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The Clinical study in 83 cases for colorectal cancer
patients on the effects by Hangamdan (3 09&5%)
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Jung-Hyo Cho, Yeon-Weol Lee, Chang-Kyu Son, Chong-Kwan Cho

Department of Internal Medicine, College of Oriental Medicine, Tagjon University

Clinical studies were carried out 83 cases of patients with colorectal cancer treated by Hangamdan($7
&) from January lth 1998 to September 30th 2000.

The results were summarized as follows,

1. Distribution of those attached by colorectal cancer, by sex, showed that Male is more then Female,
by age, showed that the number of fifties is majority.

2. Distribution of diagnostic stage, in descending order; stage IN(53%,top), stage 1V(45.8%).

3. The effects of maintenance and improvement in the symptoms with traditional oriental
therapy(83.3%) and combined treatment of western and oriental therapy(92.1%) were observed. The
effects of the symptoms were as follows; diarrhea(37.3%), abdominal pain (25.3%), general body
weakness(22.9%), nausea(20.5%) and etc. in orders. »

4. Analysis of hematology attached by colorectal cancer, maintenance and increasing of WBC(89.9%),
RBC(74.7%), Hgb(81.1%), Platelet(92.4%) were observed. After taken Hangamdan, the safety of the
liver and kidney were as follows; maintenance and decreasing of AST(85.9%), ALT(94.8%),
GTP(87.5%), BUN(88.3%), Creatinine(90.9%) were observed.
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. of IL-12 and IFN-y attached by colorectal cancer, increasing of IL-12(53.3%), IFN-y(80%) were
observed.

. Analysis of QOL attached by colorectal cancer, maintenance and improvement of combined
treatment of western and oriental therapy(89.6%), traditional oriental therapy(83.3%) were observed.

. Analysis of survival in patients with IV stage of colorectal cancer, above 7 months(18.4%), 12
months(65.8%).

. Analysis of antitumor effects, maintenance of traditional oriental therapy(83.3%) and maintenance

and improvement of combined treatment of western and oriental therapy(80.5%) were observed.

Analysis of tumor marker attached by colorectal cancer, maintenance and decreasing of CEA(78.8%)

were observed.

. Analysis of curative valuation, maintenance and improvement of traditional oriental therapy(83.3%),

combined treatment of western and oriental therapy(72.7%) were observed.

From the above results, it is suggested that Hangamdan has significant effects of antitumor and immune

activity, also could be usefully applied for colorectal cancer patients by combination with western therapy

or alone.
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2 KipE BE P BRAEV THEID 83
£ PENRCR A1, TUES = E

ol ohe A EHEDY BHES BRI
shsich

2, & A

HF S RET HEES A MK
o] #3h o

HEM
BEE | 2% b (6]
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M E S1g-605kRE0) 3IHI39.8%)2 71 B
stool, 61%-708EES 18BI(21.7%), 418%-50%
BEL 1741(20.5%), 318&-40RE-S 95(10.8%),
715 -80RERES 4BI(4.8%), 1135-20%REL 26
(24%)9) gL 2 ebykth.(Table 1)

(13.3%), TEELS 6f1(7.2%), T+CE: 2 T+O+RE,
T+C+REES £ 4% 2612.4%)9) o2 el
t}.(Table 3)

Table 3. Distribution of type of treatment

Type of treatment Case(n) Percent(%)

Table 1. Distribution of Age T 6 72
Age Case(n) Percent(%) T+0 11 13.3
11-20 2 24 T+C 2 2.4
31-40 9 10.8 T+0+C 40 482
41-50 17 20.5 T+O+R 2 .24
51-60 33 39.8 T+C+R 2 24
61-70 18 217 T+0+C+R 20 24.1
71-80 4 4.8 Total 83 100.0
Total 83 100.0 T: traditional oriental therapy

O: operation
2, ol 0% ¢ hemmbers
TS HET RBE 2% 3% ¢ I8 4. BERER FEE

7F 44B1(53%) 2 7} Bk, N#ie 384
(45.8%), [ i< 1#(1.2%)9] o= eyt
t}.(Table 2)

Table 2. Distribution of diagnostic stage

Stage Case(n) Percent(%)
l 0 0
I ’ 1 1.2
i 44 53.0
v 38 45.8
Total &3 100.0

3, HEERY 9%

K= BE 838 AN aAdM e
T+O+CEE 0] 40%](48.2%)2 7}% B %3,
T+0+C+REL 206(24.1%). T+OREL 114

HIEER TE BRFRZ g7 316
(13ME 718 B3, BiES 214125.3%), &
FEHL 1941(22.9%), Bl - Bl 1760
(20.5%), 2HEE S 1261(14.5%), B - X
o K - B - 28ES £ 8519.6%), B
B - MRS - TS && 56(6.0%)9] HZ
Ebtth

FEAR FEE ) SloiM e B BRiaEE
A SFEL 261(33.3%), BlEB{Le 361(50%),
B 1567%) 2 ek, & - ¥ H#E
BB A = ATHE 2261(28.6%), BB 47
1(63.5%), ZE{L, 8B1(10.8%)2 @ BmiGHEE
o] & - ¥ HABREEY o] A4 Y
ettt ¥ ERPRIEARS HEEC i 244
(28.9%), FIEE1L 5041(60.2%), Bl 96!
(10.8%)2 e} oh(Fig.1)
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Fig.1. Improvement of clinical symptoms
5. MERAY KRB o7 H BR

MBS EET K% BEEY Ou$
) 8t Leukocyte(WBC)| A &= itk BN
7} 2141(26.6%), #EdF SOH(63.3%), W7t 84
(11.1%)8 & ¥, Erythrocyte(RBC)f| A & 1N
1961(24.1%), #FF 4061(50.6%), A7t 204
(25.3%)9 31, Hemoglobin(Hgb)el Al & #Hn 16

#1(20.3%), He¥ 4841(60.8%), A7 1561

(18.9%)% T} Platelet(Pit)ol| A & 10 24(2.5%),
HEF TIHI(89.9%), B b 151(7.6%)F 2.8,
Erythrocyte Sedimentation Rate(ESR)l| 4| & ##/11

1780(29.3%), #E+: 1961(32.8%), @A 7} 226
(379 . HERY FEES ¢ + e
Aspartate Aminotransferase(AST), Alanine
aminotransferase(ALT) - y—Glutémyltranspeptidase
(y-GTP)S} BEEEME ¢ 4 2+ Blood Urea
Nitrogen(BUN) - Creatinine 2} &ﬂjﬁ% ASTd)
A B/ 1141(14.1%), #5F 5861(74.4%), P
9%1(11.5%), ALTo| A& B 46I(5.2%), HEFF
7041(90.9%), #H4 351(3.9%), ¥-GTPA A & B
fn 64(12.5%), #EFe 3441(70.8%), & 841
(16.7%), BUNO| M= 3/ 9BI(11.7%), %+ 66
#1(85.7%), b 2451(2.6%), Creatinineo] A &= #
0 THI9.1%), HeHs 64451(83.1%), b 661(7.8%)
2 Jehon], Ty g8ty el g #ERE
< 87.3%2 e}t Th(Table 4)

6. IL-122} IFN-y 24t &4F

NEAS RAS XBER BE 838 ¢
Interleukin-12(IL-12)8} Interferdn-y(IFN-y).q B

Table 4. Changes of Blood Chemistry Findings in Patients treated with Hangamdan(HU5% 1)

Test pre-Treatment  post-Treatment p value  No. of Imp.*Cases(n)

WBC (45-110 102/4d) 5824231 60.9+2.1 Nst 2179
RBC(400-650 104/4) 419.9+6.5 426.3+7.7 p<0.05 19779
Hgb(12-18g/dl) 125+0.2 12.8+0.2 p<0.05 16/79
Platelet (15-45 104/4) 25.5+0.8 245408 NS 2/79
ESR(0-15mmv/hr) 22.1£1.9 21.5%2.1 . p<0.05 22/58
AST (<341U/L) 27.7+1.8 33.9+4.6 p<0.05 9/78
ALT (<38IU/L) 23.9+23 23.8+25 - NS 377
7-GTP (<50IU/L) 49.4+9.6 482497 NS 8/48
BUN(7-21mg/d!) 14.84+0.6 16.1+£1.3 p<0.05 277
Creatinine(0.7-1.5mg/d!l) 2.4 +14 1.0x0.1 NS 6/77

* Imp.: Improvement

t values ‘are represented as Mean SE(Standard Error)

¥ NS: Not Significant
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Table 5. Changes of IL-12 - IFN-y in Patients treated with Hangamdan($i#E})

Test pre-Treatment post-Treatment p value No. of Imp. * Cases(n)
IL-12 2311t 3144272 © NS¥ 8/15

" IFN-y 69+27 13.54+23 P<0.05 . 12115
Test pre-Treatment post-Treatment p value No. of Imp.*Cases(n)

* Imp.: Improvement

T Values are represented as Mean SE(Standard Error)

# NS: Not Significant

BREF THERD 1589 IL-129} IFN-ye] 8L
e IL-121 M &= i 84U(53.3%), MHF 351
(20.0%), #b 7} 451(26.7%)2 e}, IFN-Y
ol M= #hn 1261(80.0%), HeFF 151(6.7%), b
7} 261(13.3%) 2 e}t (Table 5)

7. Quality of life(QOL) 2t o#F

MRS RAT KER BE 8% b B
SBIGHRES & - ¥5 HBBERY QOLY
Bibe BF BREEFIAN T HE 445
(66.6%), ¥ L ZE 1(16.7%), Bt 15
(167%)2 Jebston, & - #F HARFERI
M e 1441(18.2%), #FE R KEL 556!
(71.4%), BitE 841(10.4%)3 vhebwtch.(Table
6)

Table 6. Distribution of change of QOL

Change of QOL A(%) B(%)
Improvement 4(66.6) 14(18.2)
Maintenance 1(16.7) 55(71.4)
Aggravation 1(16.7) 8(10.4)

Total 6(100) 77(100)

A: traditional oriental theraphy
B: combined treatment of western and oriental
therapy

8, Vi KIBE B& £#X o

MEASR 3MER L BB KEE BE
83% h VHIZ 2Hrde 38%¢A 3@EA A
TEA LIA £ HFEL 6f1(15.8%), AN A 12
A LA £FEL Hi(8.4%), 2R BB
EFFEEL 2501(65.8%)2 et (Fig 2)

Case(%)

8M-12M 'Above 12M

Duration of survival

Fig.2. Survival rates of [Vstage of colorectal
cancer

9, EHI| B AR

MBS 2 3MEA UL hES KBE BE
83% 9 HEEAY] Bite B BREHFEA
E MR SHI83.3%), B 1B1(167%)2 Ve
I, % - EH HERRERANE E2EE 16
(1.3%), B Bf% 9BI(11.7%), HEFF 526(67.5%),
El 1561(19.5%) 2 JeElged, BEaR7] 7}
Eke BE b VH KigE BES Z% 7H
B AEFEFES HIEY A= & - EF HAEE
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Bol M 1BICEAL 156 & 73.3%), BH Bk
BRA A= 15IEL 18] % 100%)2 JEbS
o =3 KEE 8% 834 P BREIT TRl
9 66&° EHEAVIY BILE Rutde
Carcinoembryonic antigen(CEA)B{LZE| A &=
b 1161(16.7%), e 4141(62.1%), Him 146)
(21.2%)2 W}e}skch.(Table 7)

Table 7. Distribution of antitumor effects

Size A(%) B(%)

Complete response 0(0.0) 1(1.3)
Partial response 0(0.0) 9(11.7)
Maintenance 5(83.3) 52(67.5)
Aggravation 1(16.7) 15(19.5)
Total 6(100) 77(100)

A: traditional oriental theraphy
B: combined treatment of western and oriental
" therapy

10 it JameTR o

TR A Kinfk B8 834 B
BEET BH EREERIAAN T BN 26
(33.3%), %k 261(33.3%), B5E W16.7%), BE4k, 1
Fi(167%)2 Vel R, & - #H HRERE A
= B 100(12.9%), A% 12450(15.6%), 2258 34451
(d4.2%), TAL 2141(27.3%)2 Febsteh(Table 8)

Table 8. Distribution of Valuation

Valuation A(%) B(%)
Greatly efficiency 2(33.3) 10(12.9)
Efficiency 1(16.7) 12(15.6)
Maintenance 1(16.7) 34(44.2)
Aggravation 2(33.3) 21(27.3)
Total 6(100) 77(100)

A: traditional oriental theraphy
B: combined treatment of western and oriental
therapy
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