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Fig. 1. Structure of taurocholic acid and glycocholic acid.
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Fig. 2. Major primary, secondary, and tertiary bile salts of humans with sites of synthesis and metabolism.(Carey and Gahalane,
1988)
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Table 1. Biliary bile salt composition in healthy humans(Carey and Cahalane, 1988).

Bile salt Percent in bile? Percent of total
Trivial name Systematic name TCP GC*® s¢ G®
Common'
3a,7a,12a—Trihydroxy—
’ A A
Cholate 58 —cholanoate 12 23 0 0
Chenodeoxycholate 3a,7a-Dihydroxy= 12 23 0.2 0.1
58 —cholanoate
3a,12a —~Dihydroxy— 0
Deoxycholate 58 —cholanoate 8 16 n.d. n.d
3a,78 —Dihydroxy— L, -
Ursodeoxycholate 5 B —cholanoate tr'—2 tr—4 n.d. n.d.
Lithocholate 8a ~Monohydroxy= 1-2 3-4 6080 tr
5p —cholanoate
Uncommon
Isocheno— 38,7 a—-Dihydroxy—
-1, .d. .d.
Deoxycholate 58 —cholanoate tr=1.0 n n.d
Isodeoxycholate 38,12a -Dihydroxy= tr—0.3 n.d. n.d.
58 —cholanaate
7—0Oxo0— 3a —Monohydroxy,7—oxo— .
chenodeoxycholate 58 —cholanoate tr—0.6 n.d. n.d.
12—-0Oxo-— 3a —Monohydroxy,12—oxo— .
deoxycholate 58 —cholanoate tr=1.7 n.d. n.d.
7—0xo—cholate 3a,12a -Dihydroxy,7-oxo= tr—0.8 n.d. n.d.
58 —cholanoate
12—-0Oxo—cholate 3a,7a-Dihydroxy,12-oxo— tr—0.8 n.d. n.d.
58 —cholanoate
3—-0xo— 122 —Monohydroxy—3-oxo—
deoxycholate 5B —cholanoate 1r=0.05 n.d. n.d.
3—0xo— 7 a —Monohydroxy—3—oxo— .
chenodeoxycholate 58 —cholanocate tr=0.1 n.d. n.d.
3a,78,12a—Trihydroxy— N
58 —cholanoate : n.d. n.d.
Ursocholate 38-M N p
g onohydroxy tr n.d. n.d.

5-cholanoate

*Jnconjugated bile salts comprise 0.1 to 0.4% of total biliary bile salt, °TC= Taurine conjugated, ¢GC= Glycine

conjugated,
determined, "r= trace,

°S= Sulfated,

*G= Glucuronidated,

i Infrequent.

‘Comprise 92 to 99% of total biliary bile salts,

°n.d.=not
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Fig. 3. Enterchepatic circulation of bile salts. Daily bile salt fluxes are given as percentages of the pile salt pool.(De Smet et
al., 1994)

gx) gtor] Es Baazanciy w2 A FHo 2 Re jEH = 202 %A AT Chikai T, 1987). ©1 RS
ZAre] g3 Eol] o5k 71 0 2 AAFel o] AR ] pH(pH 5.5~6.5)00 A F-2] BFArS] ok 50%7t FALE 2 HEizt
Hlo] o] &35 ] |9k glycine A HE BHARE UIF- B 0] 2315 2 taurine T A3 E ©EAR 7|9 BF £3FH
s A0z dEA S{lDKCareyﬂ Cahalane, 1988). De Smet 5(1994)& 2733 Aloll A B54k pool ] 9k 75%7} 58
24 )2 A T4 3, U] R| 25%E AulelA] 71428 5, @54 pool 9] 15% A =7t el Bt Fel 2 A
Sogokn A, @'——HL 48 GEFA] 60%7 TEAHOE FrHIL 0% wHOR uj A gcka sF3ichFig. 3).
wpelA] HggEFAtel kel H E, %?’ﬂEJ} F A5k T G5 o] "ol x(Hofimann® Mysels, 1992; Tannock,
1995), Fol A BeZAT} 7o) cholesterol T4 0] &2 4] F3th ole{ g 7P T FEAMEHE
BA 5S4 §59) 8% cholesterol $57h & AHITHE #¥do] Qltha B H 1 KMot §, 1973),
3, GFALS) Azhaglo] 93y, okE A tﬂg]a—}z—l IS w g ghol A gEab ?-,_Wo] z7 g A,
cholesterol &7} Z7}sH=d|(Viahcevic 5, 1990), B O Z gAY FALS & FFAL T
A 2 cholesterol & B 2 3 3} AtKDriessen®} De Boer, 1989; De Rodas 5, 1996). Hell A1
2 Eo} 9 thEabe] ofo] o]3) %A 5] vi(Danielson} Sjovall, 1975), FH 2] 2 ol
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A 3 o] Era ) 7hA] Z7)ehe A 0.2 8 1 E] T 9 thDowling 5, 1970). WehA] cholesterol 274 57kE
ol A} cholesterol 3+4]-&-0] 2713} Tk 2ol A] plasma lipoprotein cholesterol®] &4 ¥-ai2-§-0] 71t €
t}. 7 27} A9A 0 2 83 cholesterol & ZASH HE A2 2 B 15T Y rk(Smit &, 1990; Suckling 5, 1991).
T A8 Z 3210 2 2ol AHEE) T Q)= Cholestipol(cholestipol hydrochloride) 2 Questran(cholestyramine) - %
Yol A Ak} A A7) 2 A Sate] gl £ 02 W& S/ I, AL EE AA ] A
22 8% LDLH % cholesterol 3-8 #AA71E RO R 42| JIth(Lyons 5, 1994).

2. HARO| HEIEtE AL E5l(bile salt deconjugation)

o] A EsHE e ElopE oA B g EAte] el = AR rHeEsishe 7o) 2318 oI, Lacrobacillus
sp. strain 100-100, Bifidobacterium longum BB536, Clostridium. perfringens MCV813, Bacteroides fragilis ssp.
fragilisol A B3 HEAF 25 5 A (bile salt hydrolase)7} £-2) 4 5 o] $koh. Lactobacilli®] 53 & A4t ¥ 843 9
n] ESA Z ool da] B ATEo] X uE 1 Aok $A3HA % H A& FTh De Smet 5(1995)%
Savage(1992)= ET%L%%*} B Lactobacillus ML) Ao Qo] T3 EAAA w024, A s

Stshs 57149 g5 ) 3 BEAke Fepvt B4 Ag-eka 319ith 2]y taurine T glycine¥} A §3)
7] k& fre) FEAYe 1%1 SEART o YR A A AL A8 R nj R E BRYFAL EelE SRAA NS

>.

Z HINE= 0] A 02 BIH T UrkFloch 5, 1972). T2 HTEFA Fa A7 A Y G54 steroid moiety
Z A Eo] ATEAZ AL 7P5A o tlslA] Tannock F(1989) lactobacilli+= steroid moiety S A3 ATEHE
o] 25}%] 2319, taurine T taurine-E T FEALS lactobacilli 9] Aol Y& F2] Zachy Rsgich

Fig. 4. Deconjugation of bile salts by L. acidophifus SNULO20 (1), SNULO1 (2), FMO1 (3), FMO2 (4), and PFO1 () on bile
salt-MRS agar plates.
{a): TCA, {b): TCDCA, (c): TDCA, (d): TLCA, {e): GCDCA, {f): GDCA.
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Table 2. Deconjugation of bile salts (1 mM) by L. acidophilus on bile salt-MRS agar plates.

Diameter of the precipitate halo

Bile salts L. acidophilus (strains)
SNUL020 SNULO1 FMO1 FMO02 PFO1
TCA +++ +++ ++ + +++
TCDCA +++ +++ + ++ +++
TDCA +++ 2 +++ 2 +4++ 2 +4 2 +++ 2
TLCA ++° ++° ++° ++° ++°
GCA + + + + +
GCDCA + ++ ++ ++ +++
GDCA + @ +++ 2 +++ 2 ++ 2 +++ °

a precipitate halo around opaque granular white colonies: °, clear zone around white colonies; +, {2 mm; ++,
2-5 mm; +++, =2 5 mm.

Fig. 4% Abgol| A 2819 L. acidophilus SNUL020 & SNULO1, A| & F & -0l A 2 9 L. acidophilus FMO1 %
FMO02, 18] . §] %) ol| A 22} 9 L. acidophilus PF012] £ 2 FAL §-3](Table 2)°] 213 MRS 24 % ] 2] of| 4
Ve E 840 2 taurocholic acid(TCA) S} glycocholic acid(GCA)S) E31 A 2} F &5 9] ol 3 A Fo) taurocholic
acid(TCDCA)$} glycocholic acid(GCDCA)2] 7-%-9ll& F 71 3l 2 $o], taurodeoxycholic acid(TDCA) <}
glycodeoxycholic acid(GDCA)2] 7ol FH 87 EFH ¢ WA YA 75 (opaque granular white colonies)
o], 718 1 taurolithocholic acid(TLCA) 2] 73 $-oll= &7 EE Y g el oA T3 8 E(zone)o] BHJES B
o}F 1 qlet.

FAF RN AAFFES BPGFA £ A9 et o] g @A ZEAS pHell W S A 7 B
7HAE Aoz B uH T vk F4- o)A taurine-H T EFALS] pKat: pH 19011 fr8] BFAS] pK.& o2 pH
5.0(Small, 1971)0} 2.2 AH pHO M & F-8) §&FAre] FAE do] WA H T taurine-HFFFAS &3] o] 23}
g A2 o] JA ot wbd, glycine- B T EEALY pK.E e pH 3.9(Fini$} Roda, 1987)% A3 pHofl A
2207 AAEE A0 2 g2 rh o)A L acidophilus FFS2 ETSFA Fald 3 vepd AH# £ &
Eoist wa Fet5-8 #2819 thin-layer chromatographyE ©]-§-310] BaAME S A A oM E & 4 9l
d], TCAZ} A 7+E AR o)A B A2 o) A= cholic acid7HFig. 5a), TCDCAZ}F F7H2 g3 w2 ol A
HA B AA o)A & chenodeoxycholic acid7HFig. 5b), 18] I TDCA ¥-3| A7} YA P EF P 94 et 79
o} A} &= deoxycholic acid7} 7 &5 3 H(Fig. 5¢).

H, AU | g ESo) &) YA HE BEEFA BalAE] 2ALEol HuHT gl 13 fE gEAS
A7 2t o] 23 FEAR o 2 ARE AAGS H23 5 7] A E ol FulelA] o] £ 2] bile salt hydrolase
Hpgr sl otkn BuE T chKandell?} Bernstein, 1991). &, thAolA &4 A ngES] 74
-dehydroxylase B4 ol 2] 12} &4 cholic acid 2} chenodeoxycholic acidZ 5§ 7 o -hydroxyl7] 7} A4 &=
A 22} 941 deoxycholic acid 9} lithocholic acid7} 22t 4§43 € th(Takahashi®} Morotomi, 1994). ©12{$t 7 ¢
-dehydroxylase 84| Clostridium™ Eubacterium 4014 2215 3 91 ©.LH(Hylemon, 1985), i o] ExatE 2
AFET A FFAF AL EHE AT EL 7 o-dehydroxylase 88 0] 9lE A 22 B 15 1 31 O™ (Ferrari 3,
1980; Takahashi 2} Morotomi, 1994), Gilliland ¢} Speck(1977)< lactobacilli®ll 2] 3} glycocholate ¥ taurocholate 2]
FEAEL ) o] A} B H A di=vtx 319t} o) A BAME L acidophilus 552 cholicacid3 e, 7 a, 12
-trihydroxy-5 B-cholanic acid)Z- deoxycholic acid(3 @, 12 a-dihydroxy-5 4-cholanic acid)E A#HA|7]= 7a
-dehydroxylase /3= 21 A 32 222 HIE Y THFig. 5a).

oft rlr mr
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Fig. 5. Identification of the deconjugation products of bile salts by L. acidophifus on bile salt-MRS agar plates.
{a): 1, 5 (cholate): 2, 6 (deoxycholate): 3 (L. acidophilus SNULO20): 4 (L. acidophilus SNULO1): 7 (L. acidophilus FMO1):
8 (L. acidophilus FM02): 9 (L. acidophilus PFO1).
(b): 1, 4 (chenodeoxycholate): 2 (L. acidophilus SNULO20): 3 (L. acidophilus SNULO1Y; 5 (L. acidophilus FM 01): 6 (L.
acidophilus FM02): 7 {L. acidophilus PFO1).
(c): 1, 4 (deoxycholate): 2 (L. acidophilus SNUL020): 3 (L. acidophilus SNULO1 Y: 5 (L. acidophilus FMO1): 6 (L. acidophilus

3 ZALRO| ESIEIEAL H3fi(bile salt deconjugation)2t A4EHgrowth)
Ao BEGFA FH YL AR T elA FAER £7]
th(Walker$} Gilliland, 1993). L. acidophilus F5) 8%3% £81 5 TCA% GCAS] ¥
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. 6. Deconjugation of bile salts and growth of L. acidophilus SNUL020 (a), SNULO1 (b), FMO1 (c), and FM02 (d) in MRS-thio
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Table 3. Growth of L. acidophilus strains in MRS-thio broth without and with 1 mM TCA and GCA.

L. acidophilus (strains)

SNUL020 SNULO1 FMO1 FM02
Without TCA and GCA
Nmax? 9.40 9.45 9.16 9.13
Mumax® 1.75 1.81 1.03 0.90
t-lag® 1.78 1.37 1.91 1.48
t-d° 0.40 0.38 0.67 0.77
With TCA and GCA

Nmax® 9.37 9.37 8.42 8.70
Mumax® 1.29 1.55 0.65 0.85
t—lag® 2.58 2.57 3.06 2.84
t-d° 0.54 0.45 1.07 0.82

aNmaxm, final bacterial cell number (Log10 CFU mL—1); "Mumax, maximum specific growth rate (h™'): ct-lag, lag
time (h); %/—d, doubling time (h). Values in parentheses represent standard errors.

Z WAZ TCAS GCAS 23] A o) 207} Q)= 2 0 2 Vel skt (Fig. 6). L. acidophilus SNUL020 3 SNULO1
& TCA S GCAS FA|of 8|5t 84S veh A, FA7] o Z2ig o o322 TCASF GCAE 88kl
T(Figs. 6a2} b). 12} 3L L. acidophilus FMO13} FM02'= TCA K.t} GCA] tha el @40l & o2 Yehd e
o] (Figs. 6c%} d), L. acidophilus FMO12 1 mM TCAS} 1 mM GCA®ll o8] o] SR == 2 FE YeEbaA T 5
FEA BB S & A o2 FAH I THEFig. 6¢).

AN Btz Ba| @A 7 YA of #8 B2 AT A 5] B vk 12y ohy 5 i
85t 27 = A 5] 0] 1% 9T}, De Smet $(1994)-< bile salt hydrolase 843 0] BFA Aol Fos oo, vt
™ Tannock 5(1997), Taranto “5(1996), 72| I Usman3} Hosono(1999)% B&AF WA 7 - 3Hg Ak 8l 4d Tl
AR BAE AohT 39} Fig. 63 Table 3& o]l d 4wt A#EE & Wbl 3ok L acidophilus
SNUL0207} SNULO1 & B3t EAt £a) 840] 83 B9 TCASH GCA A7}l 8 Aol 2A 9F< 2
z|oko} B TIZEA B B4 37} B ZAF U] At aAlZE Qi A Y Bo v aE 2 RREES L
#44-& VbR L acidophilus FMO1- A1 7o) A E 3, W B FAat 8] 843 0) %2 L. acidophilus FM02
sAgEor g 4 s Aoz U

2

4, Aol EEtetEA 250f O|§t cholesterol Z4

olubA 0 7 87 BEHALS cholesterol ¥} 28] §18HA 0 2 AF 3 2H3-S &7 (De Smet 5, 1994), pH 5.5 013t A
=235} cholesterol©] 374 3 A8+ 2= Q1 th(Klaver S+ Van der Meer, 1993). B3 85 A 28] ol &l5to] A& -2l
Z 243} cholesterol 78] co-precipitation & 2Hel] 31¢], taurodeoxycholic acid(74%), glycodeoxycholic acid(62%),
2) 1 glycocholic acid(42%) <=4 2. ['Hlcholesterol 7+ A 77} Q& A2 BRuH 1 2 tH(Taranto &, 1997).
L. ac

o) A3 WA 584 cholesterol A A BANNAE, A2 trihydroxy-5 T EF AR T dihydroxy-
%L_g_ ;d 7]. au_o. AE _/‘r: /H cholesterol ﬁ-ako] 7}7&]' 242_ 7—1 oz q.g].uc}(plg 7) q]_,__\gl__o,] 73 Q. HH 01:011
2] pH7} ‘7%° m 2244 cholesterol &3] AAA T L. acidophilus FM02E GCDCAE A7F S o vl g &
s oFol o] pHOl M & ATl A 0. 2 5 5284 cholesterol] ZHAdhe A &-& UEhylth

cidophilus<) trihydroxy- 5335 AHTCA 2} GCA) 7 dihydroxy-5 3 952 TCDCA, TDCA, 12| 2L GCDCA)

s} r-{m

[«
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Fig. 7. Precipitation of soluble cholesterol by L. acidophilus SNUL020 (a), SNULO1 (b), FMO1 (c), and FMO2 (d) in MRS-thio
broth containing 0.2% (w/v) trihydroxy- or dihydroxy- conjugated bile salts. Error bars indicate standard errors.

5. Acidophilus milk MZ|off 2|8t £ steroidsQ| 5}

AA A F45A] & cholesterol> TR Ble)2lote] 2]l 2 coprostanol(65%)3 coprostanone(10%).2-
2 781 1|29 cholestanone} epicoprostanol 2 A ¥ E 0} (MacDonald 5, 1983), 52 02 £ R wjd 5]

o
2
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Fig. 8. Effect of acidophilus milk intake containing L. acidophilus SNULO1 on the fecal excretion of neutral (a) and acidic steroids

(b). Error bars indicate standard errors.

Initial®: 2 weeks prior to acidophilus milk intake.
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=, 0] 21 -& GEAHAA steroids) T T 810] 54 steroidsh T g}, 712) 3 G AFQ1 9] #-0) 4= deoxycholic acid
8} lithocholic acid7} th§-%-& *FA3}t12, chenodeoxycholic acid®} 71 &} 3 ,8 12 ¢ -dihydroxycholanoic acid, 3 3
-hydroxy-12-ketocholanoic acid, & 3 @-hydroxy-12-ketocholanoic acid 5-°] 0]% 2AH W, i #o] F2] dFAL
e Z ALK Owen 5, 1984)

EAEEA Bl 84d0) 2 L acidophilus SNULO10] 3% acidophilus-$--2 ALAEo)A A3 sA% 2
I, A AFE ] Fo A cholesterol 7} deoxycholic acid®] %o} F:71sh= 7 -8 b thFig. 8). ©1 2 2 acidophilus
S-froll 842 L. acidophilus SNUL019] B35 AT F-3 84 off 2] 3] cholesterol?] §a) £ 7} ZHA3lo] 45|
%%k cholesterolo] 2 0.2 vj&E o] A= 214 }%—4 HU cholesterol &eFo] F71eh= Aoz e} agjn
taurine % glycine 2 # % deoxycholic acid®] &3 &-FAE &l o)) 2] ¥-o) A deoxycholic acid7} Z7}8h1 5t
A7) A F4 5 A] S8 cholic acid7F B vte) 2] 0}«] 7 a-dehydroxylasel| deoxycholic acid® AH Eo] ¥-0 &
8} 2 =] o] 2] deoxycholic acidS] oFo) F713t 7 07 wH),

6. Acidophilus milk &£|0ff 2|8t ¥Z cholesterol $&9| B3}

¥% 3 cholesterolZ(Hypercholesterolemia)s X 83}7] $l&] B5Ate] 2ol Z7MA7)E GAE 3-
hydroxy-3-methylglutaryl coenzyme A A #|(Vlahcevic -, 1990)7} AF&-50] $kO1}, Taranto 5(1998)2 A A
22X 2075 M FH 8 Z0] AR EF cholesterol e Wt o AHAAl whyoleta =463 th. Lactobacilli
] 8% cholesterol A3t el thal], o}2] WaHgt 7] 2hE uta] 2| 1 U] B gk HEEA -3 ol 2] 8] cholesterol

F&o] @Fold £ glvke 7Hd o) AtE T 91 TH(De Smet 5, 1994).

L. acidophilus SNUL01°] %32 acidophilus 2] A3 o 23l Al & AR E(F 94%)2) & 83 cholesterol
FEo] Fadhe AE YER 20 (p< .01), HFHE 28 137 Fol T ZA AT} 72 5 A thp< .05)(Fig. 9a).
53], 7] F cholesterol TF°] 220 mg/de 14 A FehiFAtEolA 44 r+7} Eml vFebL %71 242.9£4.9
mg/de FFoNA 47 A ol = 226.4+4.0 mg/dl, L2) T acidophilus$-F-9] 41315 % 13 3.0 = 219+5.5 ng/de

TEL2 A 233t Acidophilus$-#-2) A F ol st A F o darE 2] 74 —Eg Paired comparison 7 3 %]
240 260
230 | 250

240 4
230 |
220 1
210 |

200 1

190 1
180

180
170 1

170
160 T T v T v T 160

220

210 1

200 1

Total cholesterol level (mg/dl)
Total cholesterol level (mg/dl)

Fig. 9. Effect of acidophilus milk on the volunteers™ total serum cholesterol level. Error bars indicate standard error.
(a) Symbols: @, total: ¥, > 220 mg/dl; W, < 220 mg/de.
(b) Symbols: @, twenties: v, thirties: W, forties; @, > fifties.
0 *, Before the intake of acidophilus milk: 4 », 4th weeks after the intake of acidophilus milk: 5 *, 1st weeks after the

stopping of acidophilus milk.

a

70 X579 FARPRURLS =2EFY 2003



Table 4. Changes of the total serum cholesteral level of volunteers.

Total cholesterol (mg/df)

Cholesterol group

Mean = SE P valuea
A -9.6 £ 2.0 0.0001
Total

B -54 £ 22 0.0150
A -16.5 £ 3.8 0.0002

2 220(mg/d!)
B -6.8 £ 45 0.1436
A -6.9 £ 2.2 0.0022

< 220(mg/d?)
B -48 £ 25 0.0552

aHo : 4 = 0; A : Difference between initial value and the value after acidophilus milk intake: B : Difference

between the value after acidophilus milk intake and the value after stopping acidophilus milk.

oz 37k 2po) 7k} 5248 717 & 7 T)(Table 4), acidophilus$-F A1 3 A xk A3 ke & F & A 2
ol ‘%E}L“ om(p< 01), AHE U Lo & FoH 02 F GF cholesterolo] ZH3HE A0 2 UERRTH(p<
05). 38, acidophilus 52 A# & 98 13 o) T 7942 8Z cholesterol A s+ A 77} Urehbs 212, AH4
1}‘: 3] oA} 27 5= lactobacilli 57 L. acidophilus SNULO1Y) A3 E $93 15 ol fo502 Z7}3)

5Fo LRk B8 Jung $(1999)S) AT A F}s} 2ol, L acidophilus SNULO1O] AFE2] ol A A
7I7P A 23} A Aete} x|&A 0 2 3 cholesterol S A3HAI7] A2 Atk AlFUdAES F ol utet
acidophilus -] & el 23 8% cholesterol H3HS AJH3 AFolM = Aol F71EFF 27] & 7
cholesterol 4230 39k, acidophilus$-% A1 3 ol 8] B E AHFNM £ EF cholesterol ¥ ZrA A 77} ek
who o] B3] o2 g F B} sou] 0] 4k AR TolM & B F cholesterol ¥ T2t AN A 22 A A UERITH

r'r
0(
[o

(Fig. 9b).

o] AgAztel FASHA BEEFA Eaggo ] 52 AAEE sliX o) Foist An}, 849 F cholesterol
LDL-cholesterol®] 3-8} & 0.2 A7 A8t 1, B0 2 vl & 5= F4 steroids 2t F&5AHE °k°] Z7teithes A
FA 37} 5.1 5] 0.9 (De Smet F, 1998), De Rodas —0—(1996)_‘.:_ ok ek o] cholesterol S A1 3 e H x| ol Al &
FAFA R BYo) 2 L acidophilus ATCC 431213 calciume $7] 5% @h‘ % g% cholesterol,
LDL-cholesterol, 18] 1 BFAT Tego] ﬂﬂl 2381911, 01 L. acidophilus ATCC431218] & B3EEA &

128 7} calciumel] )8} FFAS F1HEBo] Y-S ol FF cholesterol A SFA AT} LFERG Zlo]2ha Shgivh

L. 2 of

S Z AL cholesterol @) TIAMHE 2 U o) A cholesterol& A A 8H= F73 224, AW cholesterol JAE 24
3= 293 o)), H 2o B3tFZAL 28 &7 o] % L acidophilus©l 213 % cholesterol A 3t & 7}ol] &
§ e 750 HUH T 9lon, o)A BagdFaty] Hal2 A HE Y] FAY £ uE T A
cholesterol F=oll 23 53 micelle 349 2) Wallo] &t 2oz g4 Aok F, &) FFALE Bl 58
gEatch gejAdo) wob F4E X gfu o2 vlE Y] A9, el FoZ vEd UFY FEF 5T
FEAE B%3517] 99 cholesterold o]-&3to] MEZS HFEFIS W] Wiel 25L& A IF
cholesterol T%& ZaAl7le Aoz A4t B¢ 9502 FulE e EEF4S i’é‘bﬂ‘)ﬂ/ﬂ cholesterol]
23 T4 ZF215 S BEALE cholesterol £314] 0] 27] wlFoil, A cholesterol Eol 4TS vH

| 232 F
= R07 47tar

-
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