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Abstract: Bile salt-stimulated lipase (BSSL) is a lipolytic enzyme. In the human body, BSSL is primarily
secreted by the pancreas and is also found in the mammary glands during lactation, secreted with milk, which is
one of the most abundant whey proteins. BSSL can hydrolyze a variety of substrates, including cholesteryl esters,
fat-soluble vitamins, ceramide, etc., and plays a crucial role in the early digestion and absorption of milk lipids by
newborns. Recent domestic and international studies have shown that in addition to promoting the digestion of
milk fat in infants and young children, BSSL also plays significant roles in pathogen resistance, thrombosis
regulation, inflammation modulation, atherosclerosis prevention and so on. The author summarizes the
characteristics and functions of BSSL and explores its potential applications in infant formula.

Keywords: lipase; digest fat; whey protein; infant

BSSL J& —Fh B A |2 IR P04 5 V16 AR W 43 1k
Bl , 32 B AE B AR I RV A0 L rh A . 2 R A B
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REATREEMAFEEAZ 0 AR F W
BSSL Hy 722 A2 5 B2 5% 25k 20 B, Lk BE 55 10 R 1
BSSL K BE —FF , 7 2 b AH R (1 36 P 4w 5™, SR A
SRR 7L AR R 1 BSSL [ AH X 4 7 B R AR 2 571X
A B8 HE AT A B A [F] () 0 A0 K P 51 R
FLHP 1) BSSL A% iy 55 A A0 I B 1 5 A8 0 1) S pE
FEENE FLPE N R o FLRE R R 2 R
BEBE/REE 9 103 02 01 0039, OB AL 2 B 5 BHAA
LA O, L 7L 28 — A H BB B AR FE v T
Ja 7

N 25 BEL Y BSSL 7K 1 55 B 44 (1) 44 i 5 %
(body mass index, BMD A %™, %17 (i JLH E
J& 2~3 d W B 1 BE LD ) BSSL K P 5 22 |if Fl 24
J& BEAR ) BMI 2 A5G, il AL i L AR 5 14 d
s £ 19 B 30O Y BSSL /K P 55 Z2 40 4 4R 9 1) 1)
BMI 2 IFE M 56 . XAl fe & F oy N BEA H 1
BSSL 7K V- 52 F1] 4 4 37 18] 22 45 44 P i 3 C o fi 5L
FOBMM B . IR I E T 1-C2 1
KAV, 1% 2 5 AT O M A LR b R 4 i % o
BSSL [ J& K R &0t T I8 Bk B 5% 0 L 9 1) f
FLR KPR, i AL S SUBSSL 43 b A0, k%
W IR KB, B )L BESE ) #L i H BSSL /K P T
A JLREE LT IR kR FL R ) BSSL KP4 T
B )Lk e T s A EEAMEH. RAAF
BSSL 17K *F & T ] 7L, iX Ff 5 7K *F 1) BSSL — H.
FRE B LHAETE 6 N H , 2 J5 BEFL 1  BSSL
AP IE TN B o BH AT DUHE B, 7E 28 LG 2 R
7= )L B B JE 5 B (pancreatic lipase, PL) 7 i A4S &
B, INBEFL 3R A3 (19 BSSL AT RE ok #h 1 5= JLAA I
I /KSF (9 PL, AT AR 32 7 22 LR I 07 1 A 2509 4k
AW, BE A LR IR IZ# K E , BEFLH Y BSSL
KRR B . Bk Ah B IR B R I
(9 B35 FL - B BSSL 1 7K F Bk

W7 R B, N AR o BSSL 0 525 X AS A 7E fifé iR /)
I V6L 4 B A0 3L IR SR, AR N R At 4 e Pt
A B R W A A0 B L P R 4 R TR ks 4T i
(S N A N N R e RS SN GR (€ 2 SN TN
I %, BSSL i & ik B (1.5 pg/L)BAK , 9 AR &
1 SRR % I, BSSL i K& BT T, 1A
F 3.5 pg/L . i i BSSL 5% E R A
(low density lipoprotein, LDL) f] & JIg & A B100
TR AW, 55T R 1 22 b 2H 230 1 R ] R AR S
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#05> BSSL B ' /N BRI 38 I b JR W HE . H
BT, %F 1% FF BSSL K I8 i AN T 2
SR S I Y R B BSSL i TR AR L i i b R A
il R (= NG | AR R R 1 I N )
BSSL 3K H P B2 41 A A e 40 B 1) o i 3R IA , 3K W
I3 H (9 BSSL 7E 41 it A 20 23 f6 g o AR i 7 T A
HE

2 BSSL K @k

BSSL H A7 Z B R Y Fs 5 1, o] BLK g 2 Fb
JEW 045 TG Sn-1 51 H I B  Sn-2 B Hk H i g
Sn-3 BT H I B L AE B W 0 P R A IR I 6T A
FEOK 2R VL J o W I R PR B S5 BSSL ik A
A 2 3 By T8 I A T e AR R AR Y. R
53 WATR) PL AR LG, BSSL AJ DA B 4 b 7K fif: Sn-2 BRI 1
e . BSSL A B JiE U7 6 AH 5 25 F 2 (pancreatic
lipase-related protein 2, PLRP2) B A ) [F1E H , (H
& BSSL Xt F o 85 F1 K BE TG 1 K fift 7% 7 5 i
B A5 i B Chuman gastric lipase, HGL) /K i TG 1 £
BEAE AL 2 Sn-3 A7, 3K Bl TV A AT RE 2 4 5
PLRP2 A1 BSSL {1 /K fift fit

BSSL /K fiff — %5 J&g 4 Can fiH [ B 158 A1 TGO I 75
BRI R WOE T K R 55 A — S IR A Cln ¥ I
eI T T 400 - BE 95 0 BSSL I AH VT #E A
e PEE PR S RO R 1 TR A Car IR R 3k R G
FAUH R 5D AR G IE v £ Cln 22 IR £ #R g 5
BSSL &5 &, H & R A JE K PEIH v 25 58 0% BSSL,
[ BF B 6t T DLAR $7 BSSL S 4 7 38 2 A i K
WGP PEYT R BSSL ¥ 1 F 52 £ BSSL 4544
(52 m , BSSL A [ i AR ik o 5 — SR 57 1 6- 2 2
1% 5 51, FRT A — R 5 & i i 208 1) T A8 4
&= # I H E ¥ % (variable number of tandem
repeats, VNTR) , % VNTR 1] fig 2 [% ik BSSL 5
FE 25 (AR B AR 432229, [, BSSL A (fAS  R
FRIEX H G HET MM EE At EE W, H
W 5L B, BSSL o RS 2 1R -63 AR & 1R -423 77 )i
RALA WA R A H R 5, 3 K 7 BSSL /K fi#
1L [ 52 s 1) 95 TS . A TR AR 2 TR BSSL ) R P
FAEZER , VNTR B H AR (IR Do 4k, 1
TR 0 Rl Sl 2 52w X BSSL W 0E 1E H L 80E
5 B 0 1 BE v &2 4 1 JH B2 2h (taurocholate,
TCH)™ ., fii % Jl§ & (phosphatidic acid, PA) . ¥ Ifl
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Fz1 TR+ BSSL 4=
Table I Characteristics of BSSL in different species
L/ P RIEMRIERH /A VNTRECH /A
A 7L e /g 722 16
4 ik Mt 578 3
KE 7 592 4
s Ji iR 556 2153
=fa R 540 0

1% JIE R (lysophosphatidic acid, LPA) A1 I /N bR 375
T (platelet activating factor, PAF) ] fig 4 I 4k
BSSL [ 3#0E B 72 1l i Ik AR B <= 410 ) BSSL Xt
TG KA 0N i Tl A2 2 22 f 3K o 0 i B
3 BSSLIMaife IR # )i ik

K TR TN A R N R R 1 B AR T
HF oo AR ThRe A 2 B E RIT  HE S5 A
JiE ¥ AH B, JE BSSL 3 P K P 8 AR BSSL &
AN L FBE 0 J Ji 4 5 Ok S T R R 4R )
R EE 0T K AR 2R, 3 IR R B R R R ) T
FE4y B R b AR oK FasE . A FL b 4li 4k BSSL A
LK FH B B8 e e v B 1 A W R AT VR A TR 2
AT 2 0 5 AN T i, 3L HR S R 2 BT vk AT DA PR 4E
1k BSSLY. [A N BSSL & I & 45 & 47 55, 7] LA
SRR MG A, B DU R R A E 4 BT 2R R
o3 ok gl A A 2 BE L b ) BSSLE*Y. BSSL 11
Pt 3t 1 X Y R R L TR TR K R £ T i 3 K Iy
{1 38 R A e, T L A ] R e A 2 K R
[ I e R I 3 R A . KRR N L BSSL
[ A X 43 1 5t & 100 000~130 000, 7] LAF] FH 2§
F1 5 % 92 BN 28 %5 5 BSSL, R FH i B¢ fh 928 W B v U
5E BSSL R IA KB, Ak, B w] LR A 2
T R I 1% V5 Sk Ml i BSSL (1 2K S

BSSL Xf i & 8%, & IR R B (62.5 °C .
30 min)J5 5 R A, T B8O 5w A RIEN . Rk,
¥ BSSL s m 2 22 41 )L 7 Wk o B 7R B E K
B 5% . 5 R B AR B, 0k RE 3L R AR FE (500
MPa. 9 min) Al & i 45 B 4L 3 (72 °C 15 ) 7] LI
AR AR R BSSL SR R IR R . HS
R A A BEFUH EE , BSSL A3 PR 47 B 3 B AR
Kontopodi %5 F ¢ T AN [A] 2% B 77 16 6F B 3L (1 52
Mo, &5 B8 R &k AL (400 MPa. 5~30 min;
500 MPa. 1.5~5.0 min; 600 MPa. 1.5~5.0 min) fi14&

PEEF: BRR MBI RER

A28 I8 G 35 e Rk b A v R, O LA RS TR
ik BSSL (& ¥ o Bk Ak, 8 7K & s 4L #E (400 MPa.
5 min) 8 7E PR UE AR 9% A 1A R IR 47 7 BSSL 1)
TEESY BT L, R AR L F K R T AL R A
LR TER T ERAEM S REN . T
i BSSL 5 47 bk ¥ 4E FH , A 0F 70 % FH ol s e
AN BSSL #4703, 3 — 2P 4 & 7 BSSL [ #4423
SE TR AR A R

4 BSSLIY)fE

4.1 BSSLAER#Z.ARH L5 RUL

FLHE A2 B LM BEFL A 3R B BE & ) 3 BRI,
P T R BE B 45%~55% . BEFLR B LA
Wiky 1 95% LA LI L LA TG B RAFT7E . A
Jip 1 b F L GE ok PL A i 8% TG B8 A2 (pancreatic
phospholipase A2, PLA2) %> 54t TG Fl i g .
R 58 AL R o2& 5L )L A& I, PL AT PLA2 7E iR
Ji A ) ik B ARG, BT B K MR A, BT DUBT AR
ILE S BB RIA RIS . 2 TU0F 58 E
Sl it gL dh il BSSL Al LA 32 37 28 L W Wi s
i o Alemi 25 58 R I, F A 28 0 #% i) BE 7L 815
A BSSL b 78 75 B IC 7 473 W 3% 1) B A L AR J5i &=
JE 7 88, R HE T 8 /D . Miller 26500 5
T EFAE A (REFL A BSSL) A1 BSSL i 35 [ fk i 7Y
BERUMR R 77 20N, &) B 3E 08 b (9 I 07 2H A, 45 SR
7N, BSSL [ 26 [A] i [ B RE BRWR IR B, 4 R3S 4
A B2 AR WA RE T, i AR Y R RO SR 1 B
WU 2 B HH O E ) R R U BE JT o [RIE, Wang 26T
RO EHF =N RA G, L4 m R A A2 BSSL
(B 5RO R 0 RN RO R R R e, O Bk
Ji B R T 43.8% , FEAE RO IE T & B> T
33.3%, % B FL A = K P B9 BSSL o] {2 2 5L 7= /) BR
(A K B AR 0 WU . Wang 255V B, FH TR
BSSL [t 75 W3 W 3% 4 4k i, A4 & 1) H 3538 0
BRI 2 f5 . kT X s wf g g el A, Bk
JLCRE 32 572 )LD X BEFL A 1 TG o] LA 20R]
() 3 H R R 2 A b & 4 BSSL. BSSL 7E A i3k 5 7=
DL A A4 J52 238 26 ) LI I i W i o T HL A AR
F S A 8k v T R LRI R T R AR LR
PL 73 WA A A2 3 B0 i S0 A0 IR e il . (R, S
I BSSL AT LA /K i 5 Bk H 9, TG ¥ 1k (1 & 28 7= )
HY Sn-2- 5 H i B R0V 25 R T R e AR O H i R Ui
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51 07 R, ARk TORR 7 R e RO T R
AL i B AR BV ER K F BRI LT
JIE 077 T2 L B Tt il B 2 5 4 R

FL R 73 WA ) BSSL i AT i i I [ i DL & K B
% AN M FHE i B2 (long-chain polyunsaturated fatty
acids, LC-PUFA) I # FI™ . i 42 JL & N 1 LC-
PUFA K& 4 i 3L 9 TG #2 it , LC-PUFA A2
K Jisi AR AP &5 A4 B2y, o B A R Tk
FR I AT A9 5« LC-PUFA #%UE 9242 8 28 LI
IR FEM AR, LC-PUFA 735 t n-6 F1 n-
3 R 41 (4 A4 g 107 R CRP G Jih B2 AN o= SRR R D 3 i
JId L R e I M AR s B B AHET 2B LI A 58 A
H A& X Rl e 0. B AH SCHIE 9T AT LA T, BSSL 1 77
TE B % 1 O BF LR IR B8 £ LKW 2 B 1 LC-
PUFA, M #E A KR B,

WA EENBE. £ RIE
LU 10l IR il TR A TS A A D A 22 TG Y A Tl TR
5% . BSSL A& 7K fif #i 25 Bk i , D] 1k mT e E 37 A= L
S B T8 I 1D 9 A TR s TR R A T e R T i e
00441 2 A B 2R o WY BSSL ] I Ik K A o 4 B A
Z 559 7% 1E R A A 20 A R0 R IR T T A 4 M 1 2 A
B ot A, BSSL AT sk i e 4 Wk i X 4
P JTiE J5 3 A FR A0 ) 5 AT AR AU s i G e R L BE
THORL e 7= AR
4.2 BSSLHEYHLS IR A I BE

B LR IR #3742 L OIS D7 AL SR BB AR LR
A SR AR PUAE G B RE . BEFL AT BLIE I 2 Fb
BL ] 35 Bh B A2 L TR A% e, AH S BT FU AR B,
BSSL 82 5 7 ZE A0 LR 47 Lk

N 2K 2 BB 95 B 1 28 Chuman immunodefi-
ciency virus, HIV-1) 1] DL 4t G0R 41 ff 45 7 4 41 A
6] & By 70 1 -3-45 & AR 8 & R [H 7 (dendritic cell-
specific ICAM-3-grabbing nonintegrin, DC-SIGN) #H
HAEF AR 3595 35 17 CD4'T bk T 40 f 4% 3% , 486 fin J
QR RE o BEFL P 3-25 HE 0 3 -N- 2 18 2L W i (3-
fucosyl-N-acetyllactosamine, Le*) B PL 5 DC-
SIGN 4 &, I Tfi B 1 DC-SIGN 55 HIV-1 4 FLAE A ,
FEHEEE ) CDA'T Wk AL f8e . LeMilw 5
FURE AT AE AR SR B R X 73 7 5t B2 <10 000) B = 41
XF 43 BB (>100 000) £ H i P45 & 1 A7
FEN . B TR DL, BEFL P BSSL 4% 5 L, H ik
BSSL #J L1 5 DC-SIGN 45 & , AT FEL I DC-SIGN /¢
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S CD4T itk 41 i 5 HIV-1 19 e XU Y. BSSL
5 DC-SIGN 145 & /% 1T 65 VNTR 1 2 5 K5
A, WHREY, B H VNTR T 16 4N E 2 Ik
() BSSL b VNTR E & /X $ 5 £ 1) BSSL A 5 38 1)
DC-SIGN %5 4 fE /19, I 4h , DC-SIGN 3 [A i #
AR 2 &5 W B & i # (hepatitis C virus,
HC V)AL 3% M1 261!, B4R BSSL fit 5 DC-SIGN 45 4,
{H /& BSSL ) VNTR H & R ¥ I A 5 HCV 1 5
JEEE

B EE M B U (Giardia lamblia, GL) &% W1
o3 11 P 3 B A e, 5| RS I T E R O A N 3
55, I E A RETE RIS B o X Fhar AR dUE
BPJLE, SSBILEREAR . W ER, BT
Al LA SR K GL % 77 4k, 1IX AN i F2 7T Rk 5 BSSL 1
KT AE FL G AT AE I 2 AF R AT BASR K GL, 3X 7 fig
JA 5 T BSSL 7K it 2 AR 1 7= 42 Ay e 25 i oy e
Ui 25 M T R TT g 5 A A RN T A A, BUEL L 45
AR BN, I 4 S EOR R G R . RARTHHA
o6 I O T X S A A G A AR e TR T TR T
TR I JRR R R A8 AR DU 0 R 55 0 B AR IR R K AE
FAYOY . b A, BE L VE 22 3o Ath 5 5 A G g 5 AR
FE B (BHD B 38 B 3% HL(TV) L 5 406 92 TR &
(HSV 1D F 4 35 0% % BR 1 (S. aureus) 25 W) 5% KAE
FI B TR T BSSL /K At fig i Jig B 37 1k 2= e
4.3 BSSLEJIAINEE

ALK E B, miE gt g 3%
Yy iE ik FE 4 R A B AL (AR LBE &
BLF B AR . XA KRB, N A 523
O T R e D W B B

N BE A /N Wy 45 W %6 (necrotizing enterocolitis
NEC) & 577 )L WL B WiE 20, 3 BEHRE 2
T N B T R JE A R BE Rt IR AR S T8 R AR
1E 8] i oK o , 7 A B 2 5 B0 BE A 2R .
NEC A& 5 857 ) LAIIE 7R ot 5387 A2 )L R s 2 A1 3K
TCRE R EERRETY . AR T HGL 88 & 7 /K
fift TG AN =T | H- I B, 1 H 9 — B A 15 18 7 R
EHRBELET Bt — P WA s A s iE b
B 20 M B W, P 5 A ) T 4 A T L BE Bk T
WA L T R R B AN A R T I S R
S BOH A RE 7 BE AN R FLBE BORE & R BE
155 . Xk — 3 SR 58 4 AL IR AE /N
[ figg v AR 2R, r 0 R TR I I R R AL PR AR



Vol. 43 No.8

Jig B A A 5 5 AR A N BORT 28 0E , 3 BUTR
5 A0 36 1 52 405 A NEC 1 n =7

BEFLWR IR X NEC A TR/ H - 21 J7 9 Mg
7% b 4l BE ZL M R 19 57 )L NEC K W % = 6~
10 % . EARTC 77 95 18 77 A A& 4 e 5 BEFLAH
B, BB 7 W5 sk Z B FL E A 2 Bl A W 0E MR
43,4 BSSL. BSSL #J LA i {2 ik LC-PUFA [ 1
W AAR B, xF B 4B LR CR 47 4 A . 11 LC-PUFA A
AT HAEIVEKKEE &0 E R % 355
B N NI 71 B 17 | iy ey - S/AN
(docosahexaenoic acid, DHA) Ml — + B 1. ¥ IR

BEEE: BERRMMAEHEEIERRER

(eicosapentaenoic acid, EPA) AJ j& i 5 W 4 9% %
RL A [5) 25 B8 B% AR NEC L B 72 JL AL IS g A2
(ROP) SV il 5 B A B (BPD) &8 50 1) K 2
FKU8 . Howles 25 B 71 & Bl , & BSSL % A I
A2/ BRI N BSSL{H ] BSSL i S 18 411 1) 771
B R A B [ g 25 bR Al i 2 A IR
R T 5 BOH 1] i 9 E b R 4 45 R 1 i
P o PG, 0h T B LRI AR 44 Jot & B B AR L, B
FL A I BSSL X OR 477 oK J 24 1) /N i b Bz 20 i 25 44
HA#EEZE WS, BSSL/E A It o i Th fig & 2%
& 44T 1, W1

B 1 BSSL.Z&FLH a9 oh ik & 2 2t 345 )UK % 7!

Fig. 1 Function of BSSL in breast milk and its influence on infants

4.4 BSSLET MK ThRE

FE 5 4 B9 AT 2E ] F -1 (stromal cell-derived
factor-1, SDF-1) & fifi £ 7E IfiL /N K5CBURE H I 78 1 /)
T B R T Ak R . SDF-1 i@ i 45 &
i 1k K 7 52 &k 4 (C-X-C chemokine receptor type
4, CXCRA) 5 5 ML /N AR 41 WS N 45 5l 5%, 385 0 € 1f
fif 5L ADP 5 5 I IfL /) Bl ZE AN . B R
BSSL 5 SDF-1 1 HI 2 SR 3 {01, i i 5 1fn /)y B L )
CXCR4 # B AE I, 7E 1 /N BR 35 A4 o R #8 4E FE
TE /I BRI A T 85 28 o, BSSL 7 IfiL 85 BE 45 453 350 o7
R SE AR/ AE G, J6 BSSL /N &R 1ML /M
21 g PN 5 Bl %R I AR TR B Rk 55 5 R L L ok S
2 L prik , BSSLAE N —Miafb B 7, & 5 1/ B
E 32 4K CXCRAAHELAE 5 AT 3 4 I A %2 o
4.5 BSSLIETIERKIRAFRELAITNBE

B ik 8 BE B 4k Catherosclerosis, AS) & & F 5
kB Ak R B L) — B . Bl ik A A 1 3 TR R R
) Bk B BE N R AR R R £ SRR AR N . FES)
ok s o B A B HOE i B e L VA BA R R B A
1 BE N I BE B N BT SR B AR Dy LW A i, i

Ji& A W S A UG FE IR 2 H (oxidized low density
lipoprotein, OxLDL) A& H fi 2 i 42 i i) fls &5 5,
T F RS VR A R, T Y6 AR 2 P oS A i A B
PRl EEERE. EFEWAM A+ ,BSSL Y
OxLDL % & J& 43 Wh 3 Il , iX 3% B BSSL 7£ i 715 3))
ik 546 B A 4 o BT W AEE T . OXLDL /2 AS B
BB B — A B R B TR A 96 K 4 e 0 T
i, B S5 R AS 1 A 7 S L e
LDL Ak 72w, B 6 7K 00 s 7= 4 v 0L Tl I Tk
JIH % (lysophosphatidylcholine, L-PC) & 5 3 5h Jik
SEREREAL ) E BN . fER MRS, L-PC AT LA
VE B A% 40 1 A 700 D0 555 P R AR i 12k B0 Bk
gk, 175 5 A% 4 M B PR3 B0 kP9 Rz gE i, O (2
SN D O R N (TR o O 7 2 A LA
Shamir 25 Hf 7T % B9 , OXLDL 5 BSSL 4t [ 1 9%
4h 5, L-PC 51 & 70 BUEAK 1 43%. UL Al 51,
BSSL A] R i i ik 2 L-PC 5K F£ MK AS f XU o fil
22 T i /& OXLDL 1 47 7E i) — F 5 8 AS I IR 3 15
ST WEIUR M, 04 TR L A 0 T WL 4N
WE , 5 3L R R 3L R (R A8 AS i &, BSSL
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I RAK fige e 22 I e 5 BRIk BSSL AT fE
Bk 2 19 7K P SR A ) AS B I EE 7
4.6 BSSLHEYHEfhIh&E

¥ M7 47 A 1iE (short bowel syndrome, SBS)#% 52
XA RSN RARES S 2 i1 T/ i KRR B R
(mSBR J figy T& W YSc T AR ik /> 3 B . W SR B
FI ik BSSL e % i i 4 1 7 - Bz 4 i 38 e A0 40 1) fi
bR YA TSR AR A SBS i 5 Y A A 45

Qiu Z i 58 & B, BSSL AJ UL i LRP6 52
OGS Wnt/B-IE M 3 B 15 5 3l Bk B 4 O B AR
[ Ji7 38 40 M b Bz B [ T g . BSSL A& AJ LA i#E A
Jit & ik N 52 48 B2 Chuman umbilical vein endothelial
cells, HUVEC) I 3 T # & & DA Sz B 40 &
WA F T %, 3% WY IV 0 36 i BSSL AT e 2 5 1ML 4
1A B

3 4h N T I JH B8 5 B Chuman butyrylcholin-
esterase, BChE) »& H H{ & J& i (1) 4= ¥ 5% 1 5 BR
), AT BL s RBOHR A b 22 7 R i F AR Y BT
R, N BSSLEE AR mA 4l bEs
BChE £ 34% H A 4% , 7T LLAE J9 BChE i & AR i
FH T 7 B b 22 T D7
5 hed

AN A& BSSL [ 5 R AL T 4 .4k 9q34.3 |, 28
1855 44> VNTR A H L BRCE G 2k 2 5 3 8 A1 75 /b
SR W B R FA K R B BE JK W (maturity-onset
diabetes of the young type 8, MODY8). MODYS8
& — A LA Ab 73 WA JBR i T RE B 65 AR FR 95 9 R Ak B
AR R Bk, SRR T L — B R R
BSSL [ 2 [X] 55 g i B s 11 5% 4%

KT BSSL 7 g Jou AQ o i B SR T, W] UK
FCRE T 1R 07 R S R S NRE o BEFL R B AR L B
R Y H 2t T BR300 & AOR B B — etk
23 5 AN e AT BEFLME IR, 0 AE 4 LA 2 4 )LD
J7 WKy v E B A I B BSSLY™ . [R I, K BSSL
IS INAETE 77 W3k v, AT DR T 2R ) LR IR IO 4l
& LC-PUFA 178 AL IR 1

52 R U R ) (0 52w, AN L b 44k BSSL JE A
EA KB AL A TS . H AT, B BT
R e BE W A= ALt b i T s RIS A N JH ER
I ¥ v B8 Wi B (recombinant human bile salt-
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