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Effects of Xiongcan Yishen Prescription on Pathological Changes and Ultrastructure
of Testicular Tissue in the Late—Onset Hypogonadism Rats
ZHOU Xing', ZHOU Qing', HE Qinghu®*
(1. The First Affiliated Hospital of Hunan University of Chinese Medicine, Changsha, Hunan 410007, China; 2. Hunan
University of Chinese Medicine, Changsha, Hunan 410208, China)

(Abstract] Objective To study the effects of Xiongcan Yishen formula on the pathological changes and the ultrastruc-
ture of the testicular tissue in the late—onset hypogonadism (LOH) rats. Methods The LOH rat models were established by using
retired mated rats (40 weeks) which fed separately and given various emotional stimulation. The rats were randomly divided in-
to model group, testosterone group, Xiongcan group, and establishment of control group (8 weeks), the medicine intervention
was for 4 weeks. The rats were sacrificed 24 hours later after last medication. The serum testosterone and testicle mass index
was detected, the ultrastructure and pathological changes of the testicular tissue were observed by optical microscope and
transmission electron microscope. Results The rat testicular indexes between model group, testosterone group, Xiongcan group
were significantly different (P>0.05). The LOH model rats have the following pathological changes such as structure disturbance
of seminiferous tubules, spermatogenesis loss, testis interstitial loss, and the ultrastructural = changes such
as mitochondria decreases and obvious edema of mitochondria. The pathological changes and the ulirastructures in Xiong-
can group were improved. Conclusion LOH rats appear the pathological changes and the ultrastructural changes of the testic-
ular tissue at the organic level and the cellular level. Xiongcan Yishen prescription could ameliorating its pathological changes
and the ultrastructural changes of leydig cells.
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BRI REAL T AE  (late—onset hypogon—
adism, LOH) & ¥ 32 2t F 34 %5 3004 2 10 7K OF 2
¥R RS20 #b 78 2 IR IT (testosterone  supple-
mentation therapy, TST) #%#1 & LOH i J7 B 4 b5
EN AELI PR XS TST 5 2 7 A | 24 4 45 ) BT
A A, o B A BEIE R A, AT A2 G s F AR
BB A SR S 2 RR L TR R, R I
PR LOH A Y7 #2458 18 1) JEUHE L 3R B 4 09 1% FH I 4 25
B iR 9T LOH, AR HALE], AT EE Tl
Xt LOH A B 52 L4127 B AR (b R T 45 #1452 i
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LIl GERE4L KRR SPF ¢ SD Mtk KR GE & Fh
L) ,40 JE % AR (400+50) g,40 H, AL
230 A AL SR S AR A R H, VRRTIES : SCXK
(5)2012-0001 ,
1.1.2 IEHE X R (LU @FRIE# 41) KR SPF 4%
SD MK, 8 JE i, 45 & 230~250 ¢,15 K,
F1 1 e W 3 e Sk SR S A BR A E, VFRTHIES
SCXK (iH)2013-0004 , 34 33 7] 7 H 5 24 K “#SPF
G sh Py s g oy  SPF 9 sl & iR R 37 48 52 T
J¥ (21£3) °C JRJE (75£5)% , -5 F 0 sy &
B AROK S A i v BT BE L o A I MM SR 1 S
i,
1.2 2% Kl &

AR 25 B 7 (MEAR MK 30 g, FRFAE 15 g, Pt
15 g, MIAL ¥ 15 g, (145 10 g, MR 15 o), WE
= P T, H T R S 2 R A A — e s B 24 50 B
WA S5 M AR B R T AR - 2 RN 42 AR
PR IO 1, T HUME 7 0 5 % 5% T B4 T
ZHEM R CREARBU R A5% , TR BT B
50 o/L, $EHUHFE] 30 min, EBUEE 70 °C, KR E
WA 1 g/mL, CEEARIUS I IE % 5% 1 5 1
BB MAC T EAT IR RS IE RTE 3R,
IK B AR A B AR 2R 1 omL I, 5 2
AR I 14 e A I AR B, 4 SCUKAR A
1.3 i S s

VTR S T S W - UM B 24 5 ), 2 mll/f, ik

WESCS . H4 257 (2013) 110201054, Hit it LKB-I1T %
AEEDI AL, H 32 HT7700 7435 5 i i
2 A
2.1 BRI

454 UL T I 5 SR B2 46 5E e
Ty A A ARG T . R A
HEE SD BB EL(40 J % )40 2 IF4E5E 1 HANFR,
T HBEPLL T LA R A AR 8 —Fh . (DAEK (24 h);
(2) 57 51 (8:00~18:00 K sh ¥ 55 '] 3¢ I 40 F
A, BT M PR 5 18:00-8:00 FTJF H Y6AT , M 57
TF] P AR A 4R 76 300 Lux); (3)25 0 (24 h); (4) 3%k
B (25 mm KESF AR 1 cm kbJe K
F&,30 min); (5)M (70 430,582 2 h), HH 1
v, B AP O S Sl B R BEALIR R 2 d, % 42
4 J, EFHAKRBIER FmFE, BB ERE iRk,
22 a5 %Y

AR S N W R R I 0.8~1.2 mL, B .0 4
%3 000 r/min, .0 10 min, 73 & H 117 ,-80 °C
VKAV VRO, ELISA YA AG I i 75 S2 W vk i L 2 Bk 5
Al A DO O ge it AR 15 28 i
SD P A BRI 22 B 10% 02500 1.91 ng/mlL, LU
WS V) AR, LR 28 52 5 1 A R s B, R B I
T8 ST A BE T2 V) S E W 1E 8 LOH KRR
A 34 HRBATGNAbRE, FBENLI 450, 1%
MR 6 H N IR S22 (LA T RiIFR 246 H
T 7 4 g T EH (DA SRR AR 2H )6 H s A 15 HUIE
AR RAPREPLIER 6 JAERIER A, FE4H KR
Iy Mg SARIL, o AR I

HEEHEE 4 8,1 wd, B4 8:00-9.00, sh# 4
2 50 S i B W RN R T R N SR TR L E
TR 2R T I R SE RO B 5 2, e A 2
BN AR 10 mL/kg 5 SR 2H 45 T R BRUBCAR LA
ST NFR ST, FEARWER 7 me/ke, HEES 3
UK, TEST A A A 58 8, 3 4 &) 5 R 2 % 0F 4
WHILL 3 mL A BEER 7KV B OF K BUBCHB LA 78 55 A=
HERIK R EE 7 melkg, RG24 24 h AbSEFT
AW, AT A TR AR R
23 FEACRAE SRR R

L iy $HE 3 S ORR I8, S S Dk BB, #E O
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BRI TS, -80 CHAF R K, L —3k 452
I GUE 4% 2 R W R 5w, o) BGE & 2 2UE
2.5%% 2 PE &N EE .,
2.3.1  BALIEBE  BOSUIEE L E TR KRR
Jt, A SRR, R - LR B = U 2
LT ()M BT (g)%x100% o
232 ZHAZHRMAA R HE 36 JUET
WEE 2 52 A SUB A F UL . TR B 285 K70
PEA A TE L
233 SILHZUBME BB AR WS
S AL V) S5 200 A A 5 A AR T R R A 2 O A R
HL % 2 58
234 IMVEEEWE R ELISA ¥, R 4 52
ELISA 350 A UL B A5 804, 7230 g iy 22k Bt
24 GRiteEdrik

FH SPSS 17.0 B8/ o0#r, B LA “xas” 3R
N TR ERE A RS ¢ RS 7 U AR R A
5, &7 22 A 55, WK H Tamhane’s T2 K5 5 11%%
TR x2 K256, LL P<0.05 WEiit24 2 5 e b

3ER

3.1 AR R

PR 2] | SR £ | I A 2 S A T A b, 2%
ST L (P>0.05) , HAT AT HetE ; DL 45 41
0 J5 AR I AR | DA B A A SR SR AR R R b, 22
S GBS (P>0.05) . BAERXT LOH K BLAY
29T 1, I A RESE e R A

PRI L] | SRR A | M A 2 A% A S L B b, 2
FRG 7 E L (P>0.05); SIEW AL, 2R A5
T2 X (P<0.01), #78% LOH K RS2 HUF8 500
ICTF IE 5 AR B, (EL 259 1 B AS BE 52 ) S AL 48 4L
W1,

3.2 ALK RUMLTE B SR A F

PR A | S 2 e A 2 9 06 4% 2 K R 5 A
B KF R, 2RISR X (P>0.05), A4 ]
et DESASIEFALER, Z2RA5ITFEX
(P<0.01),

UGS, SERH SRR e | OF 4 A
R BLIL Y B SRR KT, 22 A SE 3T 5 L (P<0.01) 5
AR 41 SRR | IF 5 2 AR BRI TR AR S R KO
2 A G L(P<0.01),

R2ABAXBRERAEMFEZMELER (x%s)
a5 . _ J?fll‘?f:]‘ BVEET (ng/mlL)

IEH 4l 6 3.48+1.42 4.41+0.947
AR 4 6 1.29+0.45 1.35+0.29**
S22 6 1.31+0.39 11.77+0.8644
T 7 2H 6 1.32+0.27 2.74+12775AL

F 11.62 155.99

P 0.00 0.00

%1 ABKRIBHERESHREAIEH  (ix)
4B it B (%)
SR SR
TE 4 6 217.03+£18.68 295.63+23.07* 1.15+0.10
A0 20 6 605.15+£92.27 598.55+88.94 0.55+0.06%4
S 20 6 601.37+£69.33 632.83+77.33 0.53+0.0744
T A 21 6 607.70+62.67 637.70+79.34 0.56+0.0844
F 51.26 31.39 90.07
P 0.00 0.00 0.00

W S ARG T R HH % P<0.05 5 5 1E 4L L A AP<0.01,

VI ¢ S0 MLV A SR A 9 IR S A3 A (0 22855 (P=0.002) , R
Tamhane’s T2 #5555 5 S22 8% 3% P<0.01 5 55 5 A
HIZH i A AP<0.01,

3.3 AR ELEEALA S B AL L AL

IEH AL A YRR A R IR 2 M, 52
FUMR R IE R, BRI . AR A5 S5 M 3K, WIS B
20 MR D G 7 A IR AR ZE L, R A W 2
RS T ORI SR LA AR D AR - A ] )
AN o S B 2L - 200 PO £ 20 M AR AR A R oK i, 4 g
BB AL, oy PN | S L) T 28 4 7 b M e 2
A AEORS AT I 7, o TS B G2 4, 52 AL IR] BRGK
i, LI 1,
3.4 BRI SUB S BUR L

TEH 2 AR 2 ORI R TE LR
PRE SRR PR BRI, LR AU 75 B, 2 1A TE K i
FREAL A - 2b A K ] 0/ | i SRR K i 2
KLARRFR/IN SRR IS AN TS T IS AR 93k, B
HOAEAE B2 B . 5 M 4] IR W 2 U, Ok AR
WD R LR AR AR R, LR AR R BN | 23 AL A
U I, B 4 AR R R 22, T TR B Lok R
B, LR PR BURR R, 2R AR s 14 355 AT, 4
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T ATE 45 BSR4 5 CLSE AL 5 DME % 41
Bl HERBUREHAARSALEE

T AE B 4B AR A CL 2 R 4D i 7R 21
B2 Z2HARABHEHELERER

4 Wit

LOH 1) & 5 3 B2 5 47 i HH OC 1) 52 iR 7K OF F [
A 5B A S TR B 1) $5 DG B A0 i ——— 52 L ) 5 4
Jil (Leydig cell) , &5 5 2 fil B 4 % 2 3R 11 94 422 J2
AT LOH BIF 5% 522y 1) 22— . 3 % 52 i (1 LA BIL 1
AREA I, (1) AN [ EERL B AR b SRS S
WA NEATE T E M (SIAR) . AMERIIE — R s A2
PRE32 26 1 (TSPO ), 3 11 52 1 Yz 125 JIE [ s 42 202 A
B ) SR A Y IR 5% 32 5 (2) 52 B SR R T
A 5 A T AR A PR P 240 €, 3R [0 ) e 224 £
(P450sce) AL T 1 1 P4 5T 9 1Y) 33— )% S it & il
(3B-HSD), WATIEHE R W], Leydig 41 f 521 A A2
RE 1R T 5 55 4 I A DG (1 e P A AT O, s
YA AR ST, AR N SR ALTR] R 40 M R, A 2
B AU i i LR SRR U % D DL
e AR 21 AF IR SR UE S 24 H % SD oK R 52 AL [A]
o 40 6 R A W T PR T P 2L ks A i B AR
U ASTRS T 2, PN I Bk A AN [ R Y R ke
PRGBS PN I Y2 T 1 4 R R
A5 K B, B K B Leydig 4 i 28k 44 %5 12t B

B KRR KIS 5 R R B
S A AR P, Leydig 20 i 280 1A 2 5 G B 40 i
Mz —, RSB # A StAR \P450sce, #RAFTE
F Leydig 40l SR 1A PSSR MAK T 45 ik Bz
A5 5 SR A TGN A G SRR R K
BT Leydig 40 M 2R R K i i) % A= W 2

HE— 25 SCHR 9, AT . — 5 T, Leydig 40
LA A e e 56 e B 2 A B, T S I T B0
TP (ROS)TE Leydig NEE BUE 5, HAZANMIZE
BRI = ROS By 5 2 B3R, L H RTH A A
U HREIE UL, AT S A A0 S Al i
P ROS E B AL ARG, B MR8 UESE, 75 5
ZHEFL T ROS TE Leydig 20 4 25 B, 4% S5 Ley-
dig 20 A 98 T 3G it 2ok i Ty g 2K ALY MR ROS
AT IE S e-Jun 5538 EANE Nur77 5% 5%, i
11T A8 AV: S ) 45 i il 35 PR 3 000

5 —J7 T, Leydig 20 g 4 44 fih Bk 252 58 13 45
AR, ] RE S B S B Leydig 400 A WE T A
S, P I A P RS R 5 A3 1 B A
Ree A (1 3t B2 BBV Ik B 2 A2 5 1 A i A, AR
dfE AR, R7E B2 80~90 4EAR, H A WFAT IR
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RGBT Leydig 40 M 1wl & 35 B, 2 A 52
FI W A AR G 4 A R I W T RE X Leydig 4
i S (4 5 U R AR DT AR SR F IR S,
AL (3 H ) R ES, B4 (24 A %) K B2
KR RE Leydig 20 M H W AL StAR 8B R F
P — ST R, AR TM3 Leydig 40 i FI 1 S5C
HEFL N Beclinl Ji7 , Leydig 20 i [ W 3 2% B A%, LC3-
Il 2 1 (LC3-Wi i ik £ Bt e S0, [ W 288 AR a5 )
FI StAR 2 1 23k 35 T WS 3B [ WERE AL S & 4R
KB Leydig 20 ] S2 0 5 /K S F B B3R AH G
AMFFEIESE 7 25 5 7 A H e LOH K BRIl v
KO | B AR Leydig 40 M2 b A K i & 4= | 2
T 5 Leydig 41 ROS E AL 84 i @ meg 067 H
PRMLET 5 Bt — AT UESE , IR, FRIZE Leydig4l
i IR 25 ) A | PR B A 25 B 7 T B LOH 19 ] R
G2 I N L 01 S B 1 S i N RS 2 0 A E e
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