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Studies on Metabolism of RNase Inhibitor Activity, Sialic Acid
and Lipids in Human Serum
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7.6¢0 HEARE) 0.2m! & Jinste] free RNale i
s Ao Jigken #Estyh

% RNase inhibitor #[7%E

Sigma Co. % pancreatic RNase #&< 0.1%
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Table 1. Free alkaline RNase and RNase inhibitor activities in maternal and fetal serum

Free RNase activity | Total RNase activity (Pancreatic RNase activity

RNase inhibition
12}

Sg{g— (Unit) Cunit) '(unit) (%)
No. ControI}Mother Fetus |Control Mother“ Fetus ControlIMother} Fetus ControllMother[ Fetus
1 | 243 256|366 284|370 305  mg 370 445 1] 10l 5
2 242 190, 235 272 365 353 377 315 470 20 33 0
3 227 225 310 254 354 391 380 325 371 19I 31 20
4 185 257 346) 237 303 359 355 315 364 25 33 22
5 251 245 295 280 350 370 407, 365 410 14! 22 13
6 302 2220 251 33 268 3000 412 316 375 1z 3 20
7 227 235 267 157] 265 310 385 315 368 18 33 22
8 321 %0 290 329] 310 325 422 334 382 10‘ 28 19
9 327, 225 240 340 - — 410 317 362 13 31 23
10 227 235 325 276) — — 379 310 363 20 34 23
11 — 295, 305 — — —] — 336 352 — 28 25
12 —| 259 285 — — - —| M5 375 — 26 20
Mea 2405 | 3 |
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Fig. 1. Correlation of RNase inhibitor activities between maternal and fetal serum.
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Table 2.

Sialic acid contents of maternal and fetal serum

Fetus

s Cotrol Mother
ample No. sialic adid o - e e
alic acid sialic acid
Sex Age | “(mg/al) Age " (mg/d1) Sex (mg/d1)
1 F 3 135 29 233 M 57
2 F 5 124 31 241 M 89
3 F 30 131 40 198 F 67
4 M 35 174 23 260 F 110
5 M 35 154 28 197 F 56
6 F 37 139 29 230 M 109
7 M 45 158 33 197 F 107
8 M 47 204 25 212 M 11
9 M 56 110 27 113 M 87
10 M 62 210 39 148 M 88
MeanS. D sakar7 | — | 203ta2 — 86-19.1
t=186 P <0.05
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Fig. 2. Correlation of sialic acid contents between maternal and fetal serum.
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Table 8. Lipid contents of maternal and fetal serum
Sample No. Tr(igllgy/cg]r)ide Free(f:gtgyl’)acid Rh(o;};l}glli)pid FreeC ;T:l}éc}{iels)terol gf:ﬁ;:tfggl
. _ mg/d)
1 92 15 84 48 108
2 60 20 118 40 84
3 140 23 144 32 136
4 52 15 92 24 92
5 118 23 180 52 120
6 80 12 176 20 120
7 108 24 152 52 100
8 160 13 132 32 124
9 164 11 152 64 140
10 112 12 112 44 160
MeantS.D 109+-36.8 17+4.9 141+33. 4 41+13.1 1194+22.2
1 585 26.6 256 78.2 188
2 361 14.0 234 57.8 164
3 370 14.0 183 91.8 164
4 318 11.2 333 64.6 154
5 585 21.7 264 85.0 244
6 366 14.0 242 80.1 181
7 576 23.8 269 66.3 161
8 380 25.0 204 54.5 120
9 409 14.0 282 73.2 209
10 580 14.8 279 78.0 212
Mean+S.D 453+106.8 17.9%5.3 254.6139.9 72.9111.3 180£33.3
1 42 3.3 150 9.0 45.6
2 105 5.6 90 12.6 31.6
3 84 3.7 136 27.0 46.4
4 19 4.5 138 28.8 40.9
5 112 5.8 90 10.8 33.6
6 53 3.9 151 13.5 35.0
7 84 4.4 108 27.0 46.4
8 75 6.8 113 18.7 25.2
9 106 3.4 122 18.4 36.0
10 50 3.4 114 24.0 49.6
MeandS5.D 76:+25.0 4.5+1.1 121.2421.2 19.046.2 3901£7.5

P # BEAA iodine ZHAE 2o %Y & KH
spot & B|EA stk (Fig. 1) H&E £ K band 9
WERE spatel & At FIHEAA Qo] =¥
APl &A F& % 5mle B LSO, E Mmeld
£E0] 200°C oven %ol 4530 HEsA7F 1550
Bt SEste df LR #ebed  375mm o) A
Spectronic 20 spectrophotometer & A}-&£3}ed optical
density & FEstelel. @9 #HEA % BEL Fe

HANA AL 2712 A B ol A—T ez
HET A€ blank 2 Agke).

R e

PRt BB =+ Sigma. Co #§ standard fiol
D. L-a-lecithin, linoleic acie, triolein, cholesterol B
cholesteroyl stearate & st} LI E¥ypE-L
#4 10mg/ml 2] BE}F |2 & HW CHCL o %A
A OBHERHZ A d g de @E= s
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variable # spotting &) miFatite - Hkez
mEsle] @ BE 0.D o) Mg Rt
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Fig. 3. Thin-layer chromatogram of authentic
and serum lipids.
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Fig. 5. Correlation of lipid contents between maternal and fetal serum.
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Fig. 6. Histogram of serum lipid contents of mother, fetus and control group.
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im# triglyceride(TG) & :

AR, MBRHRERS Kasted E3E 455 9 6@l
of FErabgled A W KR mE TGRS »ad ¥
%7} 4531+106. 8mg/dl, #¥&7F 76125 0mg/dl 24 &
B (7 R ks 3 # 65 He = HE
2Eo] 109133 . 8mg/dl Bl x W53 o} BRI
BRE(E ete) wo(P<0.0D.

M free fatty acid(FFA R:

BERE W pARe) iy FFA &8 vwl Bai:s 17.9
5. 3mg/dl A PAFRA{ES] 4.511. Img/dl o] JL&bed 4%

oz HEEY 17.044. 9mg/dl b= A9 )

UL Zhe] B4R mife) TG R FFAB L mEfin
vf s g = EREEe] TG e HEfEecie
458 € AL 4 4+ U

1% phospholipid (PL)E:

EEEMmES] PLEE 254%39.9mg/dl=d {7
12121, 2mg/dl B v 265 713 wow] HBEES 141+
3Bme/dl ¥te A5 @, o] s} o] EEo] gle]
miif PLE= HES Sl sled ¢ 4+ 47 =
Hu BRI SHEel A gl
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BRI o] free cholesterol 3} ester 3 cholestorol
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Table 4. RNase inhibitor activities in serum of varying cancer patients

Free RNase Total RNase Pancreatic RNase

Sample No. Sex Age Activity Activity RNase Activity Inhibiion
(unit) (unit) (unit) %>

Contol group

1 M 31 243 284 418 11
2 M 26 242 272 377 20
3 M 20 227 254 280 19
4 F 30 185 237 355 25
5 M 35 251 280 407 14
6 M 35 302 335 412 =
7 F 37 227 257 385 18
8 M 45 321 325 422 10
9 M 47 327 340 410 13
10 M 56 227 276 379 26

MeantS.D. 55144 - — 16+4.7

Hepatoma

1 M 44 H7 360 436 8
2 ’ 36 310 357 397 15
3 r 45 277 300 374 21
4 R 30 328 U5 405 14
5 x 52 278 33 350 25
6 4 65 385 452 354 25
7 F 45 U7 377 419 21
8 M 36 311 350 428 9
9 ’ 16 282 327 425 10
10 ¥ 49 362 400 422 10
11 r 45 331 392 435 8
12 F 40 283 377 399 15
13 M 55 338 356 418 12
14 ’ 27 327 377 399 156
15 F 61 369 383 435 8
16 M 27 388 455 475 ¢
17 . 27 419 360 416 12
18 Y 53 334 370 436 7
19 Y 45 337 379 378 20
20 4 4 304 316 3N 21
21 ’ 27 452 369 398 15
22 M 39 317 338 408 14
23 r 48 375 380 436 7
24 4 27 438 389 456 3
25 F 48 299 310 384 18
26 4 26 406 416 515 0
27 M 69 396 449 440 6
28 r 51 272 342 382 19
29 T 49 231 321 352 25
30 T 27 260 362 385 18
3 ’ 48 240 306 305 3H
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32 ’ 43 247 320 397 15
3 L4 46 266 325 369 21
34 ’ 48 283 340 372 21
35 F 52 305 401 400 15
36 M 48 373 436 416 12
37 4 42 245 208 328 30
33 r 53 244 252 311 H
Mean-S.D 325-+58. 4 = — 15-+8.1
Stomach cancer
1 F 39 312 456 495 0
2 M 38 238 277 317 33
3 F 39 245 277 292 38
4 M 51 246 280 309 34
5 ’ 26 185 263 203 38
6 F 52 233 254 328 30
7 , 64 307 350 333 29
8 M 30 268 375 304 35
9 F 44 257 317 322 31
10 ’ 44 272 365 330 30
11 ” 62 273 345 353 25
12 M 48 285 295 438 7
13 F 44 275 373 434 8
14 M 32 341 355 315 12
15 r 56 351 387 422 10
16 F 47 257 207 330 30
17 M 56 405 403 453 3
18 F 4 341 350 387 18
Mean=-S.D 282+53. 2 —_ — 24%11.5
Colon cancer
1 F 37 204 248 325 31
2 M 44 227 274 296 37
3 ’ 45 346 388 440 6
4 M 53 373 460 462 2
5 ’ 62 289 358 421 10
6 ¥ 50 ' 289 296 425 10
Mean+S. D 71462 — — 16413
Rectal cancer
1 M 42 275 365 421 10
2 F 58 324 389 420 11
3 M 69 243 275 387 18
4 F 61 353 385 385 18
5 M 62 283 257 357 20
6 F 61 294 354 444 6
Mean+S, D 205435.2 | - - 1345.1
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Breast cancer

1 F 55 285 290 371 21
M 45 203 315 400 15
Lung cancer
1 ' F 72 311 375 495 0
M 33 333 360 372 21
Thyroid cancer
1 M 36 338 410 414 12
F 36 267 380 425 10
Pancreas cancer
1 M 63 388 465 553 0
2 F 53 330 340 412 12
Leukemia
1 | F |16 345 360 436 7

5

Serum RNase inhibition

1“

Stomach canzert!
Rectal cancer 77T

o
Colon cancer W/‘ L T

Caontrel
Hepatoma

Fig. 7. RNlase inhibitor activities in serum of
varying cancer ptients.

®e 4% 72.9+11.3mg/dl W 180+33. 3mg/dl =4 &
R 1946.2mg/dl ¥ 39+7.5mg/dl el Mo £&
# 3.5 2 4505 o] = BEA 41113 1mg/dl
gl 119422, 2mg/dl R} g4 zch

Llb= o] ERY M IREES BR ILad TG

9 FFA B& 459A 65t 3 PL&E 2¢), =
cholesterol %-& 3.5\A] 4.5(%7 v & EfE M
HiEH 9lol FFAE Bststa MR A 57
sl TP 3FE GH5E 2 E6H).

4) £H o BEC MmMH¥ RNase inhibitor 354

A, BTEN A Nt wtel Fe] [Fot BE 38&9 FF
Y1 Rnase inhibitor #{%-& inhibition ¢] 151+8.1%
24 BRFEAERA)S 16404 7% ek HiERst
gk, ey B B 1844 F¥ miF Rnase in-
hibition-& 2411, 5% 24 HWE 2 ot Ak o3
v} s =vH(P<0.01) " = &l B o HIE
o B#E £ 669 T M Rnase inhibitor #Edk-e %
£ 161+1.3% W 1335.1% inhibition .24 B3} EHE
HAEM Y ERES Held FEET E2E 2 4 9
FLsb, Bioh, FRIRSL BEEESE, R G B & 4 B
#% [ Rnase inhibitor #htke] el Al = &£ & 1~261
o Bt HiHd % F o BF IWEE G
=X S CE4E, BTED.

B9 A oF BES] M free Rnase JTH:& xnA
#IEMH 255+44 unit o] Wieke] Aral, f1eh B o
EMl o] A #4% 3252458, 4 unit ' 282--53. 2 unit,
271446 unit, ¥ 295::35. 2 unit 4] —#ro 2 FEE
o] A [i#§ free Rnase 7Ri4:-& ER=e) glon H3 JF
atol 2ol FAFE & F Yok

5 £ o BEel MK Silalic acid &

£ 9F BES) M Sialic acid B& $63% H9E
Al BE wiel Zo] BFd B4 161137 gmg/dl 2
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A HRBEGERA) 154127 7] Hile] HERS 2B 10 ’ 65 188
¥ 4 sled (t=0.59) B¢ B&: 116131 6me/dl
24 FroF BT EHES et MEH BT u F 4 3
Slol AERYL £ 1o Fz YHPL0.0D. AL 12 M 36 131
kg uk AY BE $lo] Mm% Rnase inhibitor % 13 ’ 16 150
tho] o oF BE 9 EW A L3 il e F 14 ' 49 128
K3 s o] BiERlt FEelY = HBY 9 ER 15 . 5 196
o B%el miF Sialic acid B¢ &4 188136. 7mg/dl
B 16522 2me/dl = MEMAE HERT 2E go 18 F 40 140
Y C=10RBY A o4 e Edfel Kot AEH 17 M 55 /66
T EE Y Fa (P <0.05), (5% BEIED 18 1 27 120
Table 5. Sialic acid contents in serum of 19 F 61 16
varying cancer patients 20 M 27 196
Sample No. Sex Age Siarlrl‘igc/g]cl,p 2 ' & 164
. 22 r 53 146
Control (normal) 23 r 45 154
24 r 44 146
1 F 3 135 25 4 27 139
2 Y 5 124
3 " 30 131 26 M 39 143
4 M 35 174 & r 48 192
5 r 35 154 28 " 27 164
6 F a7 139 29 F 48 190
7 M 45 158 30 d 26 304
8 ’ 47 204 31 M 69 224
9 ] 56 110 32 ’ 51 212
10 r 62 210 33 1 ¥9 174
34 r 27 150
Mean+S.D 154%27.7
) L 48 202
Hepatoma 36 r 43 205
! M 4 158 Mean=+S.D 161+73.9
2 4 36 120
3 s 45 146 Stomach cancer-
4 4 45 135 1 F 39 90
5 " 30 124 2 M 38 108
6 M 65 72 3 F 39 116
7 F 45 135 4 4 51 100
8 M 52 158 5 M 26 96
9 " 16 120 6 F 52 100
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7 4 64 92
8 M 30 96
9 F 44 104
10 L4 44 104
1 4 62 112
12 M 48 150
13 F 44 116
14 M 32 192
14 M 32 192
15 4 56 146
16 F 47 106
17 M 56 129
18 F 47 80
Mean+S.D 116+31.6
Colon cancer
1 F 37 112
2 M 44 188
3 F 50 196
4 M 45 204
5 ’ 62 204
6 ’ 53 228
Mean+S.D 188+36.7
Rectal cancer
1 M 42 189
2 F 58 178
3 M 69 131
4 F 61 139
5 | M 62 174
6 i F 61 182
MeantS.D 651+22.2
Breast cancer
1 F 45 135
2 F 55 124

Mean

Lung cancer

1 F 72

Mean

Pancreas cancer

1 . M 63
2 M 52
Mean

Thyroid cancer

1 F 36
2 F 36
Mean
Leukemia
1 } F [ 16 i 194

slok, Biek, BEEESH, WA o mms REel 9l
AAE AIECT 1~26id B e 94 2N

6) &8 o BE Rk ERE

£ o BE miERES&triglyceride (TG), free
fatty acid(FFA), phospholipid(PL), cholesterol §
ester & cholesterol 2 Zr#lsled &I R+ B6FE
o HOWe A, mF TGCEL Y BEAdAd:
102-+66mg/dl 2.4 HERfE 109133mg/dl s} FIERY
o} Hot 9 HBY BEAAE &% 150E52mg/dl,
154+69mg/dl, =24 EHA R Frek BEud J4 =
o}, Il FFA & BRI 1714mg/dl o) 8ts] Kok
Bg, BHBEY 2 #BddAdr &% 59+-2Tmg/dl
55+21mg/dl, 49+6.0mg/d1® 55mg/dl =4 £ <
B#&2] FFA Ro] WM Jbale 3f% == 2 ke
2 sl e AE ¢ 4 Ak M PLERE EW
AT ok BEel glol Fb 1414.33mg/dl @ 125043




mg/dl 24 Freol HgERD Ag. = $147 BBt
N o] QelAE %% 153+25mg/dl F 200+40mg/dl 24
7 Fratnct A4 H\inse] ¢lct. M cholesteror &-&
wor Ml N Fer, BY @ EB glel A7 45+1sme/dl,
3 46+ 14mg/dl B 57+o4mg/dl A M 4113

mg/dl s st o7} E7bsle] sleh
FFet fBES] ester 8 cholesterol 8¢ 11143, Smg/dl
24 =5 119+:22mg/dl s} A=) Fov}r Feob, BHE
oF HEd Yol #4 146+29mg/dl % 144+35mg
/Al 24 B tete) Hinsel etk (6% EIED
Bli-3} 7o) A < BBl Qo] miy FFASe] 1L
wiEs) HEte] MiRald e Zo] HRebH 43 Bt
o @Rt 9lo] m¥ TG. PL 2 cholesterol &% o]

EXELS dgA%A F

siglic acid content {mg/dl)
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Fig. 8. Sialic acid contents in serum of varying
cancer patients.
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Table 6. Serum lipid contents of varying cancer patients
Semple Triglyceride Free Phospholipid Free Esterified
Sex Age fatty acid cholesterol chslesterol
No. (mg/dD) (mg/dl (mg/dD) (mg/d1) (mg/dD
Control 1

1 F 3 92 15 84 48 108
2 r 5 60 20 84 40 83
3 " 30 140 23 144 32 136
4 M 35 52 15 92 24 92
5 r 35 118 23 180 52 126
6 F 37 80 12 76 20 120
7 M 45 108 24 152 52 100
8 r 47 160 13 132 33 124
9 ’ 56 164 11 152 64 140
10 r 62 112 12 | 112 44 160

Mean+8.D 109+33.8 17+4.9 ! 121+34.3 41434.3 119%22.2

Hepatoma

1 M 44 160 44 168 68 88
2 4 36 828 84 208 48 228
3 . 52 220 44 132 16 120
4 M 45 192 20 125 28 i12
5 M 65 92 108 100 — 120
6 F 45 102 60 96 36 88
7 M 36 80 84 84 76 108
8 4 49 180 76 180 68 108




9 P 45 40 u“ 84 28 88
10 F 40 60 32 132 44 132
1 M 55 160 104 208 68 152
12 ' 27 49 48 84 56 100
13 F 61 92 102 128 44 92
14 M 27 32 ~ 126 24 9%
15 ’ 27 60 52 108 52 108
16 ’ 53 100 128 204 56 192
17 v 45 80 44 152 80 108
18 ’ 44 80 - 144 56 108
19 M 27 120 4 112 16 124
20 ’ 48 60 46 72 ) 56
21 ' 27 42 32 84 36 9%
22 F 48 56 63 128 52 76
23 ’ 51 200 24 116 52 132
24 ’ 49 40 28 68 28 68
2% ' o7 38 32 56 24 92
26 ’ 48 104 72 180 68 104
27 r 43 36 — 86 20 76
B8 | 48 100 - 144 28 124

Mean=S. D. 162+66.7 | 56227.3 125:443.2 | 454187 111+35.2
Stomach cancer

1 M 48 248 76 164 60 200

2 F a4 120 33 152 35 156

3 M 32 140 76 188 56 124

1 M 56 92 64 148 56 132

5 P 47 152 24 112 24 120

Mean=S. D. 150452.8 | 55421.9 153+25.6 | 46+14.0 146+29.7
Rectal cancer

1 M 42 132 44 180 20 02

2 F 58 260 4 248 57 164

3 M 69 160 4 168 60 124

4 F 61 220 52 260 88 200

5 M 62 92 52 152 76 164

6 F 61 60 60 192 40 120

Mean=S. D. 154t69.2 | 49460 | 2004402 | STE2e4 1441+35.6
Colon cancer
1 M 45 140 46 116 32 92
2 M 62 132 63 128 52 116
Mean=S. D. 136 | 55 oz | a2 104
Breést cancer
1| F | 4 120 2 | 18 | 56 168
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28+2.6% R 18X6%=24 EEE7 MRy H4d
xvb O BN, BRI M free(alkaline) RNase
Y wh e Esld KRS ESe e RS W
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RNase #Etko] &4 240+24Unit 3 287+32Unit 24
i BRMel = = ER, KREEY mE salc
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9 RREY fEE 2
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¢l acid RNase ¥.v} E#>7} < akaline RNase =
cytoplasmic RNA ¢} 943 g BR7E et [0,
RothV ¢ {k&'3 alkaline RNase ifith-& #Pk3t RNase

inhibitor = ##=o] gl s o] inhibiter & HFH
B A 28 Swels el AN FEHRE
MRS g g, #AA Ml alkaline
RNase nt 757Esld 9o = 2 —#f+& RNase inhibitor
9} A5 el gleh §5H'® RNase inhibitor o] FEEH<L
B old A maAa ®HHw F VRE T A F
z=¢] RNase inhibiter 4] F7FH¢d &y =
2-aminofluorene & #¢fgt A5 9] precancerous =
= 8] RNase inhibitor ko] #mngdo'? & A& 2
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g AE FRAL Ye A 2.

Tsukada® & M VEREE we 24 OHEA
RNase jipko] T M RNase ke Ashst
RNase inhibitor o #ine 44 & Wikt A& Aozt
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& KR A B/ free RNase itk Mk, JHiE
#u v} ¥ RNase inhibitor fGHE IR, HigRic
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@ gl BlixY %2 glycoprotein o ¥LH4 SF=
sialic acid B{5ol &2 wdl ¢ 9. e} Sialic
acid - Z=§ 2 RNase inhibitor & #EM$E 3= 9}
B8, MmiF< RNase Inhibitor #E4£3} Sialic acid & o]
E5 R HEALG & e $dY —EIA®
2o}, Lustig 4% 3 Novak 229 jEiFEm] Mk
glycoprotein o] #Ems e} s = Pederson®™ £ if:
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BRE (LGEA 7 s st ,slq'-

H3& 59 GEdA we uisl zle] EF
W TGOl & 453+106mg/dl 24 R 76+
25mg/d1 vt B 1091-33me/dl Bv} 345 o
M R R 2ok = EEe] i FFA Mgl
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ABSTRACT

Studjes on on Metabolism of RNase
Inhibiter, Sialic Acid and Lipids
in Human Serum

Un Kyong Lee

Department of Internal Medicine, College of
Medicine, Seoul National University

(Director: Prof. In Mok Heu)

The serum samples were obtained from the
maternal and fetal pairs and various cancer patients.
The serum levels of ENage inhibitor ard sialic acid
were determined and the serum lipid were also
separated by the thin-layer chromatography, follo
wed by elution and colorimetric determination, The
following results were obtained.

1) The serum RNase inhibitors in 12 maternal and
fetal pairs showed 284:6% and 18+6% inhibition
respectively, and the matemal level is higher than
the fetal one with significance( P <0.01).

The maternal level is also higher than the
control value of 164+4% with significance( P <0. 01)

2) The serum sialic acid contents of 10 maternal
and fetal paire are 203-+42mg/d] and 86+4-19mg/dl
respectively, the matermal value showing 2.5 times
higher than the total one. The sialic acid level of

maternal serum is Thigher than 1.54+%7mg/dl of
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the control value, but the fetal value is lower
than the control one.

3) The Triglyceride(TG) level in maternal serum
is 453+106mg/dl which is 6 times higher than the
control value of 109+33mg/dl. The f{fetal value is
lower than the control value. The free fatty
acid(FFA) level in maternal serum is 17. 9-+5mg/dl
showing much higher than the fetal value of 4.5
+11mg/dl.

The phospholipid level in matermal serum is
254+39mg/dl and is twice the fetal level of
121 +21mg/dl, also showing much higher than the
control value of 141+33mg/dl,

The free esterified cholesterol levels in maternal
serum are 72.91-11mg/d! and 180+33mg/dl, respec-
tively and those of fetal serum are 19-+6mg/dl and
39+7mg/dl respectively. Thus, the matermal values
of serum cholesterol is 3.5 or 4.5times higher than
the fetal values and is also much higher than
control values of 41%+13mg/dl and 116+22mg/dl.
The {fetal values,
respective control values.

4) The serum RNase inhibitor levels of 38 hepa-
toma patients showed 15:+8% inhibition, similar to
control value of 164+4%, but that of 18 stomach
cancer patients showed 24:-11% inhibition, indica
ting significantly higher than that of control and

however, are much lower than

hepatoma groups. The serum RNase inhibitor levels
of 6 cases each of colon and rctal cancer patients
showed 161+13% and 13+5% inhibition respectively,
without significant difference comparing to the
control value.

The serum RNase activities of varying cancer
patients are 325+58 units in hepatoma, 282453
271146 units in colon
cancer and 295435 units in rectal cancer, in control
value of 25544 units. Thus,
activities were shown to be elevated in various

units in stomach cancer,
the serum RNase

cancer patients examined.

5) The serum sialic acid level of hepatoma patients
is 161+37mg/dl, nearly similar to control value of
154+27mg/dl, but that of stomach cancer patients
is 116+31mg/dl, indicating much lower than the
control and hepatoma groups. The serum sialic acid
levels of colon and rectal cancer patients are
188+36mg/dl and 165+22mg/dl respectively. The
the highest
leve! of serum RNase inhibitor were observed in
stomach cancer patients, in contrast to other cancer

lowest leve!l of serum siaiic acid and

patients examined.

6) The serum TG level in hepatoma patients is
102+66mg/dl, comparing to 109333mg/dl of contrl
group, but those of stomach and colon cancer
patients are 150152mg/d]l and 154+69mg/dl respec~
tively, indicating much higher than the hepatoma
and control values, The serum FFA levels in
hepatoma, stomach, rectal and colon cancer patients
are B9-+27Tmg/dl, 655+21mg/dl, 4936mg/dl and
55mg/dl respectively, in constrast to the control
value of 17+4mg/dl. The serum FFA levels of
cancer patients were thus shown to increase mar-
kedly about 3times as much higher than the control
value.

Whereas the serum phospholipid content of hepa-
toma patients is 125+43mg/dl, which is slightly
lower than 141433 mg/dl of control value, those of
stomach and rectal cancer patients are 153+25mg/dl
respectively, showing both higher than the control
value. The serum free cholesterol levels of hepa-
toma, stomach and rectal cancer patients are
45+18mg/dl, 46F:14mg/dl and 57+27mg/d], respec-
tively, and that of rectal cancer patients is higher
than 41:+3.1mg/dl of the control value.

The serum esterified cholesterol levels of hepa
toma, stomach and rectal cancer patients are
111435mg/dl, 146+29mg/dl and  144+35mg/d},
respectively, comparing to 119-+22mg/dl of the
control value,

Those levels of stomach and rectal cancer patients
were thus shown considerable increase, compaecd to
the control velue. The serum FFA level showed a
marked increase in all cancer patients examined,

It was thus confirmed that the marked lipemia

occured in cancer patients examined, expect

hepatoma with higher level of FFA alone,
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