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E] L4005 fE (povarian syndrome, PCOS) & 7 W ] 2 1 5 UL 149 P9 43 06 19 A5 41k 55 5 o L & s L okl 42
F4 O H T A R R L DR R B AT, B PCOS SR SZ 2 A, 11 AR 7 RT3k 20% . — B LUK, 4 N - 4R & A
P I P 47 U AR L A0 K (interleukin, TL)-22 4 Sy — 5 25040 i D 7 o JHG 2 093 ik 110 3% 3K 15 o g 1) 4k =2
F AR 22 454 % M (interleukin-22 binding protein, IL-22BP) i ™ #% 8 #5518 A4 3¢ H 8 45 9 ML 0F 98 1 58N
Bz . PCOS B F M AF e K 1L-22, HAFSE & B T 1L-22 15 05 4R 358 95 5 48 1k 48 0 WG 45 5 1 2 18] 1Y) 56
B, BN TL-22 75 A 26 5K SR e V9T L 5 B R b7 45 A B B3R T 11L-22/11-22BP #£ PCOS I AEY 2 L, BH#E N

PCOS B3R I7 B2 3T BT 58 J5 17 .
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% % P 85 2% 5 1F (povarian syndrome, PCOS)
2 AR T Lo VR UL N A I AL R, E BRI
RE R AN L AN I A A8 M 50 TR R A
J& PCOS Ji BAG#Z 0. T 4F oK % BL . PCOS M
THEER PR AEE , oF O B 40 7 A N RS2 455
TBE N IR A K AR B A A i 2K (luteinizing hormone,
LED TR WS A2 i KRBT &% S BRIGE
KRB, 1P RIEWA T T RPN ZE L. A
TR RAE W3R KA N RER TS5 T &
FEMEBE I & . 40 A & (interleukin, I1L) 22
TE A N 45 e W 0 e R S 92 9 1 4 T, — T T e 3
i Bt B RS 5 o3 — T 1T 4R 4 G Ak B B DR B 42 Y I
WHEAT . H TL-22 B9 AW P52 B TL-22BP #9)" #%
P4 TL-22/T1-22BP Y LLE AT REAER T 1022 593
REE 10 P, A SCHE T R GE AN AR 9 B B iR T
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1 IL-22 &3k

1L-22 J& 1L-10 FR% 40 i I 7 rp i — 51, J& — Fib
o~ BELE 40 i PR bl Ak B R 00 R S b e R L AL R
Bt T 400 17 (T helper cell 17, Th1?) Jiihte T
A 22(T helper cell 22, Th22) .5 Tk EAE 4L i 3
i (group 3 innate lymphoid cells, ILC3s) fil H 2Rk 5%
15 40 B (natural killer T cell, NKT), %% R 4 4% 18
FW.CDA" HBIYE T 408 (T help cell, Th) J&—4~
MR R AR S K74 TL-22, fE R R 4
KEHEEEM., IL-22 ZKE 5WE & WA T
1L-22RA1 1 IL-10R2 , 2 2L 40 g X 11-22 1 Je o 1
Bk T IL-22RA1 ) E LK, R, B CD11b'
GRS RN N A 37 TR AR C A R - N
1L-22BP 5 1L-22 R A 5 &, w] ELAE B T 1L-22 5
TR G IR L., ERARET,
IL-2270 IL-22BP 22 Jiz ) k88 =X, w] 4 i) 7> A aok
() 1L-22 il 4 11-22BP #8715 11.-22 {5 5 Mk & f %L
FBCEE ) i 53 T R A B T R N SR B AR A R
IL-22BP ) ™ A% o ¥ & ¢ & 2, F % b, F
1L-22BP " /INBUBY SR i P08 9 A0 X 2 ok 22 O B 75
S0 JHF 0 R R, L AR R 1122 1Y R R AR
;IR

IL-22 AR 40 A e e 9 B B 5, 72 A B
G B2 PE P s TN A E VR vh R R AR ], — O
Z: 5 R 0E W1 6] 1 41 890 5 B g 0 R R A i
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A S — TS S5 PUR P L L 8UE B F AL R
FARHE . TL-22 A R R o B 1 2 200 I A
Je 8 0 200 L R R B 5 L AR BRI A AR A e 4 i
TS E W I8 5 WK K 1 TL-22, 5K )5 76 R AE
] B TLC3s fil CD4™ T i S A2 il 19 11-22
AR B G MRS MU E R G TL-22 AR 18 M
ST PN AT B R A g5 A E AR — Oy i
A B PRI TR A P IE R R REE R s ) —
JiT L IL-22 (i R GAfR TR AR R & LA
IL-22 5AEMINAERH KR M AW &, A8l E, T
B — 3t TL-22 7E 3RS P B 15 £ #T 9% (non-alcoholic
fatty liver disease, NAFLD) it £F 4 1k 19 off 52 0 &
B IL-22 B MR A TL-22 E ot Eh &
S R T AT SR A I R L X R S R 0T B
Z 5 11-22 W24, TiAE PCOS Rl & it 2 $ 5
T S AR AR RN BRI K 5 AR, AT RE A R T IL-22
= A PCOS & R/ BUER A A1 & 1 A6 24
TL-22 7K f AR . TL-22 B85 0E WA 76 PCOS A5
HAWRITAE 4T AEPE TL-22 37 T#EEAL.
S - 1= ) G R A R - R s NI = I
WREA B E T EI T 1L-22 /= E AL, H
IL-22 F1 Th22 4 MI7K-F-A 5 59 SL4E & br 9, anfie
UP 3% 2% (follicle-stimulating hormone, FSH) . liff
Tl LA S E (anti-Millerian hormone,
AMH) 35S 52 01 60 3 £ 2 3 A DGk $E R TL-
22 W HE X 2 5 O HE A B AT IE e AE Y
WFoE S B, TL-22 W] DAAR 35 RN B0 5 O T O 4
PCOS, H 1L.-22 Z K& &%) 1L-22RA1 I TL-10R2
mRNA 7£ 5§ 8. 50k 40 g (granulosa cells, GCs) 38
ik, 25 PCOS IR EMA B IR AS R H ML T,
XA g R B S mTmk, Bk Ah, TL-22 7E X Pk
LA IR B N ERYL TB R R VR OR A B
THEFF IR .
1.1 IL-22/IL-22BP %l IL-22/IL-22BP %l 7] Jz
TEAS 5] 48 B 5 T TL-22 09 2 W 3% P L 40 4 Bl L T
JUE | B Bk M B R R B 5545 TL-22BP IEE S AL R
AIAE MR L AR TH AL R G R L B2 R R A AR R R
g5 PRI B L % B R D) RE AR o A 1L-22 5K
BH) . [FIEE, TL-22BP (4 AS [R) 40 i R U5 6 92 9 24 5%
i AN [ 1 45 5 A0 W T R 440 Ji AT T 40 A U 1Y)
1L-22BP 7E 5 % 4 P ik A1 5 B9 13 38 B8 vh B B0w
PE SR AR 280K 400 i of 5 1) TL-22BP w] LA i Bij 25
1L-22/1L-22BP A 1E 2 Bl i b &6 A FE 5k 1

B, E AR RN G BT B A R L 1L-22/11-22BP
T A AT 2 R JRE | 2 RE AR S i 5 T A AT
MAE PCOS & Ik H 4 %Gk 25 f= , TL-22/1L-22BP
LA 583 TR 5 B A IS AL R S B I A B
T R 95 I & A B A L TL-22/11-22BP FefH 8%
A o 45 7% 0 B o XU RS 488 o) 5 TL-22/T1L-22BP #hi 7E 1L
W A e bt B B S, TL-22 A 3 R BB O
IR ZEFH G LA, Bk 1IL-22 AR
05 . $2% 1L-22/1L-22BP %l o] G4 B T ok &
JEIE 58 E 5 76 4 8 o BB 38 1 B2 R 3 A P R B 1L-22
By it # 3k DL & IL-22BP B # R Y, 0 &4
11L-22BPRl & 8 FIR YT /D BUAT 9805 0 1% 1 B AIK 98
P B 23R ARl e b, TL-22 A R R % 3%
FEAE T B U % 7 T R FEAE L H TL-22BP BT 1
1L-22 B4R Y. R, 10-22/11-22BP ShifE N
PRI - () B LR AE L M)A 1L-22/11L-22BP W49
R X HARKMAE .,

1.2 IL-22 {55 06 TL-22 /0 —Fh iRz 4
W PR, AT 1 20 20 rh OGS Y A e 3 B L H D) R Y OE
R HZEBEY ML, AP RIUELT
IL-22RA1G R /N B BT 7™ 5 17 JIES Jo 0 i B 3% i
Pt (insulin resistance, IR), i 11.-22 &k 5 /N BN 6
S, HAE PCOS /N R AL, 25 7 IR 3 R 7T 1 3
ILC3s 77 A4 1 1L-22 , AH S AE TL- 22RAT B2 1/ il
o IR A 65 VR B i, T WL TL-22RA1 1 5%
&3k 1L-22 {55, [A) B Al fF — 25 3800 JAK1/TYK2/
STATS il . 11.-22 A] 3 o 7% s 300 7 3 (signal

transducer and transcription 3,

STATS) i i 5 5 PU 1 IR0 P A B B i A s 1 3y
R 7 A Ok R Ji T8 TR 1Y B B ) e S BHL Lk JHE R A D
Az AR S A= TR I B T S U T R A 2 R
G BRI =W ot =4 = BN U i ) R T e S B9
ARG IE . BRIELLS (5 5 e T R SO T 1
(signal transducer and activator of transcription-1,
STAT-D) . fie 2z ¢ 5% fb & 1 # M (mitogen-
activated protein kinase, MAPK), 25 H % % B #1
p38EBRMLSH T IL-22 WF 5%, TH#ES
rh SR PR B i B A PR A 32 B T-22 |9 OE B 4%
] Fisf o 76 R i 1 B L 1L-22BP 52 811 2 ] F 1075
5,04 NOD #:3%Z K& H 3 (NOD-like receptor
protein 3, NLRP3) ¢t 2 #2 & F g 1, 11-18 DL )
VEIZE (BT, a2 R AR A R R E2U
11L-22/11L-22BP "]y 8 2 1 {5 5 22 B % R o 7
WG OB STATS T i % D IA] i T1-22 K A%

activator of
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2 IL-22 WM EES PCOSHERT#

AR, PCOS B 5 RELOHEE T E 4 S
FOR R R E A O . B IR O T s AT
ANERAEBEGE T, S RS BRIP4 S LR
Y1, [ ik R i 18 R 1) % A T A ) 1 AR L
M-S RAE" . HATIFE, A= W) Bl A 35 b g A
FARJE AR b, b 40 0 ) 32 A B S) — B3R i Il
PR R RE L B RIL O % 52 A% FL A B ) 1 (brain
and muscle ARNT-likel, Bmall) fl & 7 iz 3h & B
J& #1 & H (circadian locomoter output cycles
protein kaput, Clock) J& [l % (%) #% 0 % S IR+, 4b
JE A W T A e T 0 B T R R AR A5 AL DL PR R A
EM T AMEDIRE . iR RS AR, R
ARFETR L 20 Jf 0 Dy B 5 PR 15 G i o 2 AH B L X R
5B W 0T PR BE MK B H OB s i ok Pk R . Wi
PAREAL RN AL 45 TLC3s 78 N A9 41 i 2 B 3% 3h # %
PR 22 AT 255 ) B R IR 7 . X SR RO R B
S D A S R O TR R o A P R T R g TR
I7 B AR L BAR ML o RIS R . IL-22 2R
RS B LN T AR L TL-22 Wt R & ]
S T8 38 35 R 3 0 ORRE P R RE L T DA B2 1L-22BP
FEAR T TL-22, BeAM, TLC3s Fa 1 1L-22 (177
He . e R E 4H 8 (innate lymphoid cells, ILCs)
AR 2 52 IR R S S 1 2 Ak 2
T4 38 P28 TC RN N 3 WA 5 1 8 LR DR 43 A AR
IO 28 ML R L 2 B R S s Ry . AR R B, AR
S PR A A 2R K VTP AT e i A I v I K A2 1A 2
fEik 1LC3s 5 A Pk 7= A TL-22. # Fk A “ #ill ) 4
PET, — L ILC3s Z MR E R W 5 —
11, ILC3s 32 B #% .0 % 5k [+ BMALL ., ™
Ak S AH LR B R TLC3s X 1L-22 (i 5 .

BT AR W, 1L-22BP I ILC3s 2 6] 8 4y
IL-22f 33k . SERiHE " R, PCOS B34 oF HL55
KA BMALL 2 K &5 T4F PCOS &5, HTE
T W i IS K £ Chigh fat diet, HFD) 9 /8 Bt 1L-22
WEF . B, Tk 25 R H M BMALL £
PR A5t m) e A A TL-22 19 433, 2E T 2 e PCOS,
O TR ) 3R ) SR A 3T AR AR R BV RR B E A
APk 3E PCOS, 2 R R PK IR 7 B2 it 1 05 — Fh
¥,

3 IL-22 5K EMERE R 5

18 PG BE MR 28 2 PCOS [ ¢ Sl s B0 3L 7l . o

58Kk B PCOS g Wi 20 20 R0 A1 & 1w Bl g 38 38 5+
a(tumor necrosis factor-alpha, TNF-a),1L-6 1 C
S A8 A ZEAE B o 2 i R e L X S R MR R I R AR
e 1T | I I I O SR 3 | R
TL-2275 K Z P00 o B R4 R PR 19 40 i X 5, 5.
LA W T DL B AR TE S RE IR S R Y o B R
IL-22BP il o v A8 09 BOm 4E . 1L-22 5 R AE
()5 25 Al 3B 3 3] NLRP3, NLRP3 A9 1F # 4 % 75 5
IL-18 Ay 23R, e AR5 2 18 0 I R 28 2 v 2 B, of
W ANG W2 e A TL-22 i CD4 " T 2 g A 48
ATRES TL-18 S8 40 I 7 iy i i A 6. [, A ik
I3 DA B NLRP3 4 P A4 1) 016 AT 250 09 760 % 98 1l
b5 TL-22 Al 5 B AR R A o Ak I
BeAAk 2, 81k A7 B AR 20 A TL-18 Y 263k, 76 B &
GCs T RIEHILBRIE .

PCOS f77E fg J5t A3 11 BT AR A2 Bt . JB i
B 4 M T Be B A% 2 IR A9 ZEALH] . I AAE AT 4k &
1 5y ZAHRHT L TL-22 PRI B B 40 i fe 52 S AL T T
P 1 80375 S 19 NLRP3 5 4 4 U8 1 i 2R R A4 43 4
UEHE 2 B, TL-22 £ 33 i 10 41 4048 78 J2& 80 3% PCOS
(14 5 Al 308 ok 484 o B I 4 27 HROh A A 4R R i 1
BREE [ 1 RS STATS V87 i i A% 15 ok B A% 168 15
ORISR AR QU 0 N % N B TR u o w1 E v = e P I
i STATL A STAT3 45 1 48 Ak 17 38 T 5 5
R . B BF9E & B, TL-22 ] 3 2o i
IR 1 2 PR 52 2 R R Ty fig 3 T el 5 R 0 3R Rk
P H TL-22 FELM L 1L-22RA1 32 4 i & 5
IL-22RA1/JAK1/STAT3 15 5 il #% & 4% 1F JH,
KR IL-22RA1 55 BTG & 1 3 40 M o i 79 J5
RIS A RS R WY AR TL-22 n] st
IR EHAEH M A AW E LT EHS P IRE,
Park 251" 7 HFD i § 0§53 /R 1L-22TG6 o
A 1L-22 & A SR IT . 2 W & B WK
FIEE 25 25, /N BLOIR A7 o035 . T e v R Y 122
(4 000~7 000 ng/L) A] i F BOE W 0T, RN 7%
TH B A AL, n] UL TL-22 (3% o B (E A8 7 i — B 45
. SZPJEIE, — W08 IE R 5T & 3 PCOS
AR 5 i B X IR 2 1) 11-22 1 1L-22BP A9 16 3 ik
JEVA 25 5. O, ROk i T E— 25 i 5E 1122/
IL-22BP7E PCOS 1% 1% 1 B {8, DA W0 3R o 47 1
TR

4 FREER IL-22

i TE TR AR R R B KB R R O i
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1L-22 F1 PCOS W 8 S8 A, W 5% & 9L I 3 v 4 W
IL-22 A 40 ILC3s 4l £ PCOS /)y BRI 2 4
AT B, TL-22 ] 89 AR W i AL, AT B T 4
R 5t e 0 H M O B R R E  7E TL-22 S = i/ B
BT HOES RN RN, B TR o 1L-22
(77 R A i T8 R E I AR ) TR R AR RT S e TL-22
FR 7 A= 00 A TR A JE 2 FELRE A 0T DL GE 23 S
1) MAPK {5538 % F 4 1LC3s T AYIL-22" s Hrdy
SR AN I e BHOKE AR S 0R A0 LR T 40 it I TR R
7= TELRAT B Y 45 28 B A b 2 1425 2 TL-17A
A TL-22 5 HAFE & B 1L-22 BB/ BB 3L BR AT i 3
JE AR L B0 TR Cln i 1] SR TR 19 F BE RS . A
(), 1L-22 {55 B0 ) 0 5 200 38 9 28 9 B A9 i A
AT 5 S50 T XS 0 A0 R R T, S B
Uig e B AR L AR — 30 2 R AR R A Y\ 1) 43 BT
WEFE & 9, ARK S 19 TL-17/11-22 5 5 5 3 Uk
PE DL R JRERE TR ] AR AR 2F ML AT 0 4 FAR 1 B 22 FE 7
B AIG S 35 AH O MY . e Ah, B B A IL-
22BP W52 g b Rz 240 M T i J5T W R ) o 9 Y
K, 76 TL-22BP " /NELU R, B8 UK 5 i 7 R i 2>
I 5 SO A 10T U 25 AR D IR A A E A AR
iy 20 4 AR

41 M — R ECRIMCE B RIFE SR
PCOS #iAI 1 1L-22 fE B E B MR KT G R
RORPE LA BRI %, AMH 2 0 5 B9 82 2 B i 4 1
b 7 W0, 76 B0 S K KM IR M IR R R ik % R
(gonadotropin-releasing hormone, GnRH) # & JG
HRECE TR IR . BT R B, 2R P43 B A 2 3k L
WA K JE PCOS 19 &M HLHI, PCOS 77 M B
A RX B2t T 6 o 3 5, T K AMH /(5 5 1%
FAHEE PCOS MV AE 7 SALH] . FH L RE I 1L-22
Al REiE i AMH {5 5 & S dE i 52 m PCOS 1
GNRH/LH B N {5 5 %0k, il & 3 X pi 28
RN R 00 1L-22 040, HB 52 M2
GRS IV 2E S BB R R BR R E R
i ML E KB R R BT 122 RS 5%
RAE , [A] I 30 2 55 00 4 2% L 20 ok ok A B Ak i g I 97
BRI/ R AT, BRI A 6 TL-22 5 PCOS #ii &
PN W ) B 5 I B e Z

42 FEMRRIE B E E RS TR R G R
I — Wit 25 7T PCOS Wk E, B kMmiEE
W5 09 W O 0 VR R IO 7 TL-22 09 7 AF , T
it IL-17 fe /N AL S AT . ok, F
ot 28 ot v S A AT R 45 A SE RS 1 2 )

SV 200 T 200 LR R A DA VA A R B AT S AR IR . TL-22
VE S S AE K ¥, 0] e 8] 4% 38 2o i — Wl 42 326 4% 0 A
S MR ECT B — SRR BOER S R Y
KB PCOS BF 7 AE T [ ik 9 AE F 2E 1M 5 B 45
FIS A TR TR 122 ¥ % 400 I T,
WRE ) R A o8, — 7 . S EE R W7 R (short
chain fatty acids, SCFAs) AJ fig #F 11L-22 %) 7= 2 4+
S PERARS s 55— J5 T SCF As i B e 198 v 1M bl 25 k¢
KT A Y'Y JRIECR () #2155 S AR R 28 R G0 5 AH
O R PR oS FILRE Bl R T . AR, TL-22 RE S LR
T8 il ik B S GNRH {5 5 bk vp & 5384 157 i
— L5

5 IL-22 5 NAFLD

JH- 20 L% TL-22 w5 B2 sk . PCOS | #% KR 24
A A 7 I IR & BRI W ORS BRI M R S
PCOS FE7E— & B AH 56 1, e B A Il PR R 1IE 4B 4 15
ik B2 2 AR BT i I 5 M AE , HIE BE A PCOS & JF
NAFLD W &R HF 2R 28% . 3T W # 1A %,
S RS DT i 2 g T T e A A 3 b B 3 T 4
s 5 5t AT RE S8 I i — I B 4o 4T B AE AN
BRI AEME . TL-22 J2 8 5 Ik o8 A2 2 1 OQ B i 4
PEE 2 30 A i b e o T AT 22 e LA AR o T
) 7 A R I B Re W7 PR R S8 R IE AR R OC
0 Fabre 25U #E NAFLD £ # h, TL-22 A i
6 I 15 22 WU L R AR 1D A0 =k I KT 2R
WA UEYE 3 B 1L-22 7608 R 30 405 vh B A 4 2F 4 fb
IVER . 7E TL22RA1 T /NP RS HIE 73X — . /=
I TL-22BP 15 JiF 25 2 Ak F 6 1k n &4 %,
X EUE T IL-22 B9 OB EE M R R B, FE G =
IL-22BPHIE BT 1 i 1 1L-22 5 5 R E #a e H 7
TR v FFE A 10, 800 HF 408 b w40 g R
16, Jin AT 20 i 46 405, T 2 A A 1L-22BP 2 FR
WEREAL (AT R g . R, T1-22/11-22BP 2 % A
48 B %) A O A S R T

TE—T NAFLD #F5¢ . B8 1 1L-22 ik
PR DY et R AR B TL-22 J& R AR 11K F
e T B HACTEREYE /N R Bz TL-22 Z K55
S EE AR5 . A R TR 5 RE L 3 B s M 9 R X
IL-22 0 38 9 /F . 52 50 o 3k B, 76 5 B9 5 1
NAFLD M /N, 305 s 41 g 1) 2 3232 i LA
B R AE AT B B A, PCOS i% 7K - 19 11-22 1 3iF ]
TH PR OCEE, T Ah, AT W R KR 2
(lipopolysaccharide, LPS) 75 5 B9 M P /)N BB IE 11.-
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22 AR AR AR T O 3R b S R T IL-22
eIk N TR RN & B . ERFEIFKE
{149 I /0 BUIFF I PPt % B, 11-22/ 1L-22BP mRNA
Fe 9 198, B AT L TL-22 64 1 4 S vk 3Rk T i
5 PCOS By A& s BB A Y

6 IL-22 5iFx

PCOS 437 e % & R = e i LH 2, 15
P T R & A B AR, 5 B0 B B A R VR iR AR O T
PR R 27 SR A A 09 58 2 5 B A= Bl ARG I7 IR IR IR
ME AL HG A AP S IR IR B AR A B RCR B E . Bl
T & B, 11L-22 FE 4E 5 40 Ik b B A BUNAVE F  mT 0
B 4 i ) B e M A R RS, 78 A SR R A0 Cuterine
natural killing, uNK) 4l ifd 7= A= , H 7 14 PN - iy Fi 4%
WAL, T2 UZ b TLC3s DL A5 % 21 ik 1 M 7 4
1L-17 1 1L-22, [6) i, #7853 53 6 uNK 40 . #F
SR uNK IS 5 TR B G R R
UE YR IFAE 15 W B b = AR TL-22, Ho R #F 527 &
I uNK 40 1L-22 33K 80 1 85 A T i 19 4T Uk
KW, AR, TL-22 76 F 5 B R 067 4 S35
IR UEW] T IL-22 X E N RS FE R AE . Lk
HhIL-22 Al 590 B 0 SZ R S5 G L 5% i % 5% 40 i
B M ol S 4 W E R A 5 SR I ST AR R
J5 18T s M2/ BRI 32 ) B 22 0 1Y Rt aT B 3 T
JH IL-22 B DY R AT IR R A TR
LPS 525, TL-22 BB/ B 305 7= F 43 iR
JLVR S 45T B4 1122 a] 15 B B 7 I 0 /0 i 4 4
MJE T, H Zhao &5 BF5Y £ M, 1L-22 F1 TNF-«
B 25 25 O R 0 7 AR 3 b IR AR A AR A

Al XRPEAGAHERNE LM R™
(unexplained recurrent pregnancy loss, URPL) fJ
WA TL-22 S H 2 1R TL-22RA1 3R3EKF- %
fIRH SR AT 5T & L. #E URPL 4T 0k £ 1 7
ENRE TL-22 B R AR IA R T IE® @R L
PRI AT TR AT, G RE R R O I 7 R
11-22 FJ BB 3 2xk 6 95 it 52 > 52 el 4 4 A 400 7] i L Y
He R RO TRl AE E PR v 38 LA B %l B 7Y
T 240 2 AR M T 40 M it 32 - 2K F 9 B AIG Ar
5 R R SRR R HE S s L TL-22 — HOH O
FEWREE S P EUTIRB I . AR A WA
s 1L-22 W] RE7E I IR 1) 52 6 o B 2 00 211 T A I
B Be A 3 Y . T B ) A R Y A S SRR
A PN e 32 200 B 1) B 46157 A, TL-22 75 22 1L-22BP

FERGEE R A BEPRIEIR IR IE R B IR LB . KL, 1
5 TL-22 BR G 5160 04 B B R 40 76 T T R A B T % bt
P AL R B DL K5 40 Wi AH DG 19 I & E R 37 4T R 4
] B AR E AR PP A DL S TR A E . R
TR Z I RAR R M IR AW By Bt 1L-22/1L-22BP (1)
fEH .

7 I &

1L-22 0] U AR 3 pE 9, o ml DL S0 1 1,
Tk A R Y B T 1L-22BP M AZ 4R 1L
22RA1 W IE# £ik., 24 41k, 1L-22,1L-22RA1
A IL-22BP ££ PCOS i FE FHWF I8 2D, A I5 M 4
25 TL-22 FP IR RE0O™ A4 TL-22 #A] B8 PCOS
P AT B 3R T # A5, R T 45 24 U R RORS B T A o
— R T T R AR A & RSN R S 5 ok 1
UE 1L-22 F 1L-22BP 78 A= 58 F fig b 9 78 F . H e
5T 48 A b A 4 24t B AT — 7 i AL 4 ]
RE Mo 26 AN IR PR TL-22 $2t —E W& R, 785 I
PCOS W UEIRES Jm) b TL-22 1 4 i 4% e Bt 1) 4 922 A1
T Re R — M g b, TR TL-22 (A Y) 2= 4 )
WBIT A A B, BFST 1L-22 ¥ PCOS 240
PE PG 19 K o AL AR T T TER AL B 1 DL . Lk
Hb K B — BB SE R PCOS 4F IR 1) 9% B &% 43
FHLH L 2 PCOS @i 7= R R FH %

(&% k]
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