leukocyte, erythrocyte and thrombocyte level.

Results In ASA10, CT200 groups, there was significants decrease in both thrombox-
ane level and total cholesterol level, compared to control group and there were sig-
nificant histological changes of blood vessel, compared to control group. In CT200
group, there was significant decrease in PAF level, compared to control group
(p€0.05). In ASA10, CT200 groups, triglycerides level tended to decrease, compared
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Conclusions Based on these results, it could be suggested that ChondroT was effec-
tive on thrombus in FeCls-induced rats, and further study is needed to conduct a rig—
orous clinical research. (J Korean Med Rehabil 2020;30(3):45-56)
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Hd HZ el e BEG A5 HFEE] HAE
Hl2H Zo]=24 454l (non-steroidal anti-inflammatory
drugs, NSAIDs)Y acetaminophen 5-°] 7% &3] AME-H
I YT, vl 2E 2o]4 &S AI(NSAIDs)+= prosta-
cyclin pathway & *Fallsh= 7|H o= Q8 & 78
sk FAbgo] B acetam1nophen~ AES
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ChondroT+= A WA X SAZ 7L F0 A
A2 6N, EEE, EN, SHE, FeE 95
t}. Bae 5'73 Jeong 5'V2] Aol ChondroTE 5
oA dF At dSAE BT BT} I,
Won 5'2¢] eAtol| = ChondroTe] X5 &3} 7]4&
Btk =3 Lim 593 Jeong'V2] 1504 ChondroT 2]
Sprague Dawley (SD) rat &3] 3 HHE- 747 Fof A5to])
A1 2,000 mg/kg/day7HA] F-=4] #H(No Observed Adverse
Effect Level)o] &A1= %lom, Kim 5V AFolA
ChondroT 743 221} ChondroT9] @831 37} A+
H uk A

FeCLE ZsHe] dHS 83 rate =9 &8
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Kl %'%—% f1all FeCls
2e-S Aesep ),
:TLOH/H ChondroT 37} FeCLZ F43
@ﬁoﬂ nX= Y-S BEs7] 98 thromboxane,
platelete activating factor (PAF)S] SA %=, A A AL
%, transaminase, erythrocytes, leukocytes, thrombocytes
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ChondroT F0{7} FeCLZ H @40 vX& I

WstaL m|FAA o] EAEA FEF Fste] ¢
AEHMS 223X T 40% FeCl;2 24! filter paper
3 HESAZAthFig. 1).

AAA L@ 2, &, TS ol 8std Ases 5
AR, FF T2 acetylsalicylic acid 10 mg/kg=
73T T35l A3 ChondroT 100 mg/kg, ChondroT
200 mgkgs 74T FosH L, xS 55| ¢
(A2 Hr, saline)yS T Fo3t3ith

3) & =22

oulgt A= &2 22 A (Intact, n=6), FeCls
£ o] 83 A5 ¥4 A £ saline2 T3 thx=T
(Control, n=6), FeCl;& ©]&3%F 7

acetylsalicylic acid 10 mg/kg T3¢ N ZT(ASALO,
n=6), FeCl,2 ©]&3%t &% A § & ChondroT
100 mg/kg F1 8 AHF(CT100, n=6), FeCly& ©]-8-3F
735 & 8 ¥ ChondroT 200 mgkg FoI 23
F(CT200, n=6)°.2 22|51k

N

4) Enzyme-linked immunosorbent assay (ELISA)
0| 2|5t thromboxane &3

Thromboxane =72 Rat Thromboxane (BIOMATIK,
Wilmington, DE, USA)E ARM83l] =431t} Rat
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Fig. 1. Blood flow in the carotid artery of a wild type mouse
after a FeCls induced injury and calculation of time to occlusion.

Thromboxane©| coating microplate®l] Rat Thromboxane
standard, serum 50 pLE #H7} &
Ab 50 uL 57} ¥ plate cover= tapping 3+ ol 1%t
mixing&}al 37°Cell 45‘:' 123+ TE. Washing solution
350 pL= 33] washing ¥ HRP-avidin 100 uLE #7}s}
Q37 37°Col 30% WX]SFHTE. Washing
solution 400 pL= 53] washing $ Substrate Reagent
90 puLE F7F3Ial plate coverE Bl 37°Coll(dark’dEl)
1523 WA S-S FAA717] f8f Stop
solution 50 pLE plate®ll ¥ % microplate reader (EZ
Read 400; Biochrom, Cambridge, UK)E AF8-3}o] 450
nmol| 4] optical density (OD)E S35t Standard curve
£ TH=0] sample®] thromboxane Y-S A3} Th

Biotinylated Detection

a1 plate covers

5) ELISAO| 2|5t PAF £

PAF Z7%-& Rat PAF (BIOMATIK)E AM&3le] =74
39Tk Rat PAF7} coating® microplate®] Rat PAF
standard, serum 100 pL&
ping%F F-oll 123+ mixingskal 37°Col| 2413 4|6k
t}. Biotinylated antibody 100 pLE 37}SIaL plate cover
E G 37°Cel 1AIZF W8T Washing solution
400 uL= 33] washing ¢ HRP-avidin 100 pLE H7}skal
plate coverE Bl 37°Cel 1At WA]8FH T} Washing
solution 400 L= 53] washing ¥ TMB Substrate 90 pL
£ H7V8kAL plate coverE HaL 37°Col|(dark “JEN) 30+
b A ST WANES-S FAAI7]7] 9180 Stop sol-
ution 50 uLE
Read 400; Biochrom)E AF&-3}4] 450 nmol|4] ODE =
3t t). Standard curveE THEO] sample®] PAF &
A ST

H7F3kAL plate coverZ tap-

plate®ll 22 ¥ microplate reader (EZ

o
BEE AETES e 9 78 3HE A v
G AR S £ S| AAAATE &4 s
HE A HAT] 28-S 98l @ &S suture thread
£ o] 83l ©ts] H& F 735 3~4 mmE 2S5
FAv A g ZARES A& Y8l 2274 A(Bouin

solution)ol] 24Xt A 7)aL B4AQ) 22 A& 3
AE AA st Zog & AHE4 um FA)S AZ
3} ). Hematoxylin-Eosin G445 53l 3 229 =
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ejE @3 o= AAhA 57 <2 total cholester-
ol (TCHO), high-density lipoprotein-cholesterol (HDLC),
triglyceride (TG)&= ZHZt TCHO-PII Slide (Fujifilm
Corporation, Tokyo, Japan), HDL-C-PIII Slide (Fuyjifilm
Corporation), TG-PIII Slide (Fujifilm Corporation)E A}
43199 2™, Fuji Dri-Chem Clinical Chemistry Analyzer
(DRI-Chem 4000ie; Fujifilm Corporation)S-2 =73}
Rk

8) s &8

2EE 4o 1 U)F

acetic transmine (GOT; aspartate aminotransferase [AST]),

=74 521 glutamic oxalo-

glutamic pyruvic transmine (GPT; alanine transaminase
[ALT])= 22t GOT-AST PIII Slide (Fujifilm Corporation),
GPT-ALT PII Slide (Fujifilm Corporation)& AH&-3F%
9™, Fuji Dri-Chem Clinical Chemistry Analyzer (DRI-Chem
4000ie; Fujifilm Corporation) 2.2 =73}t

2|

s

o) 3z U By

Aol 2ot ozl W F 2F 100 uLE ethyl-
enediaminetetraacetic acid-bottle®]] 2 & IHIZ
Multispecies Hematology Analyser (HEMAVET®950; The
Americas Drew Scientific Inc., Oxford, CT, USA)®l 5~
43k white blood cell (WBC), red blood cell (RBC),
hemoglobin (HB), hematocrit (HCT), mean corpuscular
volume, mean corpuscular hemoglobin, mean corpuscular
hemoglobin concentration, platelet (PLT), leukocytes, er-
ythrocytesE S43F3 0™, U A &2 VS-6000CFi
(FPAFE, AL, =)ol A 20837 3,000 rppm O Z
Aldste] 42 Eelstath

3. SAIXE]
2 Aol A dojx] S F-2 Excel statistic program
(Microsoft, Redmond, WA, USA)S& ©]-&3}e] H3} &

£ Q2 Z{meantstandard error)= YERJS S, SPSS 21.0
ver. for Windows (IBM Co., Armonk, NY, USA)E A&
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stz o ko] AR A4S stth H]””’“ Ll
H<Ql Mann-Whitney U testE Al3J3t] =0.05 5~

0=0.01 oA FY48<s A-3AT
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1. Thromboxane &-40|| O|X|= &gt

boxane &/del P|A|= FFe WEHI Az
626.8+41.0 pg/mL, TNZET-E 865.7+72.3 pg/mL-S YER]
o] Aol visl iz ot 371 eI,
ASA10T-S 451.3+63.5 pg/mL, CT100-S 851.2+100.3
pg/mL, CT200S 468.8+84.8 pg/mLS UERNIITH
ASA107, CT200oA &7} BlwsldS o f-2
3HAl A3 tHp<0.01)(Fig. 2, Table I).

>

2. PAF &40j 0|X|= G

ChondroT €% 47} FeCl; 4 dA rat®] PAF
Aol mR= Fas BES A, A 2.12+40.19
pg/mL, &2 2.98+0.33 pg/mL— ek o] A3
o HlSt hRTL Fol3 =712 JERAL, ASA10
TS 2.09+0.51 pg/mL, CTloo—E% 3.36+0.75 pg/mL,

1000 #

- L

aon

600

Thromrboxane (pgl)

Intact Cantrol ASAlID cTio0 cT200

Fig. 2. Effect of ChondroT administration on the thromboxane
level in rat model of FeCl; induced carotid arterial thrombosis.
Values are presented as meantstandard error. Intact: no treatment,
Control: 40% FeCl; and saline, ASA10: 40% FeCl; and ad
ministration of acetylsalicylic acid 10 mg/kg, CT100: 40%
FeCls and administration of ChondroT 100 mg/kg, CT200:
40% FeCl; and administration of ChondroT 200 mg/kg.
#p<0.05 versus Intact group, **p<0.01, versus Control group.
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CT200& 2.10+0.23 pg/mL-S YERN ST CT2007&
izt vt S W frolshAl 1HAaskth(p<0.05)
(Fig. 3, Table I).

ChondroT €3 F7} FeCl; 72 @A rat] 74
o d@o] 2 WHilo| mX= A FEdH
I, izl dF-e Aol vlslke] A3 ) YA
l"i—l"fr«l o] FEHAY, € PR dAFF LS

ol k] ASA10 CT20072] & U
*;% HEO &2 JAEN Y, € PHAERE T

ATKFig. 4).
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4. X[ZCHA]| O|X|= Bt
1) TG &

ChondroT &8 FEoi7} FeCls 8 A rate] TG &
ol Px|= RS WES A A2 103.549.9 me/dL,
hZT-8 132.3437.3 mg/dLE YERARA I, ASA10T-S
59.4+6.9 mg/dL, CT100S 135.4£22.6 mg/dL, CT200
T2 114.6+36.3 mg/dLE YERHSITE ASA1073 CT200
TS fEzrH vwsials o ZAske e By
(Fig. 5, Table II).

Table I. Changes on Thromboxane and PAF Contents after
ChondroT Administration in Rat Model of FeCl; Induced
Carotid Arterial Thrombosis

Group Thromboxane (pg/mL) PAF (pg/mL)
Intact 626.8+41.0 2.1240.19
Control 865.7+72.3* 2.98+0.33*
ASA10 451.3+63.5" 2.09+0.51
CT100 851.2+100.3 3.36£0.75
CT200 468.8+84.8" 2.10+0.23°

Values are presented as meantstandard error. PAF: platelet
activating factor, Intact: no treatment, Control: 40% FeCl; and
saline, ASA10: 40% FeCl; and ad ministration of acetylsalicylic
acid 10 mg/kg, CT100: 40% FeCl; and administration of
ChondroT 100 mg/kg, CT200: 40% FeCl; and administration
of ChondroT 200 mg/kg. #p<0.05 versus Intact group, *p<0.05,
versus Control group, **p<0.01, versus Control group.

5.0 r
4.0

#
3.0 r

2.0 r

PAF (pg/mi)

1.0 r

0.0

Intact Control ASALD CT100 CTZ200

Fig. 3. Effect of ChondroT administration on the PAF level in
rat model of FeCl; induced carotid arterial thrombosis. Values
are presented as meantstandard error. PAF: platelet activating
factor, Intact: no treatment, Control: 40% FeCl; and saline,
ASA10: 40% FeCl; and ad ministration of acetylsalicylic acid
10 mg/kg, CT100: 40% FeCl; and administration of ChondroT
100 mg/kg, CT200: 40% FeCl; and administration of ChondroT
200 mg/kg. #p<0.05 versus Intact group, *p<0.05, versus Control

group.

Fig. 4. Effect of ChondroT administration on histological changes
of blood ves sels in rat model of FeCl; induced carotid arterial
thrombosis. Blood vessels were stained using Hematoxylin-Eosin
(Original magnification: x100). — (red arrow): collagen fibers,
O (red rectangle): 7 enlarged source. Intact: no treatment, Control:
40% FeCl; and saline, ASA10: 40% FeCl; and ad ministration
of acetylsalicylic acid 10 mg/kg, CT100: 40% FeCl; and
administration of ChondroT 100 mg/kg, CT200: 40% FeCl;
and administration of ChondroT 200 mg/kg.
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2) TCHO &&

ChondroT £ F7} FeCl; F&¢ @4 rate] TCHO
shegoll PR PSS A, AT 66.3+£2.4
mg/dL, HZET-& 67.8+2.2 mg/dLE YER AL, ASA10
T2 61.0+1.2 mg/dL, CT1007-2 63.0+4.3 mg/dL, CT200

2 58.6+2.1 mg/dLE YERHRITE ASA1077 CT200
T2 & HwsklS o -FefshAl 4asth(p<0.05)
(Fig. 6, Table II).

Ir oo

Table IL Changes on the Serum TG, TCHO and HDLC
Contents after ChondroT Administration in Rat Model of
FeCl; Induced Carotid Arterial Thrombosis

Group TG (mg/dL) TCHO (mg/dL) HDLC (mg/dL)

Intact 103.5£9.9 66.3+2.4 42.7+2.4
Control 132.3+£37.3 67.8£2.2 43.7+1.4
ASAI10 59.4+6.9 61.0£1.2° 38.8+1.4
CT100 135.4422.6 63.0+4.3 42.843.7
CT200 114.6£36.3 58.6+2.1° 37.842.2

Values are presented as meantstandard error.

TG: triglyceride, TCHO: total cholesterol, HDLC: high-density
lipoprotein-cholesterol, Intact: no treatment, Control: 40% FeCls
and saline, ASA10: 40% FeCl; and ad ministration of acetylsalicylic
acid 10 mg/kg, CT100: 40% FeCl; and administration of ChondroT
100 mg/kg, CT200: 40% FeCl; and administration of ChondroT
200 mg/kg.

*p<0.05, versus Control group.

200

|_.

TG{mgddid

=]
=]

S0

Intact Contral ASAID CTi00 CTz00

Fig. 5. Effect of ChondroT administration on the TG level in
rat model of FeCls induced carotid arterial thrombosis. Values
are presented as meantstandard error. TG: triglyceride, Intact:
no treatment, Control: 40% FeCl; and saline, ASA10: 40%
FeCl; and ad ministration of acetylsalicylic acid 10 mg/kg,
CT100: 40% FeCl; and administration of ChondroT 100 mg/kg,
CT200: 40% FeCl; and administration of ChondroT 200 mg/kg.
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3) HDLC &

ChondroT H FEo7} FeCly 24 @4 rat®] HDLC
ol wx)= 03?‘%}—% S Ay}, AT 42,7124
mg/dL, ThZTS 43.7+1.4 mg/dLE YERNRIIL, ASAL0
T2 38.8+1.4 mg/dL, CT100- 42.843.7 mg/dL, CT200
T2 37.842.2 mg/dLE YERATE thZ27 3 ¥laske)
< o 24 APTL Fo7 ApolE VEWA] FUTHFig.
7, Table II).

Foko

100

75

S0 F

TCHO(ma/dl)

25

Intact Contral ASAID CTi00 CT200

Fig. 6. Effect of ChondroT administration on the TCHO level
in rat model of FeCl; induced carotid arterial thrombosis.
Values are presented as meantstandard error. TCHO: total
cholesterol, Intact: no treatment, Control: 40% FeCl; and saline,
ASA10: 40% FeCl; and ad ministration of acetylsalicylic acid
10 mg/kg, CT100: 40% FeCl; and administration of ChondroT
100 mg/kg, CT200: 40% FeCl; and administration of ChondroT
200 mg/kg. *p<0.05, versus Control group.

B0

HDLC(mg/dI)
wy 4
[=} o

[T

Intact Control ASAID CTi00 CTz00

Fig. 7. Effect of ChondroT administration on the HDLC level
in rat model of FeCls induced carotid arterial thrombosis.
Values are presented as meantstandard error. HDLC: high-density
lipoprotein-cholesterol, Intact: no treatment, Control: 40%
FeCl; and saline, ASA10: 40% FeCl; and ad ministration of
acetylsalicylic acid 10 mg/kg, CT100: 40% FeCl; and
administration of ChondroT 100 mg/kg, CT200: 40% FeCl;
and administration of ChondroT 200 mg/kg.
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5. Transaminase &12H0]| O|X|

1) AST &t2f

2 67.7+2.9
U/L, HL_—TI 74.0+ 3L, ASA10T2
64.8+3.2 U/L, CTI1007-S 80.2+5.8 U/L, CT2007-2
70.4+6.1 ULS YEPHATE o2 Hlwstle o
Zh AT o Aol UERNAl etthFig. 8,
Table III).

2) ALT &

Fe TS A Xé*&%% 26.3+0.7

2.7 UL< YERASLAL, ASA10T2
24.6£1.3 U/L, CT1003-S 29.2+2.1 U/L, CT2007-
26.6+1.1 UL< YT tiZ2T 3 vlwstele o
Zb AP o3k AolE YRR etth(Fig. 9,
Table III).

6. Leukocytes S}

ChondroT £%F% F&7} FeCl; 72 A rat2] leu-
kocyte W3}l WA= FEFS #E3H A3}, WBC lympho-
cytes, monocytes, eosinophils2] 7-¢- thZ7oll ¥ s3]
< o A4 APTLS 7T AolE HERNA &gkon)

Table IIL Changes on the Serum Transaminase Contents after
ChondroT Admin istration in Rat Model of FeCls; Induced
Carotid Arterial Thrombosis

Group AST (U/L) ALT (U/L)
Intact 67.7+2.9 26.3+0.7
Control 74.0+4.2 26.8+2.7
ASA10 64.8+£3.2 24.6+1.3
CT100 80.2+5.8 29.242.1
CT200 70.4+6.1 26.6+1.1

Values are presented as meantstandard error.

AST: aspartate aminotransferase, ALT: alanine transaminase,
Intact: no treatment, Control: 40% FeCl; and saline, ASA10:
40% FeCl; and ad ministration of acetylsalicylic acid 10 mg/kg,
CT100: 40% FeCl; and administration of ChondroT 100 mg/kg,
CT200: 40% FeCl; and administration of ChondroT 200 mg/kg.

neutrophils®] 79~ thZ& ol Ha3k3-& = CT100]
A frelshAl 248 tHp<0.01)(Fig. 10, Table IV).

7. Erythrocytes % thrombocytes Hat

ChondroT &% FoJ7} FeCl; & A rat®] eryth-
rocytes 3 thrombocytes ¥i3}el VX FFe B#E3H
A, iz BlasklS W RBC, HCT, HB, PLT9
AT 2 AR 7o AfolE UERA &S THFig.
11, Table V).

100 -

75 T I

w
o

ASTIL

25

Intact Confrol ASAID CT100 CTz00

Fig. 8. Effect of ChondroT administration on the AST level
in rat model of FeCl; induced carotid arterial thrombosis.
Values are presented as meantstandard error. AST: aspartate
aminotransferase, Intact: no treatment, Control: 40% FeCl; and
saline, ASA10: 40% FeCl; and ad ministration of acetylsalicylic
acid 10 mg/kg, CT100: 40% FeCl; and administration of
ChondroT 100 mg/kg, CT200: 40% FeCl; and administration
of ChondroT 200 mg/kg.

40 r
30 -

20

ALT{UIL)

Intact Control ASAI0 CT100 CT200

Fig. 9. Effect of ChondroT administration on the ALT level
in rat model of FeCl; induced carotid arterial thrombosis. Values
are presented as meantstandard error. ALT: alanine transaminase,
Intact: no treatment, Control: 40% FeCl; and saline, ASA10:
40% FeCl; and ad ministration of acetylsalicylic acid 10 mg/kg,
CT100: 40% FeCl; and administration of ChondroT 100 mg/kg,
CT200: 40% FeCl; and administration of ChondroT 200 mg/kg.
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Fig. 10. Effect of ChondroT administration on the Leukocytes level in rat model of FeCls; induced carotid arterial thrombosis.
(A) White blood cell (WBC), (B) neutrophils (NE), (C) lymphocytes (LY), (D) monocytes (MO), (E) eosinophils (EO). Values
are presented as meantstandard error. Intact: no treatment, Control: 40% FeCl; and saline, ASA10: 40% FeCl; and ad ministration
of acetylsalicylic acid 10 mg/kg, CT100: 40% FeCl; and administration of ChondroT 100 mg/kg, CT200: 40% FeCl; and
administration of ChondroT 200 mg/kg. ##p<0.01 versus Intact group, **p<0.01 versus Control group.

Table IV. Changes on the Blood WBC, Neutrophils, Lymphocytes, Monocytes, Eosinophils Contents after ChondroT Administration
in Rat Model of FeCls in Duced Carotid Arterial Thrombosis

Group WBC (K/uL) Neutrophils (K/uL)  Lymphocytes (K/uL)  Monocytes (K/uL) Eosinophils (K/uL)
Intact 4.54+0.43 0.72+0.05 3.66+0.38 0.1120.02 0.04+0.005
Control 2.87+0.24" 0.64+0.04 2.12£0.21% 0.090.02 0.01=0.002%
ASA10 3.03+0.59 0.54+0.09 2.38+0.49 0.09+0.02 0.02+0.007
CT100 2.19+0.33 0.41x0.03" 1.69£0.31 0.080.01 0.01£0.004
CT200 2.7740.50 0.62+0.17 2.04:0.42 0.10+0.04 0.010.002

Values are presented as meantstandard error.
WBC: white blood cell, Intact: no treatment, Control: 40% FeCls and saline, ASA10: 40% FeCl; and ad ministration of acetylsalicylic
acid 10 mg/kg, CT100: 40% FeCl; and administration of ChondroT 100 mg/kg, CT200: 40% FeCl; and administration of ChondroT

200 mg/kg.

#p<0.01 versus Intact group, **p<0.01 versus Control group.
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Fig. 11. Effect of ChondroT administration on the erythrocytes and thrombocytes level in rat model of FeCl; induced carotid
arterial thrombosis. (A) Red blood cell (RBC), (B) hemoglobin (HB), (C) hematocrit (HC), (D) platelet (PLT). Values are presented
as meantstandard error. Intact: no treatment, Control: 40% FeCl; and saline, ASA10: 40% FeCl; and ad ministration of acetylsalicylic
acid 10 mg/kg, CT100: 40% FeCl; and administration of ChondroT 100 mg/kg, CT200: 40% FeCl; and administration of ChondroT

200 mg/kg.

Table V. Changes on the Blood RBC, HB, HCT, PLT Contents after ChondroT Administration in Rat Model of FeCl; Induced

Carotid Arterial Thrombosis

Group RBC (M/uL) HB (g/dL) HCT (%) PLT (K/pL)
Intact 7.23+0.11 13.37+0.26 48.45+0.52 901.7423.7
Control 7.13+0.07 13.7840.19 48.85+0.87 1,046.5+77.5
ASA10 7.18+0.08 13.73£0.31 48.30+0.83 1,043.8424.7
CT100 7.30+0.13 13.85+0.28 48204122 1,111.3424.7
CT200 8.18+1.19 16.4642.52 55.24+7.94 1,018.6+23.2

Values are presented as meantstandard error.

RBC: red blood cell, HB: hemoglobin, HCT: hematocrit, PLT: platelet, Intact: no treatment, Control: 40% FeCl; and saline, ASA10:
40% FeCl; and ad ministration of acetylsalicylic acid 10 mg/kg, CT100: 40% FeCl; and administration of ChondroT 100 mg/kg,

CT200: 40% FeCl; and administration of ChondroT 200 mg/kg.
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